For every vital function the cell needs energy. What is a consequence of energy depletion for cells?

1. hyperpolarization of cell membrane
2. compensatory opening of membranary pumps
3. depolarization of cell membrane
4. activation of anabolic metabolic processes in the cell

5. closing of membranary ionic channels
 What can be the consequences of cell dystrophy?

1. cell dedifferentiation
2. cell hypertrophy
3. cell hyperplasia
4. inflammatory reaction
5. tissular sclerosis
 For which cells the ACTH lack is a negative signal for apoptosis?

1. Neurons
2. suprarenal medular cells
3. Suprarenal cortex cells
4. Neurosecretory hypothalamus cells
5. Lymphocytes
 What can be the consequence of cell dystrophy?

1. cell dedifferentiation
2. cell hypertrophy
3. cell hyperplasia
4. hypoplasia
5. inflammatory reaction
 What factors induce sclerosis?
1. Lack of ctem cells mitosis
2. Cell necrosis
3. Excessive growth factors
4. Chronic inflammation
5. Apoptosis
 What pathological cellular processes can trigger cell dystrophy?

1. energy deficiency
2. inhibition of anaerobic glycolysis
3. accumulation of glucose within cells
4. intracellular acidosis
5. accumulation of sodium ions within cells

 A homeostatic process precluding sclerosis is collagenolysis. What is the mechanism of collagen excess reducing in the organ?

1. Collagen excess excretion by urine
2. Transformation of collagen fibers in elastic fibers

3. Transformation of fibrocytes in parenchymal cells

4. Secretion of collagenolytic enzymes by macrophages

5. Fibrocyte apoptosis
 After disintegration of cell membrane the level of Ca++ ions in the hyaloplasm is increasing. What intracellular enzyme is activated by increased calcium in the cytoplasm?

1. Endonucleases
2. Krebs cycle enzymes
3. glycolytic enzymes
4. lipolytic enzymes
5. glycogen-synthase
 After disintegration of cell membrane the level of Ca++ ions in the hyaloplasm is increasing. What intracellular enzyme is activated by increased calcium in the cytoplasm?  

1. ATP-ases
2. Krebs cycle enzymes
3. glycolytic enzymes
4. glucose-6-phosphatase
5. glycogen-synthase
 Biologic oxidation is coupled with phosphorylation of ADP. What factor can decouple the process of oxidation and phosphorylation in mitochondria?

1. thyroid hormones
2. reduced hemoglobin
3. stercobilin
4. oxidized hemoglobin
5. glucocorticoids
 By what is manifested latent period of the disease?

1. Absence of specific clinical manifestations
2. Presence of nonspecific clinical manifestations
3. Absence of specific and nonspecific manifestations

4. Presence of specific and nonspecific manifestations

5. Temporary disappearance of disease manifestations
 By what is manifested period of complete disease manifestations ?

1. Absence of specific and nonspecific manifestations

2. Absence of specific clinical manifestations
3. Presence of nonspecific clinical manifestations
4. Presence of specific and nonspecific manifestations

5. Disappearance of disease manifestations
 By what is manifested prodromal period of the disease?

1. Absence of specific and nonspecific manifestations

2. Presence of local manifestations
3. Presence of nonspecific clinical manifestations
4. Absence of specific clinical manifestations
5. Temporary disappearance of disease manifestations
 Cell hypoxia and activation of anaerobic glycolysis leads to intracellular acidosis. What are the consequences of decompensated intracellular acidosis?
1. hyperpolarization of cytoplasmatic membrane
2. inactivation of glycolytic enzymes
3. reduced permiability of cytoplasmatic membrane for sodium

4. activation of oxidative processes
5. activation of glycolytic enzymes
 Cell metabolic disorders can affect one or several organs. What can be the causes of multiple cell metabolic disorders?

1. persistent hyperlipidemia with chylomicrons
2. acute general hypoxia
3. body dehydration
4. body overhydration
5. persistent hyperlipidemia with high density lipoproteins

 Cell organelles are separated from hyaloplasm by membrane. What is the consequence of lysosomal membrane destabilization?

1. cell autolysis
2. release of calcium ions in cytoplasm

3. release of sodium ions in cytoplasm

4. release of potassium ions in cytoplasm

5. cell apoptosis
 For every vital function the cell needs energy. What is a consequence of energy depletion for cells?

1. inactivation of  intracellular enzymes
2. compensatory activation of membranary pumps
3. inactivation of membranary pumps
4. activation of anabolic metabolic processes in the cell

5. closing of membranary ionic channels
 For every vital function the cell needs energy. What is a consequence of energy depletion for cells?

1. inactivation of  intracellular enzymes
2. compensatory opening of membranary pumps
3. cessation of intra-extracelular ionic gradient

4. activation of anabolic metabolic processes in the cell

5. closing of membranary ionic channels
 For which cells the estrogens lack is a negative signal for apoptosis?

1. Vaginal epithelium  
2. Endometrial cells
3. Hair follicular cells
4. Neurosecretory hypothalamus cells
5. Ovarium cells
  For which cells the FSH lack is negative signal for apoptosis in men?

1. Neurosecretory hypothalamus cells
2. Sertoli cells
3. Leidig cells
4. Laryngeal cartilage chondroblasts
5. Spermatozoides
 For which cells the FSH lack is negative signal for apoptosis in women?

1. Ovarian f
2. ollicule cells
3. Endometrial cells
4. Vaginal epithelium
5. Laryngeal cartilage chondroblasts
6. Mammary gland epithelium
 For which cells the prolactin lack is negative signal for apoptosis in women?

1. Neurosecretory hypothalamus cells
2. Sertoli cells
3. Leidig cells
4. Laryngeal cartilage chondroblasts
5. cells of corpum luteum
 For which cells the somatotropin lack is a negative signal for apoptosis?

1. Neurons  
2. Striated myocytes
3. Chondroblasts
4. Lymphocytes
5. red blood cells
 For which cells the TSH lack is a negative signal for apoptosis?

1. Neurons  
2. Thyroid gland cells
3. Parathyroid cells gland
4. Neurosecretory hypothalamus cells
5. Adipocytes
 How apoptosis is manifested in the initial period?

1. Disorganization of the intercellular communication structures

2. Cell membrane dezintegration
3. Mitochondria dezintegration
4. Karyorrhexis
5. Karyolysis
 How is performed the nonspecific prophylaxis of disease? 

1. By active or passive immunization
2. By administration of vitamins and oligoelements

3. By prophylactic administration of antibiotics
4. By "tempering" the body
5. By avoiding contact with infected persons

 How is performed the specific prophylaxis of disease?

1. By administration of vitamins and oligoelements

2. By "tempering" the body
3. By creation of favorable conditions for the person

4. By active immunization
5. By highlighting individual characters of the patient

 How the apoptosis is manifested in the initial period?

1. Cytoplasma condensation
2. Cell membrane desintegration
3. Mitochondria disintegration
4. Karyorrhexis
5. Karyolysis
 How the apoptosis is manifested in the midl-period?

1. Apoptotic bodies desintegration
2. Cell membrain disintegration
3. Mitochondria disintegration
4. Apoptotic bodies formation
5. Karyorrhexis
 How the initial period of apoptosis is manifested?

1. Cell membrane desintegration
2. Mitochondria disintegration
3. Nucleus condensation
4. Karyorrhexis
5. Karyolysis
 In cytoplasmatic membrane injury there is equilibration of intra-extracellular electrolytes levels. What is the effect of equilibration of intra-extracelular levels of K+?

1. inhibition of resting membrane potential
2. hyperpolarization of cytoplasmatic membrane
3. inhibition of active membrane potential
4. hypernatremia
5. activation of resting membrane potential
 In what disorders presence of the cause is necessary for all period of the disease?

1. Hereditary disorders
2. Acute intoxication
3. Chronic infection disease
4. Mechanical trauma
5. Acute infection disease
 In what disorders the cause has trigger role and further goes without action of it?

1. Chronic infection disease
2. Acute intoxication
3. Hereditary disorders
4. Mechanical trauma
5. Acute infection disease
 In which organ the irreparable cell lesions obligatory provoke sclerosis?

1. Liver
2. Brain
3. Intestinal mucose
4. Thyroid gland
5. Skin
 Liver is the parenchymatous organ frequently affected by lipid dystrophy. What is one of the causes of liver steatosis?
1. long-lasting starvation
2. excessive proteins in the diet
3. acute hypoxia in the liver
4. deficiency of thyroid hormones
5. high level of proteins in the blood

 Lysosomal membrane traps the lysosomal enzymes within organelle. What is the factor which can destabilize lysosomal membrane?
1. reactive oxygen species
2. glucocorticoids
3. peroxidase
4. oxidized hemoglobin
5. superoxide-dismutase
 Lysosomal membrane traps the lysosomal enzymes within organelle. What is the factor which can destabilize lysosomal membrane?
1. Hypoxia
2. Glucocorticoids
3. vitamin E
4. vitamin C
5. glutation
Lysosomal membrane traps the lysosomal enzymes within organelles. What factor works as endogenous stabilization factor for lysosomal membrane?

1. Vitamin A
2. lactic acid
3. glucocorticoids
4. thyroid hormones
5. pyruvic acid
 Lysosomal membrane traps the lysosomal enzymes within organelles. What factor works as endogenous stabilization factor for lysosomal membrane?

1. Vitamin A
2. lactic acid
3. vitamin E
4. thyroid hormones
5. vitamin D
 Maintenance of intra-extracellular ionic gradient is energy-dependent. What is the consequence of cell ATP depletion?
1. increased calcium level in the hyaloplasm

2. increased calcium level in the endoplasmic reticulum

3. increased calcium level in mitochondria
4. reduced calcium level in hyaloplasm
5. reduced calcium level in endoplasmic reticulum

 Many cellular pathological processes lead to generation of reactive oxygen species. What is negative efect of ROS?
1. peroxidation of nucleic acids
2. intensification of energogenesis with excessive ATP generation

3. increased oxygen consumption
4. intensification of anaerobic glycolysis
5. inhibition of energogenesis with ATP deficiency

 Many cellular pathological processes lead to generation of reactive oxygen species. What is negative efect of ROS?
1. lipid peroxidation
2. intensification of energogenesis with excessive ATP generation

3. increased oxygen consumption
4. intensification of anaerobic glycolysis
5. inhibition of energogenesis with ATP deficiency

 Oxidative processes in the cell lead to generation of free radicals. What substance represents reactive oxygen species?
1. phosphate anion
2. hydrocarbonat anion
3. oxygen superoxide
4. H+ ions
5. Ferritin
 Oxidative processes in the cell lead to generation of free radicals. What pathological process leads to generation of reactive oxygen species?

1. cell apoptosis
2. cell dystrophy
3. hyperthermia
4. arterial hyperemia
5. hyperoxia
 Oxidative processes in the cell lead to generation of reactive oxygen species, which have negative effects on cell structures. What substance represents endogenous antioxidant system?
1. Catalase
2. cytochrome oxidase
3. enzymes of Krebs cycle
4. prostaglandins
5. phospholipase A2
 Some intracellular metabolic reactions are energy-dependent. What is the consequence of cell ATP deficiency?

1. Reduce
2. d anabolic metabolic processes
3. reduced catabolic metabolic processes
4. increased anabolic metabolic processes
5. reduced anaerobic metabolic processes
6. increased catabolic metabolic processes
 Under the action of high temperature in the cell appear multiple injuries. What primary injury is caused by high temperature?
1. Non-selective permeability of cytoplasmic membrane

2. Intracellular hyperosmolarity
3. Denaturation of membrane proteins
4. Electrolytic balance intra – extracellular
5. Cytolysis
 Under the action of hypoxia in the cell appeared multiple injuries. What primary injury is caused by hypoxia?
1. Cessation of ionic pumps
2. Decreased synthesis of ATP
3. Intracellular hyperosmolarity
4. Electrolytic balance intra – extracellular
5. Cytolysis
 Under the action of lipolytic extracellular enzymes in the cell appear multiple injuries. What primary injury is caused by phospholipids?
1. Non-selective permeability of cytoplasmic membrane

2. Intracellular hyperosmolarity
3. Breakdown of membrane phospholipids
4. Electrolytic balance intra – extracellular
5. Cytolysis
 Under the action of low temperature in the cell appear multiple injuries. What primary injury is caused by low temperature?
1. Mechanical breakdown of cytoplasmic membrane
2. Crystallization of intracellular water
3. Intracellular hyperosmolarity
4. Electrolytic balance intra – extracellular
5. Cytolysis
 What are effects of increased sodium level in the cell hyaloplasm?

1. cell membrane depolarization
2. cell membrane hyperpolarization
3. intracellular hyperosmolarity
4. intracellular hypoosmolarity
5. intracellular acidosis
 What are effects of reduced sodium ions concentration in the interstitium?

1. hypoosmolarity of cell hyaloplasm
2. cell membrane depolarization
3. cell membrane hyperpolarization
4. inflammatory reaction
5. reduced pH of interstitial fluid
 What are the causes of parenchymatous lipid dystrophy?

1. excessive proteins in the diet
2. excessive production of apoproteins
3. long-lasting starvation
4. inability of the cell to transform lipids into glycogen

5. depletion of  apoproteins
 What are the consequences of lysosomal membrane destabilization?

1. hydrolysis of proteic compound in hyaloplasm

2. cell autolysis
3. release of sodium ions in hyaloplasm

4. release of potassium ions in hyaloplasm

5. cell apoptosis
 What are the consequences of sclerosis?

1. Organ malignancy
2. Hypofunction of the organ
3. Hypertrophy of the organ
4. Organ remodeling
5. Cell dedifferentiation
 What are the general consequences of necrosis?

1. Acute phase reaction
2. Fever
3. Bacteremia
4. Hypernatriemia
5. Hypercalciemia
 What are the mechanisms of collagen excess reducing in the organ?

1. Intracellular degradation by collagenolytic enzymes   
2. Transformation of collagen fibers in elastic fibers

3. Transformation of fibrocytes in parenchymal cells

4. Extracellular degradation by collagenolytic enzymes  
5. Fibrocyte apoptosis
 What are the necrosis consequences?

1. Hypokaliemia
2. Hypercalciemia
3. Hyperkaliemia
4. Pro-inflammatory mediators formation
5. Apoptosis of the adjacent cells
 What are the principles of the pathogenetic correction of sclerosis?

1. Collagenolysis stimulation  
2. Fibrogenesis cessation  
3. Surgical removal of connective tissue excess

4. Collagenolysis inhibition
5. Stimulation of the parenchymal cell multiplication

 What are the relations between local and general injuries in pathogenesis of different disease?

1. There are diseases with only local injuries for all period of them

2. There are diseases with only general injuries for all period of them

3. There are diseases with balance between local and general  injuries

4. There are diseases which begin with general injuries and then associate local injuries

5. There are diseases which begin with local injuries and then associate general injuries

 What atrophy can be estimated as endocrine?  

1. Atrophy of muscles in the immobilized members

2. Thymus atrophy in the adult persons

3. Bone atrophy in the elderly
4. Atrophy of myocardium after the valvulopathy correction

5. Suprarenal gland atrophy after pituitary gland radiation

 What atrophy can be estimated as post-hypertrophic?  

1. Atrophy of muscles in the immobilized members

2. Thymus atrophy in the adult persons

3. Bone atrophy in the elderly
4. Atrophy of myocardium after the valvulopathy correction

5. Suprarenal gland atrophy after pituitary gland radiation

 What atrophy can be estimated as senile involutiv?  

1. Atrophy of muscles in the immobilized members

2. Thymus atrophy in the adult persons

3. Bone atrophy in the elderly
4. Atrophy of myocardium after the valvulopathy correction

5. Suprarenal gland atrophy after pituitary gland radiation

 What atrophy is considered as hypofunctional?

1. thymus atrophy in the adult persons

2. Atrophy of muscles in the immobilized members

3. Bone atrophy in the elderly
4. Atrophy of myocardium after the valvulopathy correction

5. Suprarenal gland atrophy after pituitary gland radiation

 What atrophy is considered as involutiv?  

1. Atrophy of muscles in the immobilized members

2. Thymus atrophy in the adult persons

3. Bone atrophy in the elderly
4. Atrophy of myocardium after the valvulopathy correction

5. Suprarenal gland atrophy after pituitary gland radiation

 What atrophy is considered as patholgical?

1. Atrophy of organ in the ischemia

2. Prostate atrophy in senile men
3. Thymus atrophy in aging
4. Atrophy of skeletal muscles in the hypodynamia

5. Bone atrophy in cosmonauts in a state of imponderability

 What atrophy is considered as pathological?

1. Prostate atrophy in senile men
2. Organ atrophy due to growth factors lack

3. Thymus atrophy in aging
4. Atrophy of skeletal muscles in the hypodynamia

5. Bone atrophy in cosmonauts in a state of imponderability

 What atrophy is considered as physiological?

1. Peripheral endocrine gland atrophy in the hypophyseal tropic hormone hyposecretion

2. Atrophy of hormone dependent organ in the deficiency of peripheral hormone

3. Organ atrophy in the hyponutrition
4. Organ atrophy in the certain ontogenetic periods

5. Atrophy of organ in the denervation

 What atrophy is considered as physiological?

1. Peripheral endocrine gland atrophy in the hypophyseal tropic hormone hyposecretion

2. Atrophy of hormone dependent organ in the deficiency of peripheral hormone

3. Atrophy in the primary reducing of organ function  

4. Atrophy of organ in the hypoperfusion

5. Atrophy of organ in the denervation

 What biochemical tests can be used in necrotic organ diagnosis?

1. Dosing of potassium
2. Dosing of calciemia
3. Dosing of enzymemia `
4. Dosing of pyrogenic interleukins
5. Dosing of leukocytosis
 What can be the cause of cellular acidosis?

1. cell hyperoxia
2. activation of oxidative processes
3. cell hypoxia
4. excessive intake of acid substances
5. inhibition of glycolysis
 What can be the cause of cellular acidosis?

1. activation of Krebs cycle
2. activation of oxidative processes
3. increased inflow of H+ ions in the cell

4. excessive intake of acid substances
5. inhibition of glycolysis
 How the apoptosis is manifested in the initial period?

1. Cell membrane desintegration
2. Nucleus condensation
3. Mitochondria disintegration
4. Karyorrhexis
5. Cytoplasma condensation
 For which cells the androgens lack is a negative signal for apoptosis?

1. Neurosecretory hypothalamus cells
2. Sertoli cells
3. Leidig cells
4. Hair follicular cells
5. Spermatozoides
 In which organ the irreparable cell lesions obligatory provoke sclerosis?

1. Liver
2. Intestinal mucose
3. Myocardium
4. Thyroid gland
5. Skin
 What can be the consequence of cell dystrophy?

1. cell dedifferentiation
2. cell hypertrophy
3. cell hyperplasia
4. tissular  hypoplasia
5. tissular sclerosis
 What can be the consequence of cell dystrophy?

1. cell dedifferentiation
2. cell hypertrophy
3. cell hyperplasia
4. hypoplasia
5. cell necrosis 

 What cell is exposed to apotosis in a matur organism?

1. normal cells
2. Cells with reversible lessions
3. Dead cells
4. Sclerosed cells
5. Cells with irreversible lessions
 What cell is exposed to apotosis in a matur organism?

1. normal cells
2. Cells with reversible lessions
3. Dead cells
4. Sclerosed cells
5. Cells with irreversible lessions
 What cells can release harmful enzymes for other cells?

1. Cells of the pancreas
2. Cells of the salivary gland
3. Cells of the liver
4. Polymorphonuclear leukocytes
5. Lymphocytes
 What cellular changes could be considered as injury?

1. Enhancement of anaerobic glycolisis in hypoxia

2. Synthesis of heat shock proteins in hyperthermia

3. Enhancement of protein synthesis in hyperfunctional myocytes

4. Inhibition of oxidative enzymes in hypoxia

5. Enhancement of antioxidative processes in oxidative stress

 What clinical manifestations can be considered as resolution of the disease? 


1. Temporary disappearance of all disease manifestations

2. Disappearance of disease manifestations
3. Death of the body
4. Disappearance of nonspecific manifestations
5. Improving the patient’s condition
 What condition is necessary for complete apoptosis evolution?

1. Maintenance of the cell membrane integrity

2. Maintenance of the nucleus integrity
3. Maintenance of the cytoskeleton integrity
4. Maintenance of the chromosome integrity
5. Maintenance of the intercellular connections  
 What condition is necessary for complete apoptosis evolution?

1. maintenance of the nucleus integrity
2. maintenance of mitochondrial function
3. maintenance of endoplasmic reticulum function
4. maintenance of Golgi apparatus function
5. Maintenance of the intercellular connections  
 What conditions disturb the metabolism and lead to the disease appearance?

1. Deficiency of carbohydrates in the diet

2. Deficiency of nonessential aminoacids in the diet

3. Deficiency of triglycerides in the diet

4. Deprivation of food
5. Deficiency of cellulose in the diet

What conditions disturb the metabolism and lead to the disease appearance?

1. Deficiency of carbohydrates in the diet

2. Deficiency of triglycerides in the diet

3. Deficiency of thyroid hormones
4. Deficiency of nonessential aminoacids in the diet

5. Excess of thyroid hormones
 What does a fals atrophy mean?

1. Decreasing of organ volume due to parenchymal mass decrease

2. Decreasing of organ volume due to adipous tissue mass decrease

3. Decreasing of organ volume due to denervation

4. Decreasing of organ volume due to stromal mass decrease

5. Decreasing of organ volume due to dehydration induced organ volume decrease  

 What does a real atrophy mean?

1. Decreasing of organ volume due to parenchymal mass decrease

2. Decreasing of organ volume due to adipous tissue mass decrease

3. Decreasing of organ volume due to conjuctive tissue mass decrease

4. Decreasing of organ volume due to stromal mass decrease

5. Decreasing of organ volume due to dehydration induced organ volume decrease  

 What does determine the character of the disease?

1. The cause that provoked disease
2. The age of the person
3. The hereditary predisposition
4. The conditions of disease appearance
5. The reactivity of the body
 What does determine the specificity of the disease?

1. The cause that provoked disease
2. The age of the person
3. The gender of the person
4. The hereditary predisposition
5. The conditions of disease appearance
 What does etiology study?
1. Causes and conditions of disease appearance

2. Causes of disease appearance
3. Conditions of disease appearance
4. Mechanisms of disease resolution
5. Mechanisms of disease evolution
What does study general pathology?

1. General laws of appearance, evolution and resolution of pathological processes

2. General laws of body’s dying processes

3. General laws of disease resolution
4. General laws of disease origin
5. General laws of recovery processes
 What does the aplasia mean?

1. Regeneration with the formation of tissue excess

2. Regeneration with a tissue deficiency  
3. Regeneration with the formation of undifferentiated tissue

4. Regeneration with the formation of normal but inadequate tissue for organ

5. Regeneration with the formation of monstrous tissue

 What does the dysplasia mean?

1. Regeneration with the formation of tissue excess

2. Regeneration with a tissue deficiency
3. Regeneration with the formation of undifferentiated tissue

4. Regeneration with the formation of normal but inadequate for organ

5. Regeneration with the formation of monstrous tissue

 What does the hyperplasia mean?

1. Increase of cell population and organ mass

2. Increase of organ mass due to enlargement of each cell

3. Increase of organ mass due to enlargement of the intercellular matrix

4. Increase of organ mass due to multiplication of the conjuctive tissue cells

5. Increase of organ mass due to fatts depositing

 What does the hypertrophy mean?

1. Increase of organ mass due to intercellular matrix mass increase

2. Increase of organ mass due to conjuctive tissue cell population increase

3. Increase of organ mass due to parenchymal cell population increase

4. Increase of organ mass due to adipocyte population increase

5. Increase of organ mass due to stromal tissue mass increase

 What does the metaplasia mean?

1. Regeneration with the formation of tissue excess

2. Regeneration with a tissue deficiency
3. Regeneration with the formation of undifferentiated tissue

4. Regeneration with the formation of normal but inadequate tissue for organ

5. Regeneration with the formation of monstrous tissue

 What does the necrosis represent?

1. Cell death due to pathogenic factors action

2. Cell death after organism death
3. Cell death due to genenetic material exhaustion

4. Cell death due to functional capacity exhaustion

5. Cell death during the senile involution of organism

 What does the neurotrophic hypertrophy mean?

1. Endometrial hypertrophy in the estrogen hypersecretion

2. Hypertrophy of adipous tissue in the denervated organs

3. Hypertrophy of epithelium stemming cancer  
4. Mesenchymal tissue growing around infectious focus

5. Hypertrophy of prostate in the androgen excess

 What does the pathological tumoral hypertrophy mean?

1. Endometrial hypertrophy in the estrogen hypersecretion

2. Hypertrophy of adipous tissue in the denervated organs

3. Hypertrophy of epithelium stemming cancer  
4. Mesenchymal tissue growing around infectious focus

5. Hypertrophy of prostate in the androgen hyposecretion

 What does the physiological regeneration represent?

1. Defect regeneration with a recovery of the initial tissue volume

2. Defect regeneration with tissue excess
3. Defect regeneration with tissue deficiency

4. Regeneration of the pathogen factor induced defect with a similary tissue

5. Regeneration of the pathogen factor induced defect with an atypical tissue

What does the sclerosis mean?

1. Regeneration with the formation of tissue excess

2. Regeneration with a tissue deficiency
3. Regenration with the formation of undifferentiated tissue

4. Regeneration with the formation of conjuctive tissue

5. Regeneration with the formation of monstrous tissue

 What does the sclerosis of organ mean?

1. Pathological regeneration
2. Reparative physiological regeneration
3. Compensatory pathologicl regeneration
4. Protective regeneration
5. The last phase of the inflammation

 What does the vicious cycle in pathogenesis represent?

1. Any pathogenetic chain
2. Closed pathogenetic chain
3. The totality of pathological processes
4. The totality of injuries that are linked by relations of cause and effect

5. The totality of physiologic reactions
 What effect exert unfavorable conditions for the body?

1. Decreases physiologic reactions of the body

2. Changes the type of superior nervous activity

3. Pollutes the aura and bio-field of the body

4. Changes the person’s genotype
5. Provokes unfavorable mutations in the genome

 What effects exert favorable conditions for the body?

1. Improves metabolism
2. Changes the type of superior nervous activity

3. Contributes to the accumulation of nutritive reserves in the body

4. Contributes to the accumulation of nutritive reserves in the body

5. Changes of person’s genotype
 What effects exert unfavorable conditions for the body?

1. Metabolic disturbance
2. Changes the type of superior nervous activity

3. Depletion of the nutritive reserves of the body

4. Changes the person’s genotype
5. Provokes unfavorable mutations in the genome

 What electrolytic dyshomeostasis of internal environment leads to cell injury?

1. Hypocalcemia
2. Hypokalemia
3. Hypomagnesemia
4. Hypermagnesemia
5. Hypernatremia
 What endogenous conditions could influence the action of harmful agents? 


1. The state of immunity system
2. Metabolic disturbances
3. Associated diseases
4. Personal hygiene
5. Working and resting regime
 What exogenous conditions could influence the action of harmful agents?

1. The body’s constitution
2. The state of immunity system
3. Microclimate factors
4. The psychological microclimate in family and working groups

5. Personal hygiene
 What exogenous conditions could lead to the disease appearanc

1. Starvation
2. Pathogenic biological field generated by other persons

3. Telepathic influences sent by other persons

4. Physical overload
5. Expose to low temperatures
 What factor can serve as negative signal for apoptosis triggering?

1. Thyroxine lack
2. ACTH lack
3. Glucocorticoids lack
4. Insulin lack
5. Catecholamines lack
 What factor can serve as positive signal for apoptosis triggering?

1. Recoverable injuries
2. Cell necrosis
3. Cell hyperfunction
4. Excess of cells in the organ

5. Mitotic hyperactivity
 What factor induces sclerosis?
1. Cell mitosis cessation
2. Cell dystrophy
3. Primary hypofunction of the organ
4. Growth factors lack
5. Apoptosis
 What factors increase the probability of disease appearance to the action of the cause?

1. The cause that provoked disease
2. The hereditary predisposition
3. Unfavorable conditions
4. The state of immunity system
5. The state of central nervous system

 What factors induce sclerosis?
1. Cell mitosis cessation
2. Chronic inflammation
3. Cell dystrophy
4. Growth factors lack
5. Apoptosis
 What general dyshomeostasis leads to cell dystrophy?

1. general dehydration
2. general hyperhydration
3. persistent hypernatremia
4. calcium deficiency
5. persistent chronic general hypoxia
 What hormon can serve as positive signal for apoptosis triggering?

1. Androgens
2. Estrogens
3. ACTH
4. Catecholamines
5. Glucocorticoids  
 What interstitial dyshomeostasis changes the function of excitable cells?

1. Hypercalcemia
2. Hyperkalemia
3. Hypomagnesemia
4. Hypermagnesemia
5. Hyponatremia
 What is a biochemical compensatory reaction in hypoxia?

1. activation of oxidative metabolic reactions
2. activation of anabolic metabolic reactions
3. activation of anaerobic metabolic reactions
4. activation of Krebs cycle
5. inhibition of glycolysis
 What is adaptive reaction?
1. Reaction that is orientated to changing the body’s structure and function according to new life conditions

2. Reaction that is orientated to removing harmful factor from the body

3. Reaction that is orientated to maintaining the function of damaged organ by hyperfunction of other synergistic one

4. Reaction that is orientated to the recovery of structural defect

5. Reaction that is orientated to changing genotype according to life conditions

 What is characteristic for vicious cycle in pathogenesis?

1. It has tendency to relapse
2. It has tendency to progress
3. Provokes complications
4. It is incurable
5. It has continuous harmful effects
 What is one of the general consequences of necrosis?

1. Synthesis of the heat shock proteins

2. Syndrome of the systemic inflammation
3. Hypernatriemia
4. Synthesis of the acute phase proteins  

5. Hypercalciemia
 What is one of the necrosis consequences?

1. Hypernatriemia
2. Hypokaliemia
3. Hypercalciemia
4. Apoptosis of adjacent cells
5. Hyperkaliemia
 What is pathogenetic factor in pathological processes?

1. The field where acts the cause of disease

2. The totality of events which develop under the action of primary cause

3. The primary effect provoked direct by action of first cause

4. The cause that provoked disease
5. The conditions which favored action of the disease cause

What is pathogenetic therapy?
1. Breaking the vicious cycle
2. Removing of disease cause from the body

3. Removing of primary injuries
4. Breaking of pathogenic action of etiological factor

5. Removing of main pathogenetic link
 What is protective reaction?
1. Reaction that is orientated to changing the body’s structure and function according to new life conditions

2. Reaction that is orientated to removing harmful factor from the body

3. Reaction that is orientated to maintaining the function of damaged organ by hyperfunction of other synergistic one

4. Reaction that is orientated to the recovery of structural defect

5. Reaction that is orientated to changing genotype according to life conditions

 What is reparative reaction?
1. Reaction that is orientated to changing the body’s structure and function according to new life conditions

2. Reaction that is orientated to removing harmful factor from the body

3. Reaction that is orientated to maintaining the function of damaged organ by hyperfunction of other synergistic one

4. Reaction that is orientated to the recovery of structural defect

5. Reaction that is orientated to changing genotype according to life conditions

 What is sclerosis of the organ?

1. Substitution of parenchyma with connective tissue

2. Absolute increase of the connective tissue rate concerning the normal parenchyma

3. Absolute increase of the connective tissue rate concerning the reduced parenchyma

4. Cholesterol deposition in organ
5. Organ stroma reducing
 What is symptomatic therapy?
1. Removing of primary injuries clinically manifested

2. Removing of pathogenic action of etiological factor

3. Removing of main pathogenetic link
4. Removing of vicious cycle
5. Removing of life threatening disturbances
 What is the aim of etiotropic therapy of the disease?

1. Removing of primary injuries
2. Decreasing of pathogenic action of etiological factor

3. Removing of main pathogenetic link
4. Removing of vicious cycle
5. Removing of conditions in what disease appeared

 What is the cause of cell dystrophy?

1. acute general hypoxia
2. vitamin deficiency
3. general dehydration
4. protein excess in the diet
5. excessive liposolubile vitamins
 What is the cause of parenchymatous lipid dystrophy?

1. high level of VLDL in the blood

2. excessive intake of proteins
3. high level of high density lipoproteins  in the blood

4. deficiency  of thyroid hormones
5. deficiency of glucocorticoids
 What is the characteristic for body’s pathological reaction?

1. Leads to restoration of body’s homeostasis

2. It is specific only for one excitant

3. Leads to dyshomeostasis
4. Corresponds to the excitant’s intensity
5. Corresponds to the excitant’s specificity
 What is the characteristic for body’s physiologic reaction?

1. Not corresponds to excitant’s specificity
2. Leads to persistent dyshomeostasis
3. It has homeostatic character
4. Not corresponds quantitative to intensity of excitant

5. Exceeds the excitant’s intensity
 What is the consequence of lysosomal membrane destabilization?

1. cell necrosis
2. release of calcium ions in hyaloplasm

3. release of sodium ions in hyaloplasm

4. release of potassium ions in hyaloplasm

5. cell apoptosis
 What is the effect of action of continue electrical current on the cell?

1. Hyperpolarization of cellular membrane
2. Polarization of cytoplasm
3. Formation in excess of NaCl
4. Polarization of cytoplasmic membrane
5. Dissociation of intracellular substances
 What is the effect of direct action of low temperature on the cell?

1. Crystallization of water
2. Denaturation of the proteins with enzymatic activity

3. Denaturation of phospholipids and cellular membrane injury

4. Activation of ATP synthesis
5. Dehydration of the cell
 What is the effect of electric current action on the excitable cells?

1. Opening of Cl ̅ channels

2. Opening of Na+ channels

3. Hyperpolarization of cellular membrane

4. Inhibition of electric impulse propagation

5. Decreased myocyte contractility

 What is the first period of disease?

1. Prodromal period

2. Period of complete disease manifestation

3. Resolution period

4. Latent period

5. Exacerbation period

 What is the fourth period of disease?

1. Latent period

2. Resolution period

3. Prodromal period

4. Period of complete disease manifestation

5. Exacerbation period
 What is the main link of necrosis pathogenesis during free radicals actio

1. Cytoplasmic membrane disintegration

2. Intracellular hyperosmolarity

3. Genetic mutations  

4. Intercellular connections destruction

5. Inflammation  
 What is the main link of necrosis pathogenesis in the cell membrane lesion?

1. Ion channel dysfunction
2. Mitochondria dysfunction
3. Ion pumps dysfunction
4. balancing of the intra- and extracellular ion concentration

5. Cell nucleus dysfunction
 What is the main link of necrosis pathogenesis in the mitochondrial lesion?

1. Cytochrome c release from mitochondria
2. Intracellular protein synthesis cessation
3. ATP synthesis cessation
4. Membrain channel function cessation
5. Membrain pump function cessation
 What is the main link of pathogenesis?

1. Pathogenetic factor which ones is removed the pathogenetic chain disappear

2. The cause that provoked disease
3. Injuries provoked by action of the disease cause

4. The last pathogenetic factor during the disease

5. Pathogenetic factor which depends on disease development

 What is the pathogenetic chain in pathological processes?

1. The totality of events which develop under the action of primary cause

2. The totality of injuries that are encountered during the disease

3. The totality of body reactions that are encountered during the disease

4. The totality of body injuries and  reactions that are encountered during the disease

5. The totality of body injuries and  reactions that are linked by cause - effect relations

 What is the pathological process?

1. Primary injuries provoked by action of causal factor

2. The totality of primary and secondary injuries caused by action of causal factor

3. The totality of physiological and pathological events triggered by causal factor

4. The totality of local and general injuries caused by action of causal factor

5. The totality of physiological reactions of the body triggered by action of causal factor

 What is the principle of the pathogenetic correction of sclerosis?

1. Local inflammation triggering
2. Surgical removal of connective tissue excess

3. Collagenolysis stimulation  
4. Collagenolysis inhibition
5. Stimulation of the parenchymal cell multiplication

 What is the role of conditions in disease appearance?

1. Prevent the disease duration
2. Determine the specificity of the disease

3. Determine the possibility of disease appearance

4. Prevent or accelerate the disease appearance

5. Determine the specific symptoms of the disease

 What is the role of main link in disease pathogenesis?

1. Determines the whole evolution of the disease

2. Triggers all physiological reactions of the body

3. Triggers all injuries during the disease

4. Maintains pathogenetic chain of the disease

5. It is the target point for pathogenetic therapy of the disease

 What is the role of the cause in disease appearance?


1. Determines the disease duration
2. Determines the disease specificity
3. Determines the moment of disease appearance

4. Determines the disease complications
5. Determines the disease prognostic
 What is the second period of disease?

1. Prodromal period
2. Period of complete disease manifestation
3. Resolution period
4. Latent period
5. Exacerbation period
 What is the source of connective tissue in the sclerosis pathogenesis?

1. Dedifferentiation of the fibroblasts and their opulent proliferation

2. Collagen abundant production by macrophages
3. excessive stimulation of fibroblasts  
4. Release of the intracellular collagen fibres in interstitium

5. Transformation of the base substance in collagen

 What is the terminal phenomenon of apoptosis?

1. Phagocytosis of the cell exposed to apoptosis

2. Extracellular disintegration of the apoptotic bodies with biochemical compound elimina-tion

3. Phagocytosis of the apoptotic bodies

4. Biochemical degradation of the apoptotic bodies by liver

5. Apoptotic bodies excretion by kidneys

 What is the third period of disease?

1. Prodromal period

2. Period of complete disease manifestation

3. Resolution period

4. Latent period

5. Exacerbation period

 What pathological cellular process can trigger cell dystrophy?

1. ATP depletion

2. inhibition of anaerobic glycolysis

3. cell necrosis

4. sclerosis

5. increased intracellular pH
 What pathological cellular processes can trigger cell dystrophy?

1. accumulation of free fatty acids within hyaloplasm

2. intracellular acidosis

3. accumulation of glucose within hyaloplasm

4. accumulation of sodium ions within hyaloplasm

5. intracellular alkalosis

 What physiologic reaction could be considered as adaptive?

1. Increased erythropoiesis in a person with heart vice

2. Increased erythropoiesis in a person with tumor of erythroblast lineage

3. Increased erythropoiesis in a perform athlete

4. Increased leukocytopoesis in cocci infection

5. Increased leukocytopoesis in a person with tumor of myeloblast lineage

 What physiologic reaction could be considered as compensatory?

1. Increased erythropoiesis in a health person at an altitude of 3000m

2. Increased erythropoiesis in a person with heart vice

3. Increased erythropoiesis in a person with tumor of erythroblast lineage

4. Increased leukocytopoesis in cocci infection

5. Increased leukocytopoesis in a person with tumor of myeloblast lineage

Which is one of the variants of disease’s resolution?
1. Remission of the disease
2. Relapse of the disease
3. The progression of the disease to chronic form
4. The occurrence of complications
5. Complete recovery
Which pathological process leads to progressive sclerosis?

1. Cell dedifferentiation
2. Prolonged arterial hyperemia

3. Prolonged local hypoxia
4. Boosted apoptosis of parenchyma
5. Hypersecretion of glucocorticoids
Which pathological processes lead to progressive sclerosis?
1. Cell dedifferentiation

2. Congenital defects of the collagenolytic mechanisms
3. Local hemo-lymphodynamic disorders
4. Hypersecretion of glucocorticoids
5. Boosted apoptosis of parenchyma
Which physiological hypertrophy is considered as adaptive?
1. Myocardium hypertrophy in the cardiac valvulopathy
2. Myocardium hypertrophy in the atmospheric hypoxia
3. Myocardium hypertrophy in the prolonged physical effort
4. Congenital hypertrophy of myocardium
5. Myocardium hypertrophy in the arterial hypertension
Which physiological hypertrophy is considered as functional?
1. Myocardium hypertrophy in the cardiac valvulopathy
2. Myocardium hypertrophy in the atmospheric hypoxia
3. Myocardium hypertrophy in the prolonged physical effort
4. Congenital hypertrophy of myocardium
5. Myocardium hypertrophy in the arterial hypertension  
Which physiological hypertrophy is considered as inflammatory?
1. Endometrial hypertrophy in the estrogen hypersecretion
2. Hypertrophy of epithelium stemming cancer  
3. Hypertrophy of adipous tissue in the denervated organs
4. Mesenchymal tissue growing around infectious focus
5. Hypertrophy of prostate in the androgen hypersecretion  
Which physiological regeneration is considered as compensatory?
1. Excessive regeneration of the myeloid erythroblastic tissue in hypoxic conditions
2. Excessive regeneration of the myeloid erythroblastic tissue in erythrocytosis
3. Excessive regeneration of the skin in a zone exposed to mechanical excitation

4. Excessive regeneration of the myeloid erythroblastic tissue in cardiac valvulopathy
5. Regeneration of the epitleium in a zone of mechanical injury
Which physiological regeneration is considered as protective?
1. Excessive regeneration of the myeloid erythroblastic tissue in hypoxic conditions
2. Excessive regeneration of the myeloid erythroblastic tissue in erythrocytosis
3. Excessive regeneration of the myeloid erythroblastic tissue in cardiac valvulopathy
4. Excessive regeneration of the skin in a zone exposed to mechanical excitation
5. Regeneration of the epitleium in a zone of mechanical injury 
Which physiological regeneration is considered as reparative?
1. regeneration of the myeloid erythroblastic tissue in hypoxic conditions
2. Regeneration of the epithelium in a zone of mechanical injury
3. regeneration of the myeloid erythroblastic tissue in erythrocytosis
4. regeneration of the myeloid erythroblastic tissue in cardiac valvulopathy
5. Excessive regeneration of skin in a zone exposed to mechanical excitation
Which regeneration is considered as homeostatical?
1. regeneration of the myeloid erythroblastic tissue in hypoxic conditions
2. Excessive regeneration of the myeloid erythroblastic tissue in erythrocytosis
3. regeneration of the myeloid erythroblastic tissue in cardiac valvulopathy
4. Excessive regeneration of the skin in a zone exposed to mechanical excitation
5. Regeneration of the intestinal desquamated epithelium
Which regenerative process is possible in the cell on molecular level?
1. Myocardial DNA resynthesis
2. Neuronal DNA resynthesis
3. Lysosomal enzyme resynthesis
4. Resynthesis of DNA in the red blood cell
5. Resynthesis of the erythrocyte hemoglobin
Which regenerative process is possible in the cell on molecular level?
1. Neuronal DNA resynthesis
2. Myocardial DNA resynthesis
3. Resynthesis of DNA in the red blood cell
4. Resynthesis of the myocardial actin and myosin
5. Resynthesis of the erythrocyte hemoglobin
Which regenerative process is possible in the cell on organelle level?
1. Multiplication of nucleus
2. Multiplication of lysosomes
3. Formatiojn of new lysosomes
4. Multiplication of cytoplasmic vacuoles

5. Multiplication of rybosoms
Which regenerative processes are possible in the cell on molecular level?
1. Neuronal DNA resynthesis
2. Resynthesis of the myocardial actin and myosin  
3. Lysosomal enzyme resynthesis
4. Resynthesis of DNA in the red blood cell
5. Resynthesis of the erythrocyte hemoglobin
Which regenerative processes are possible in the cell on organelle level?
1. Endoplasmic reticulum formation
2. Multiplication of nucleus
3. Multiplication of lysosomes
4. Multiplication of rybosoms
5. Multiplication of mitochondria
Which endogenous enzymes could lead to cytoplasm membrane injuries?
1. Superoxide dismutase

2. Pancreatic tripsin
3. Dehydrogenases

4. Cytochrome oxidase
5. Pancreatic amylase
Which endogenous enzymes could lead to cytoplasm membrane injuries?
1. Superoxide dismutase
2. Phagocytic cell enzymes
3. Cytochrome oxidase
4. Dehydrogenases
Pancreatic amylase
Which endogenous enzymes could lead to cytoplasm membrane injuries?
1. Pancreatic tripsin
2. Superoxide dismutase
3. Cytochrome oxidase
4. Phagocytic cell enzymes
5. Pancreatic amylase
Which endogenous enzymes could lead to cell injuries?
1. Lysosomal enzymes
2. Cytochrome oxidase

3. Superoxide dismutase
4. Dehydrogenases
5. Pancreatic amylase
Which are the secondary sanogenetic mechanisms?
1. Adaptive, protective and compensatory reactions
2. Protective, compensatory and terminal reactions
3. Adaptive, compensatory and terminal reactions
4. Initial and terminal mechanisms

5. Adaptive, protective, compensatory and terminal reactions
Which are the primary sanogenetic mechanisms?
1. Adaptive, protective and compensatory reactions
2. Protective, compensatory and terminal reactions
3. Adaptive, compensatory and terminal reactions
4. Initial and terminal mechanisms
5. Adaptive, protective, compensatory and terminal reactions
What types of the physiological regeneration are considered as qualitatively inadequate?
1. Regeneration with the formation of tissue excess
2. Regeneration with a tissue deficiency
3. Regeneration with the formation of undifferentiated tissue
4. Regeneration with the formation of normal but inadequate tissue for organ
5. Regeneration with the formation of monstrous tissue
What types of the physiological regeneration are considered as quantitative inadequate?

1. Regeneration with the formation of tissue excess
2. Regeneration with a tissue deficiency
3. Regeneration with the formation of undifferentiated tissue
4. Regeneration with the formation of monstrous tissue

5. Regeneration with the formation of a normal but inadequate for organ

What types of the physiological hypertrophy are considered as endocrine?
1. Endometrial hypertrophy in the estrogen hypersecretion
2. Hypertrophy of adipous tissue in the denervated organs
3. Hypertrophy of epithelium stemming cancer
4. Mesenchymal tissue growing around infectious focus
5. Hypertrophy of prostate in the androgen
What types of the physiological hypertrophy are considered as compensatory?
1. Myocardium hypertrophy in the cardiac valvulopathy
2. Myocardium hypertrophy in the atmospheric hypoxia
3. Myocardium hypertrophy in the prolonged physical effort
4. Congenital hypertrophy of myocardium
5. Myocardium hypertrophy in the arterial hypertension  
What types of the atrophy are considered as pathological?
1. Organ atrophy due to growth factors lack
2. Prostate atrophy in senile men
3. Organ atrophy due to ischemia
4. Thymus atrophy in aging
5. Thymus atrophy in aging
What represents a specific manifestation of cell dystrophy?
1. excessive glucose storages
2. mitochondrial swelling
3. reduction of endoplasmic reticulum
4. excessive VLDL storages
5. excessive triglyceride storages
What physiologic reaction could be considered as reparative?
1. Increased erythropoiesis in a health person at an altitude of 3000 m
2. Increased erythropoiesis in a person with heart vice
3. Increased erythropoiesis in convalescence period of actinic disease
4. Increased leukocytopoesis in cocci infection
5. Increased leukocytopoesis in a person with tumor of myeloblast lineage
What physiologic reaction could be considered as protective?
1. Increased erythropoiesis in a health person at an altitude of 3000m
2. Increased erythropoiesis in a person with heart vice
3. Increased erythropoiesis in a person with tumor of erythroblast lineage
4. Increased leukocytopoesis in cocci infection
5. Increased leukocytopoesis in a person with tumor of myeloblast lineage
What are manifestations of venous hyperemia on frog’s tongue?

1. reduced filling of arterioles with blood

2. reduced linear blood velocity

3. Reduced volumetric blood velocity

4. Increased linear blood velocity

5. Reduced number of functional capillaries

What are pathogenetic mechanisms of pathologic phenomena observed in experimental anaphylactic shock?

1. bronchial dilation with mucous hypersecretion

2. bronchoconstriction with respiratory failure

3. reduced vascular peripheral resistance with hypotension

4. reduced heart contractions frequency

5. increased vascular peripheral resistance with hypertension

What are the causes of death of the rabbit in experimental anaphylactic shock? 


1. Cerebral coma

2. Cardiac arrest

3. Asphyxia

4. Arterial collapse

5. Ischemia in the brain

What are the manifestations of experimental anaphylactic shock in the rabbit? 


1. Spasm of bronchial muscles with respiratory failure

2. increased vascular peripheral resistance

3. vasodilation with hypotension

4. spasm of trachea with respiratory failure

5. Spasm of laryngeal muscles with respiratory failure

      In what cases can develop passive sensitization?  

1. After intramuscular administration of heterogeneous proteins

2. after intravenous administration of heterogonous proteins

3. after intramuscular administration of vaccines

4. after administration of specific antibodies  

5. after administration of sensitized lymphocytes

             6.  What are the characteristics of purulent exudate?

1. Contains up to 2-3% of low molecular weight proteins  

2. Contains up to 2-3% of high molecular weight proteins

3. contains many polymorphonuclear cells

4. contains lysosomal enzymes

5. has a fluid consistence     

 What diseases underlie on the basis of type III allergic reaction?   

     1. myasthenia gravis

     2. acute glomerulonephritis 

     3. transplant rejection                 

     4. contact dermatitis 

     5. hay fever

 What factors contribute to migration of leucocyte in the inflammatory focus?

1. Expression of cytokines on endothelial cells

2. expression of integrins on endothelial cells

3. enhanced hydrostatic pressure in the capillaries

4. passive filtration of leucocyte through endothelial cells

5. enzymatic degradation of the basemen membrane

A 5 year old child suffers from diphtheria. To the child had been administered anti-               diphtheric  serum and 9 days after that developed following symptoms: fever, skin eruptions, joint pain. What type of allergic reaction develops in the child?

1. type I allergic reactions

2. pseudo-allergic reactions

3. type II allergic reaction

4. type IV allergic reactions

5. type III allergic reactions

A 5 year old child suffers from diphtheria. To the child had been administered anti-diphtheric   serum and 9 days after that developed following symptoms: fever, skin eruptions, joint pain. What are the pathogenetic mechanisms of this allergic reaction?

1. production of IgM and IgG - fixation on the surface of mast cells - mast cell degranulation  - cell injuries and  inflammation

2. activation of T lymphocytes – sensitization of T lymphocytes – release of lymphotoxin – cell injuries and inflammation

3. production of IgG and IgM – fixation of antibodies on the surface of parenchymatous cells  – complement activation – cell injuries and inflammation

4. production of IgG and IgM – formation of immune complexes – fixation on the surface of mast cells  – complement activation – cell injuries and inflammation

5. production of IgG and IgM – formation of immune complexes – deposition on endothelial cells – complement activation – cell injuries and inflammation  

After attachment of the drug (which represents a hapten) to the body proteins there are  formed complex allergens. What is the condition when the antibodies against this hapten can trigger cross-linked allergic reactions to other drugs?

1. hapten trigger denaturation of self-protein

2. hapten activates more clones of B lymphocytes

3. hapten activates more clones of T lymphocytes

4. presence of similar chemical structures in the new formed hapten

5. Presence of similar chemical structures in the drug  

How alteration has been modeled on frog’s tongue?

1. by administration of adrenalin solution 0,1%

2. by bilateral ligation of lingual veins

3. by applying crystal of AgNO3 on the tongue

4. by ligation of lingual arteries

5. by unilateral ligation of lingual vein

How does the cellular metabolism change in the ischemia?

1. Decreased oxidative processes

2. Increased oxidative processes

3. Increased anabolic processes

4. Respiratory acidosis

5. Respiratory alkalosis

How does the cellular metabolism change in the ischemia?

1. Increased anaerobic processes

2. Increased aerobic processes

3. Increased oxidative processes

4. Increased anabolic processes

5. Increased glycogenogenesis

How does the cellular metabolism change in the ischemia?

1. Increased synthesis of lactic acid

2. Increased synthesis of uric acid

3. Increased oxidative processes

4. Decreased oxidative processes

5. Decreased synthesis of lactic acid

How does the cellular metabolism change in the ischemia?

1. Increased synthesis of lactic acid

2. Increased synthesis of uric acid

3. Increased oxidative processes

4. Increased anaerobic processes

5. Increased aerobic processes

How does the cellular metabolism change in the ischemia?

1. Metabolic acidosis

2. Respiratory acidosis

3. Metabolic alkalosis

4. Respiratory alkalosis

5. Increased aerobic processes

How does the cellular metabolism change in the ischemia?

1. Increased synthesis of lactic acid

2. Increased synthesis of uric acid

3. Increased anabolic processes

4. Respiratory acidosis

5. Respiratory alkalosis

How long is the period of sensitization of experimental animal in anaphylactic shock?

1. 5-10 minutes

2. 1-2 days

3. 7-8 days

4. 30 days

5. 24 hours

In what autoimmune disorders the auto-antibodies are not organ-specific?

1. myasthenia gravis

2. Graves disease

3. rheumatoid arthritis

4. systemic lupus erythematous

5. autoimmune hemolytic anemia

In what autoimmune disorders the auto-antibodies are organ-specific ?

1. myasthenia gravis

2. rheumatoid arthritis

3. systemic lupus erythematous

4. systemic sclerosis

5. Graves disease

 In what cases develops gaseous embolism?

1. Staying in condition of atmospheric hyperbaria

2. Staying in condition of atmospheric hypobaria

3. Fast replacement from normal to hyperbaric pressure

4. Fast replacement from hypobaric to hyperbaric pressure

5. Fast replacement from hyperbaric to normobaric pressure

In what cases there is considered that the body is sensitized?

1. after entry in the body of complete allergens

2. after entry in the body of incomplete allergens

3. when there are present specific antibodies in the blood

4. when there are present immune complexes in the blood

5. when there are present sensitized lymphocytes in the blood

 In what diseases the lack of immunological tolerance represent the main pathogenetic loop?

1. allergic bronchial asthma

2. hay fever

3. serum sickness

4. type I diabetes mellitus  

5. Graves disease

In what type of allergic reaction Ig E are fixed on mast cell membrane?

1. cytotoxic –cytolytic reactions

2. reaginic reactions

3. Arthus reaction

4. delayed hypersensibility

5. serum sickness

In what type of allergic reaction there is recommended specific hyposensibilization?

1. type I allergic reactions  

2. Cytotoxic–cytolytic allergic reactions

3. delayed hypersensibility

4. type III allergic reactions

5. autoimmune reactions

In what type of allergic reactions are involved the cytotoxic lymphocytes?

1. allergic reaction which underlies on the basis of humoral immunity

2. allergic reactions mediated by immune complexes

3. allergic reactions with activation of the complement system

4. allergic reaction which underlies on the basis of cellular immunity

5. Arthus reaction

 In what type of allergic reactions there is production of sensitized lymphocytes?

1. Anaphylactic reaction

2. delayed hypersensibility

3. Cytotoxic–cytolytic reaction

4. Arthus reaction

5. allergic reactions mediated via immune complexes

Inflammation leads to development of acute-phase response. What are the changes in the body during acute phase-response?


1. Activation of the immune response

2. inhibition of the immune response

3. enhanced albumin production in the liver

4. inhibition of phagocytosis

5. Activation of phagocytosis

The experimental model of ischemia was reproduced by epinephrine application on swimming membrane of frog. What is the pathogenic variant of this ischemia?

1. Obturative

2. Neuroparalytic

3. Functional

4. Metabolic

5. Neurotonic

 The experimental model of ischemia was reproduced by epinephrine application on swimming membrane of frog. What metabolic substances accumulate in the tissue?

1. ATP

2. CO2
3. Potassium

4. Sodium

5. Lactic acid

The experimental model of ischemia was reproduced by epinephrine application on swimming membrane of frog. What metabolic substances accumulate in the tissue?

1. Carboxyhemoglobin

2. Carbhemoglobin

3. ATP

4. ADP

5. Adenosine

The experimental model of ischemia was reproduced by epinephrine application on swimming membrane of frog. What are the mechanisms of blood hydrostatic pressure decreasing in capillaries and venules in the ischemic zone?

1. reduced venous outflow

2. Active capillary spasm

3. low arteriovenous pressure gradient

4. arteriole spasm

5. high arteriovenous pressure gradient

The experimental model of ischemia was reproduced by epinephrine application on swimming membrane of frog. What are the immediate consequences at the level of ischemic tissue?

1. Oxidative stress

2. Necrosis

3. Tissular sclerosis

4. Tissular atrophy

5. Thrombosis

The experimental model of venous hyperemia is reproduced by frog tongue vein ligation. How is the metabolism changed in the zone of venous hyperemia?

1. oxidative catabolism increasing

2. anaerobic catabolism increasing

3. anabolism increasing

4. glycogen reserves decrease

5. non-used glycogen reserves increase

The experimental model of venous hyperemia is reproduced by frog tongue vein ligation. What are the mechanisms of local temperature diminution in the zone of venous hyperemia?

1. reduced anabolic metabolism

2. enhanced oxidative catabolism

3. enhanced anabolic metabolism

4. inhibition of thermoregulation center in the hypothalamus

5. reduced oxidative catabolism

The experimental model of venous hyperemia is reproduced by frog tongue vein ligation. What metabolic substances are released in the zone of venous hyperemia?

1. Histamine

2. Bradykinin

3. Acetylcholine

4. Epinephrine

5. Serotonin

The experimental model of venous hyperemia is reproduced by frog tongue vein ligation. What is the mechanism of the linear blood velocity decrease in the zone of venous hyperemia?

1. enhanced arterial pressure

2. massive dilation of capillaries

3. enhanced arterial-venous pressure gradient

4. reduced arterial-venous pressure gradient

5. Reduced arterial pressure  

The experimental model of venous hyperemia is reproduced by frog tongue vein ligation. What is the mechanism of vessel number increasing in the zone of venous hyperemia?

1. de novo formation of vessels

2. collaterales opening

3. blood filling of non-functional capillaries

4. Arterioles opening

5. opening of arteriolar-venus shunts

The experimental model of venous hyperemia is reproduced by frog tongue vein ligation. What are the immediate consequences of venous hyperemia for an organ?

1. Necrosis

2. Apoptosis

3. Dysplasia

4. Tissue atrophy

5. Sclerosis

 The experimental model of venous hyperemia is reproduced by frog tongue vein ligation. What is the mechanism of hydrostatic pressure elevation in the zone of venous hyperemia?

1. low arteriovenous pressure gradient

2. active dilation of capillaries  

3. high arteriovenous pressure gradient

4. active dilation of arterioles  

5. reduced venous outflow

The experimental model of venous hyperemia is reproduced by frog tongue vein ligation. What are the late consequences of venous hyperemia for an organ?

1. Necrosis

2. Apoptosis

3. Inflammation

4. Sclerosis

5. Tissue atrophy

 The experimental model of venous hyperemia is reproduced by frog tongue vein ligation. What are the pathogenic variants of hyperemia?

1. Obturative

2. Neuroparalytic

3. Obliterative

4. Metabolic

5. Functional

 The experimental model of venous hyperemia is reproduced by frog tongue vein ligation. What are the consequences of hydrostatic pressure elevation in capillaries and venules?

1. transcappilary filtration pressure increase

2. transcapillary filtration pressure decrease

3. transcapillary reabsorption is enhanced

4. enhanced lymphodynamics

5. enhanced lymphogenesis

The experimental model of white thrombus was reproduced by a salt (NaCl) crystal application on frog mesenteric vein. What is the harmful action of NaCl on blood vessel?

1. local cell dehydration

2. platelet adhesion to endothelium

3. Erythrocyte agglutination

4. Blood coagulation

5. Fibrinogen transforming in fibrin

 The experimental model of white thrombus was reproduced by a salt (NaCl) crystal applications on frog mesenteric vein. What is the role of platelet adhesion to endothelium in thrombogenesis?

1. release of thromboxane

2. release of serotonin

3. Release of thromboplastin

4. Release of nitric oxide

5. release of prostaglandins

The experimental model of white thrombus was reproduced by a salt (NaCl) crystal applications on frog mesenteric vein. What are the compounds of white thrombus?

1. Thrombocytes

2. Plasma proteins

3. Leukocytes

4. Fibrinogen

5. Fibrin

The fluid obtained from the pleural cavity has the following characteristics: transparent fluid with low viscosity, contains up to 2% of proteins with low molecular weight, several neutrophils, pH – 7,4. What does represent this fluid?

1. is a transudate

2. purulent exudate

3. fibrinous exudate

4. hemorrhagic exudate

5. serous exudate  

The fluid obtained from the pleural cavity has the following characteristics: is a fluid, transparent with low viscosity, has up to 2-3 % of small molecular weight proteins (predominantly albumins), several neutrophils, pH– 6,7. What does represent this fluid?

1. is a transudate  

2. purulent exudate

3. fibrinous exudate

4. hemorrhagic exudate

5. serous exudate  

The fluid obtained from the pleural cavity has the following characteristics: is opaque, green-yellowish, dense viscosity, contains more than 5,0 % of proteins with high molecular weight, many polymorphonuclear cells, pH – 6,7. What does represent this fluid?

1. is a transudate  

2. purulent exudate

3. fibrinous exudate

4. hemorrhagic exudate

5. serous exudate  

The model of arterial hyperemia was reproduced by mechanical irritation of the frog tongue with a gauze pad soaked in physiological solution. Which is the pathogenic factor of this pattern of arterial hyperemia?

1. axon-reflex mechanism

2. vasodilating substances release

3. functional mechanism

4. local temperature increase

5. metabolic mechanism

 The model of arterial hyperemia was reproduced by mechanical irritation of the frog tongue with a gauze pad soaked in physiological solution.  What factor confers red purple coloration in the zone of arterial hyperemia?

1. accumulation of oxygen

2. accumulation of carbhemoglobin

3. accumulation of oxyhemoglobin

4. accumulation of reduced hemoglobin

5. accumulation of carboxyhemoglobin

 The model of arterial hyperemia was reproduced by mechanical irritation of the frog tongue with a gauze pad soaked in physiological solution. What are the possible consequences of a massive arterial hyperemia for organism?

1. Systemic arterial hypertension

2. Systemic arterial hypotension

3. collateral ischemia of the brain

4. thrombosis

5. collateral venous hyperemia

What are manifestations of venous hyperemia on frog’s tongue?

1. reduced filling of arterioles with blood

2. dilation of capillaries

3. amplification of vascular network

4. Increased linear blood velocity

5. Reduced number of functional capillaries

What are pathogenetic mechanisms of edema development in heart failure?   

1. excessive loss of sodium ions

2. Blood hypoosmolarity

3. Enhanced oncotic pressure in the blood  

4. reduced oncotic pressure in the blood  

5. Excessive retention of sodium ion

What are pathogenetic mechanisms of pathologic phenomena observed in experimental anaphylactic shock?

1. Degranulation of plasma cells

2. release of anaphylaxia mediators

3. Degranulation of mast cells

4. Activation of the complement system

5. release of anaphylatoxins

What are pathogenetic mechanisms of respiratory changes in the rabbit in experimental anaphylactic shock?

1. Spasm of smooth bronchial muscles

2. Spasm of smooth tracheal muscles

3. Mucosal hypersecretion and edema

4. Spasm of smooth laryngeal muscles

5. Cerebral hypoperfusion and disturbances in the respiratory center

What are respiratory changes in the rabbit in experimental anaphylactic shock?

1. Reduced breathing frequency

2. Forced breathing

3. Superficial breathing

4. Agonal breathing

5. Increased breathing amplitude

 What are respiratory changes in the rabbit in experimental anaphylactic shock?

1. Forced breathing

2. Reduced breathing frequency

3. Superficial breathing

4. Increased breathing amplitude

5. breathing arrest

What are the biologic effects of kinins in inflammation?

1. Provokes vasodilation

2. Provokes vasoconstriction

3. Stimulates pain sensation

4. Inhibits pain sensation

5. Decrease vascular permeability

What are the causes of death of the rabbit in experimental anaphylactic shock?

1. Cardiac arrest

2. Cerebral coma

3. Ischemia in the brain

4. respiratory arrest

5. Arterial collapse

What are the characteristics of fibrinous exudate?

1. Contains up to 2-3% of low molecular weight proteins

2. Contains fibrinogen and fibrin

3. contains many polymorphonuclear cells

4. has a gel-like consistence

5. has a fluid consistence   

What are the characteristics of immunological phase in type II allergic reaction?

1. interaction between allergen and specific antibodies on surface of mast cells

2. interaction between allergen and specific antibodies on surface of target cells

3. interaction between allergen and specific antibodies on surface of circulating basophils

4. interaction between allergen and specific sensitized Т lymphocytes

5. there is formation of immune complexes

 What are the characteristics of normoergic inflammation?

1. Qualitatively and quantitatively is adequate to flogogenic factor

2. Qualitatively is inadequate to the action of flogogenic factor

3. Quantitatively is inadequate with the action of flogogenic factor

4. There is an adequate ratio between reactivity of the body and the flogogenic factor

5. is characteristic for majority of people when confronting with  the same flogogenic factors

 What are the characteristics of serous exudate?

1. Contains up to 2-3% of low molecular weight proteins

2. Contains up to 2-3% of high molecular weight proteins

3. contains many polymorphonuclear cells

4. has a gel-like consistence

5. has a fluid consistence   

What are the conditions when the immune complexes become aggressive (pathogen)?

1. the immune complexes should be form in the same amount as the antigen

2. the immune complexes should involve antibodies which activate the complement system

3. presence of endothelial injury

4. the immune complexes should exceed the amount of antigen  

5. the immune complexes should involve antibodies which don’t activate the complement system

What are the consequences of long-lasting inflammatory stasis on frog’s tongue?

1. spreading of primary alteration

2. spreading of inflammatory focus

3. enhanced  phagocytosis

4. impairs phagocytosis

5. accumulation of cellular debris

What are the consequences of long-lasting inflammatory stasis on frog’s tongue?

1. spreading of secondary alteration

2. spreading of primary alteration

3. spreading of inflammatory focus

4. accumulation of cellular debris

5. impairs phagocytosis

What are the consequences of long-lasting inflammatory stasis on frog’s tongue?

1. enhanced  phagocytosis

2. localization of inflammatory focus

3. spreading of primary alteration

4. spreading of inflammatory focus

5. impair phagocytosis

What are the consequences of long-lasting stasis in the inflammatory focus?  


1. Intravascular aggregation of erythrocytes

2. pendulatory blood movements

3. hypoperfusion

4. reduced capillary network

5. pulsatile blood movements

What are the consequences of venous hyperemia?

1. Inflammation

2. Hypertrophy

3. Hyperplasia

4. Dediddifirentiation

5. Necrosis

What are the external manifestations of venous hyperemia?

1. Diffuse erythema, swelling and reduced local temperature

2. Diffuse erythema, swelling and increased local temperature

3. Cyanosis, tumefaction and increased local temperature

4. Cyanosis, swelling and reduced local temperature

5. Pallor, tumefaction and reduced local temperature

What are the final effects in type IV allergic reactions?

1. serous inflammatory reaction

2. fibrinous inflammatory reaction

3. proliferative inflammatory reaction

4. cell necrosis

5. cell dystrophy

What are the general changes in the body during inflammation?

1. enhanced antibodies production

2. enhanced production of acute-phase proteins in the skeletal muscles

3. enhanced production of acute-phase proteins in the liver

4. reduced production of acute-phase proteins in the liver

5. reduced antibodies production

 What are the general changes in the body during inflammation?

1. Acute –phase response

2. increased erythrocyte sedimentation rate

3. reduced erythrocyte sedimentation rate

4. leucocyte emigration

5. phagocytosis

What are the manifestations of cellular alteration into the inflammatory focus?

1. Cellular injuries

2. Cellular dystrophy

3. cellular dedifferentiation  

4. Cellular proliferation

5. Malignization

What are the manifestations of experimental anaphylactic shock in the rabbit?

1. Spasm of laryngeal muscles with respiratory failure

2. Mucous hypersecretion with rhinorrhea

3. Bronchial dilation

4. Mucous hyposecretion with dry mucosa

5. Spasm of bronchial muscles with respiratory failure

What are the manifestations of experimental anaphylactic shock in the rabbit?

1. Mucous hyposecretion

2. reduced vascular peripheral resistance

3. increased vascular peripheral resistance

4. Mucous hypersecretion

5. Spasm of laryngeal muscles with respiratory failure

What are the manifestations of venous hyperemia on frog’s tongue?

1. Overfilling of arterioles with blood

2. Overfilling of capillaries with blood

3. Reduced volumetric blood velocity

4. Increased linear blood velocity

5. Reduced number of functional capillaries

What are the mechanisms of cytotoxicity in type II allergic reactions?

1. direct cytolytic effect of cytotoxic T lymphocyte

2. activation of complement system via classical pathway

3. activation of complement system via alternative pathway

4. antibody dependent cytotoxicity

5. direct cytolytic effect of lymphotoxin

What are the mechanisms of cytotoxicity in type II allergic reactions?

1. direct cytolytic effect of cytotoxic T lymphocyte

2. opsonization of the cell and phagocytosis

3. activation of complement system via alternative pathway

4. complement–mediated inflammation  

5. kinin system -mediated inflammation

What are the mechanisms of cytotoxicity in type II allergic reactions?

1. direct cytolytic effect of cytotoxic T lymphocyte

2. Fc receptor-mediated inflammation

3. release of anaphylaxia mediators

4. complement–mediated inflammation  

5. kinin system-mediated inflammation  

What are the mechanisms of cytotoxicity in type II allergic reactions?

1. direct cytolytic effect of cytotoxic T lymphocyte

2. Fc receptor-mediated inflammation

3. release of anaphylaxia mediators

4. complement–mediated inflammation  

5. kinin system-mediated inflammation  

84. What are the mechanisms of tissular injuries in type III allergic reactions?

1. direct injury by activated natural killer lymphocytes

2. release of lysosomal enzymes from inflammatory cells  

3. Accumulation of fibrin-split products  

4. injuries caused by direct antibody cytotoxicity

5. injuries caused by direct cytolytic effects of lymphotoxin

What are the particularities of inflammatory arterial hyperemia?

1. It has persistent character due to action of vasodilatory mediators

2. It has persistent character due to action of vasoconstrictor mediators

3. It has transient character

4. It is associated by decreased vessel permeability

5. It has paralytic character

What are the pathogenetic factors of exudation into the inflammatory focus?

1. Increased hydrostatic pressure into the capillaries

2. Decreased hydrostatic pressure into the capillaries

3. Increased oncotic pressure in the interstitial space

4. Decreased oncotic pressure in the interstitial space

5. Decreased osmotic pressure into the interstitial space

 What are the pathogenetic mechanisms of edema development in heart failure?   

1. kidneys ischemia   

2. Venous hyperemia in the liver   

3. Venous hyperemia in the kidneys

4. Adrenal gland hypoperfusion

5. Brain hypoperfusion

 What are the pathogenetic mechanisms of edema in liver failure?

1. Blockage of lymph nodes and reduced lymph outflow

2. Enhanced oncotic pressure in the capillaries

3. Reduced oncotic pressure in the capillaries

4. Enhanced osmotic pressure in the interstitium

5. Reduced osmotic pressure in the capillaries

What are the sources of primary anaphylaxia mediators?

1. Neutrophils

2. Eosinophils

3. Lymphocytes

4. Mast cells

5. Plasma cells

What are the sources of secondary anaphylaxia mediators?

1. Neutrophils

2. Eusinophils

3. Fibroblasts

4. Mast cells

5. Basophils

 What biologic active factors are formed under activation of compliment system?

1. C1

2. C3

3. C1a

4. C5a

5. C9

What changes of body homeostasis can indicate the presence of inflammatory process?

1. reduced white cell count

2. increased white cell count

3. reduced erythrocyte count

4. increased erythrocyte count

5. hypoglycemia

What diseases underlie on the basis  of type II allergic reactions?

1. autoimmune thrombocytopenia

2. hay fever

3. autoimmune hemolytic anemia

4. serum sickness

5. tuberculosis

 What disorders underlie on the basis of type I allergic reactions?

1. Tuberculosis

2. autoimmune hemolytic anemia

3. transplant rejection

4. allergic rhinitis

5. contact dermatitis

What disorders underlie on the basis of type II allergic reaction?

1. Contact dermatitis

2. Tuberculosis

3. Serum sickness

4. Hay fever

5. Allergy to drugs

 What does represent allergy?

1. is an immune reaction against substances with antigenic properties

2. is an immune reaction associated with injury and inflammation

3. is an immune reaction against substances with hapten properties

4. is an immune reaction based on natural immunity against substances with antigenic properties

5. is an immune reaction based on adaptive immunity against substances with antigenic properties

What does represent anaphylatoxins?

1. biological active substances which trigger degranulation of mast cells

2. biological active substances which triggers release of lysosomal enzymes

3. biological active substances which activates  natural killer lymphocytes

4. biological active substances which trigger sensitization of T lymphocytes

5. biological active substances which activates T lymphocytes

What does represent antibody mediated cellular dysfunction?

1. allergic reaction with production of IgE which lead to cell activation

2. allergic reaction with production of IgG and IgM  which lead to cell activation

3. allergic reaction with production of IgG and IgM  which lead to cell lysis  and loss of functions

4. allergic reaction with production of immune complexes which lead to cell activation

5. allergic reaction with production of immune complexes which lead to cell lysis and loss of functions

What does represent antibody mediated cellular dysfunction?

1. Type I allergic reaction

2. Type III allergic reaction

3. Is an autoimmune reaction

4. Underlies on acquired cellular immunity

5. Underlies on acquired humoral immunity

What does represent endogenous acquired non-infectious allergen?

1. sequestered antigens which lack immunological tolerance

2. native antigens conjugated with a microbial toxin

3. sequestered antigens modified by physical factors  

4. native antigens modified by physical factors

5. native antigens conjugated with microorganisms

 What embolus is endogenous?

1. Thrombembolia

2. Gaseous

3. Bacterial

4. With parasite’s larvae

5. With bacteria from digestive tract

 What embolus is endogenous?

1. Atheromatous

2. Gaseous

3. Bacterial

4. With parasite’s larvae

5. With bacteria from digestive tract

What exogenous factors can provoke primary alteration and inflammation?

1. Physical

2. Chemical

3. Biological

4. Psychogenic

5. Social

What factor causes venous hyperemia in inflammatory focus on frog’s tongue?

1. narrowing of venules and dilation of capillaries

2. accumulation of transudate

3. narrowing of arterioles and dilation of venules

4. release of bradykinin in the inflammtory focus

5. Accumulation of exudate

What factor causes venous hyperemia in inflammatory focus on frog’s tongue?

1. accumulation of transudate

2. margination of leucocytes in microvessels

3. thrombosis in the arterioles

4. dilation of venule and capillaries

5. dilation of arteriole and constriction of venule

What factor disturbs rheological properties of the blood?

1. Increased hematocrit

2. Decreased erythrocytes sedimentation rate

3. Increased prostacyclin synthesis

4. Increased synthesis of activator factor of platelets

5. Increased prostaglandin PGF2 synthesis

 What factor disturbs rheological properties of the blood?

1. Increased tromboxane synthesis

2. Decreased erythrocytes sedimentation rate

3. Increased prostacyclin synthesis

4. Increased synthesis of activator factor of platelets

5. Increased prostaglandin PGF2 synthesis

What factor disturbs rheological properties of the blood?

1. Increased hematocrit

2. Decreased hematocrit

3. Decreased erythrocytes sedimentation rate

4. Increased prostacyclin synthesis

5. Increased prostaglandin PGF2 synthesis

What factor disturbs rheological properties of the blood?

1. Decreased hematocrit

2. Decreased erythrocytes sedimentation rate

3. Increased erythrocyte sedimentation rate

4. Increased prostacyclin synthesis

5. Increased prostaglandin PGF2 synthesis

What factor disturbs rheological properties of the blood?

1. Decreased hematocrit

2. Decreased erythrocytes sedimentation rate

3. Increased prostacyclin synthesis

4. Increased synthesis of activator factor of platelets

5. Increased prostaglandin PGF2 synthesis

What factors cause arterial hyperemia in the inflammatory focus on frog’s tongue?

1. vessel breakdown and bleeding

2. release of thromboxane

3. release of histamine

4. acidosis in the inflammatory focus

5. alkalosis in the inflammatory focus

What factors cause venous hyperemia in inflammatory focus on frog’s tongue?

1. thrombosis in the arterioles

2. leucocytes margination at the level of microvessels

3. thrombosis in the venules

4. thrombosis in the capillaries

5. accumulation of transudate

What factors contribute to migration of leucocyte in the inflammatory focus?

1. Expression of cytokines on endothelial cells

2. expression of selectins on endothelial cells

3. passive filtration of leucocyte through endothelial cells

4. expression of anaphylatoxins on endothelial cells

5. endothelial cell contraction and retraction

What factors determine secondary alteration in inflammation?

1. Enzymes results from cellular disintegration

2. Ultraviolet ways

3. Substances with biologic activity

4. Macrocirculatory disturbances

5. microbial toxins

 What factors determine venous hyperemia into the inflammatory focus?

1. Increased arterial blood influx

2. Decreased arterial blood influx

3. Decreased viscosity of the blood

4. Narrowing of the venous lumen

5. Increased viscosity of the blood

 What factors determine venous hyperemia into the inflammatory focus?

1. Increased arterial blood influx

2. Decreased arterial blood influx

3. Increased resistance to blood flow in the capillaries

4. Decreased resistance to blood flow in the capillaries

5. Action of vasodilator mediators

What hemodynamic changes are characteristic for the ischemia?

1. Decreased filtration pressure in the capillaries

2. Increased filtration pressure in the capillaries

3. Increased linear blood flow

4. Increased volumetric velocity of blood

5. Decreased volumetric velocity of blood

What hemodynamic changes are characteristic for the ischemia?

1. Decreased volumetric velocity of the blood

2. Increased volumetric velocity of the blood

3. Hyperperfussion of the organ

4. Increased lymphogenesis and lumphodynamics

5. Decreased lymphogenesis and increased lumphodynamics

 What hormones have antiinflammatory effects?

1. ACTH

2. Glucocorticoids

3. Mineralocorticoids

4. parathyroid hormone

5. insulin

What inflammatory mediators are derived from eosinophils?

1. Cationic proteins

2. Histamines

3. Peroxidase

4. Lysozyme

5. Hyaluronidase

What hormones have pro-inflammatory effects?

1. ACTH

2. Glucocorticoids

3. Mineralocorticoids

4. Thyroid hormones

5. Parathyroid hormones

What inflammatory mediators are derived from lymphocytes?

1. Mitogen factor for lymphocytes

2. Lymphocytotoxin

3. Chemotactic factor for neutrophils

4. Inhibitor factor for macrophages migration

5. Inhibitor factor for granulocyte migration

What inflammatory mediators are derived from neutrophils?

1. Lysosomal enzymes

2. Reactive oxygen species

3. β- glucosaminidase

4. Triptase

5. Histaminase

 What inflammatory mediators are derived from platelets?

1. Serotonin

2. Histamine

3. Activator factor for platelets

4. Chemotactic factor for platelets

5. Tromboxanes

What is a cause of death of the rabbit in experimental anaphylactic shock?

1. Cerebral coma

2. Cardiac arrest

3. bleeding in the brain

4. Arterial collapse

5. Ischemia in the brain

 What is a consequence of long-lasting inflammatory stasis on frog’s tongue?

1. enhanced aerobic metabolic processes

2. enhanced aerobic metabolic processes

3. spreading of primary alteration

4. impairs phagocytosis

5. spreading of inflammatory focus

What is a consequence of long-lasting inflammatory stasis on frog’s tongue?

1. spreading of primary alteration

2. impairs phagocytosis

3. spreading of inflammatory focus

4. localization of inflammatory focus

5. enhanced anaerobic metabolic processes

 What is a manifestation of venous hyperemia on frog’s tongue?

1. increased volumetric blood velocity

2. amplification of capillary network

3. overfilling of arterioles with arterial blood

4. Reduced number of functional capillaries

5. Increased linear blood velocity

What is a pathogenetic mechanism of respiratory changes in the rabbit in experimental anaphylactic shock?


1. paralysis of respiratory muscles

2. Spasm of smooth tracheal muscles

3. Spasm of smooth bronchial muscles

4. Spasm of smooth laryngeal muscles

5. Cerebral hypoperfusion and disturbances in the respiratory center

 What is a respiratory change in the rabbit in experimental anaphylactic shock?

1. agonal breathing

2. Reduced breathing frequency

3. expiratory dyspnea

4. inspiratory dyspnea

5. Increased breathing amplitude

What is characteristic for arterial hyperemia?

1. Increased volume of the interstitial fluid with intensification of lymphogenesis

2. Increased volume of the interstitial fluid with decreasing of lymphogenesis

3. Increased volume of the interstitial fluid caused by compression of lymphatic vessels

4. Increased volume of the interstitial fluid caused by increased permeability of capillaries

5. Increased volume of the interstitial fluid caused by reduced lymphogenesis

 What is characteristic for arterial hyperemia?

1. Increased volume of the interstitial fluid with intensification of lymphogenesis

2. Increased volume of the interstitial fluid with decreasing of lymphogenesis

3. Increased volume of the interstitial fluid caused by compression of lymphatic vessels

4. Increased volume of the interstitial caused by increased hydrostatic pressure in the veins

5. Increased volume of the interstitial caused by increased hydrostatic pressure in the capillaries

What is characteristic for arterial hyperemia?

1. Increased local temperature caused by increased metabolic rate and thermogenesis

2. Increased local temperature caused by general hyperthermia

3. Increased local temperature caused by hyperactivity of organ with hyperemia

4. Increased volume of the interstitial fluid with intensification of lymphogenesis

5. Increased volume of the interstitial fluid with decreasing of lymphogenesis

What is characteristic for arterial hyperemia?

1. Increased hydrostatic pressure of the blood in the arteries

2. Increased hydrostatic pressure of the blood in the veins

3. Increased linear and volumetric flow of the blood

4. Decreased linear and volumetric flow of the blood

5. Decreased hydrostatic pressure of the blood in the arteries

What is characteristic for arterial hyperemia?

1. Cyanosis caused by excessive accumulation of non-oxygenated hemoglobin

2. Cyanosis caused by excessive accumulation of carbohemoglobin

3. Redness caused by excessive accumulation oxyhemoglobin

4. Redness caused by excessive accumulation of free oxygen

5. Redness caused by excessive accumulation methemoglobin

What is one of pathogenetic loop in development of edema in circulatory failure?

1. Enhanced oncotic pressure in the blood

2. Reduced cardiac output and ischemia a in peripheral tissue  

3. Reduced oncotic pressure in the blood

4. Enhanced circulatory blood volume

5. Reduced circulatory blood volume

What is one pathogenetic mechanism of edema in heart failure?

1. Hipersecretion of aldosterone

2. Hipersecretion of glucocorticoids

3. Hyposecretion of aldosterone

4. Hipersecretion of catecholamines

5. Hiposecretion of vasopressin

What is one pathogenetic mechanism of edema in heart failure?  

1. Retention of potassium ions

2. Development of hypernatremia

3. Development of hyponatremia

4. Excessive loss of sodium ions

5. Loss of albumines

 What is one pathogenetic mechanism of edema in heart failure?   

1. Development of arterial hyperemia

2. Development of venous hyperemia

3. Reduced circulatory blood volume

4. Arterial hypotension

5. Development of hyperproteinemia

What is one pathogenetic mechanism of hepatic edema?

1. development of porto-caval anastomosis

2. Hypersecretion of glucocorticoids  

3. Hypersecretion of aldosterone

4. Development of metabolic alkalosis

5. high central venous pressure

What is one pathogenetic mechanism of inflammatory edema?

1. Reduced concentration of albumins in the interstitium

2. Presence of leucocytes in the interstitium

3. Reduced oncotic pressure in the blood

4. Reduced lymphatic outflow

5. Enhanced osmotic pressure in the blood

 What is one pathogenetic mechanism of inflammatory edema?

1. Hemoconcentration  

2. Enhanced oncotic pressure in the interstitium

3. Increased concentration of immunoglobulins in the blood

4. Reduced concentration of albumins in the blood

5. Reduced oncotic pressure in the interstitium

What is one pathogenetic mechanism of inflammatory edema?

1. Hemoconcentratin

2. Venous hyperemia in inflammatory focus

3. Ischemia in inflammatory focus

4. Reduced concentration of albumins in the blood

5. resence of leucocytes in the interstitium

What is one pathogenetic mechanism of inflammatory edema?

1. Reduced concentration of albumins in the blood

2. Presence of leucocytes in the interstitium

3. Ischemia in inflammatory focus

4. Vascular wall hyperpermeability

5. Reduced concentration of globulins in the blood

What is the biologic significance of blood stasis in inflammation?

1. Activates fibrinolytic system

2. Contributes to the thrombogenesis and impedes dissemination of harmful factor

3. Contributes to the thrombogenesis and promotes dissemination of harmful factor

4. Prevents the generalization of inflammatory process

5. Prevents the localization of inflammatory process

What is the biologic significance of inflammatory venous hyperemia?

1. Contributes to the emigration of leukocytes

2. Impedes the emigration of leukocytes

3. Contributes to the localization of inflammatory process

4. Contributes to the spreading of inflammatory process

5. Contributes to the blood perfusion of the inflamed tissue

What is the biological significance of leucocyte emigration in the inflammatory focus?

1. emigrated neutrophils participate in the process of regeneration and proliferation

2. emigrated leucocytes can release bactericide products

3. emigrated leucocytes realize the local specific immunity

4. emigrated leucocytes release antibodies in the inflammatory focus

5. emigrated leucocytes realize the local non-specific immunity

 What is the biological significance of leucocyte emigration in the inflammatory focus?

1. emigrated leucocytes participate in the process of regeneration and proliferation

2. emigrated leucocytes release anaphylatoxins in the inflammatory focus

3. emigrated leucocytes realize the local specific immunity

4. emigrated leucocytes release antibodies in the inflammatory focus

5. emigrated leucocytes realize the local non-specific immunity

What is the cause of increased organ volume in venous hyperemia?

1. Increasing in excess adipose tissue

2. Increasing in excess connective tissue

3. Edema due to accumulation of interstitial fluid

4. Edema due to accumulation of intravascular fluid

5. Increasing the number of the cells in affected organ

 What is the cause of venous hyperemia?

1. Compression of the arteries

2. Compression of the arterioles

3. Increased the elasticity of the venous wall

4. Decreased the elasticity of the venous wall

5. Increased adrenoreactivity of the vessels

What is the cause of venous hyperemia?

1. Decreased cardiac output of the left heart ventricle

2. Increased cardiac output of the left heart ventricle

3. Decreased tonus of parasympathetic nervous system

4. Increased tonus of parasympathetic nervous system

5. Increased the elasticity of the venous wall

 What is the cause of venous hyperemia?

1. General hyperhydration

2. General dehydration

3. Increased the elasticity of the venous wall

4. Decreased the elasticity of the venous wall

5. Decreased adrenoreactivity of the vessels

What is the cause of venous hyperemia?

1. Decreased cardiac output of the left heart ventricle

2. Increased cardiac output of the left heart ventricle

3. Decreased adrenoreactivity of the vessels

4. Decreased cholinoreactivity of the vessels

5. Decreased cholinoreactivity of the vessels

What is the cause of venous hyperemia?

1. Obturation of the venules

2. Obturation of the arteries

3. Obturation of the arterioles

4. Compression of the venules

5. Compression of the arterioles

 What is the cause of venous hyperemia?

1. Compression of the arteries

2. Compression of the venules

3. Decreased tonus of parasympathetic nervous system

4. Increased tonus of parasympathetic nervous system

5. Compression of the arterioles

What is the common pathogenetic mechanism in type III allergic reactions?

1. Antibodies-allergen interaction occurs in the blood stream

2. Antibodies-allergen interaction occurs on the surface of mast cells

3. Antibodies-allergen interaction occurs on the surface of circulating basophils

4. Antibodies-allergen interaction occurs on the surface of endothelial cells

5. Antibodies-allergen interaction occurs on the surface of T lymphocytes

What is the consequence of embolism?

1. Ischemia

2. Arterial hyperemia

3. Venous stasis

4. Venous hyperemia

5. Capillary stasis

 What is the consequence of vascular reaction into the inflammatory focus?

1. Ischemia – arterial hyperemia – venous hyperemia – stasis

2. Ischemia – venous hyperemia – arterial hyperemia – stasis

3. Stasis – ischemia – arterial hyperemia – venous hyperemia

4. Ischemia – arterial hyperemia – stasis – venous hyperemia

5. Arterial hyperemia – venous hyperemia – stasis – ischemia

What is the consequence of venous hyperemia?

1. Atrophy

2. Hypertrophy

3. Hyperplasia

4. Dediddifirentiation

5. Lipid dystrophy

 What is the consequence of venous hyperemia?

1. Sclerosis

2. Hypertrophy

3. Hyperplasia

4. Dediddifirentiation

5. Lipid dystrophy

What is the consequence of venous hyperemia?

1. Cell injuries

2. Hypertrophy

3. Hyperplasia

4. Dediddifirentiation

5. Lipid dystrophy

What is the effect of triptase that derived from mast cell in inflammation?

1. Activates compliment system by alternative pathway

2. Activates compliment system by classical pathway

3. it has bronchoconstrictor effect

4. it has vasodilator effect

5. it has vasoconstrictor effect

What is the external manifestation of ischemia?

1. Diffuse erythema

2. Diffuse cyanosis

3. Paresthesis, pain

4. Increased turgor of the tissue

5. Tumefaction of the tissue
 What is the main pathogenetic link in hydrostatic edema?

1. Enhanced hydrostatic pressure in the capillaries

2. Enhanced hydrostatic pressure in the arterioles

3. Enhanced hydrostatic pressure in the central vena

4. Enhanced hydrostatic pressure in the heart compartments

5. Enhanced oncotic pressure in the capillaries

 What is the main pathogenetic link in hypooncotic edema?

1. Leakage of proteins from the blood plasma in the interstitium in the result of vascular wall hyperpermeability

2. Reduced albumin concentration in the interstitial fluid  

3. Reduced albumin concentration in the blood plasma as result of hemodilution

4. Reduced concentration of globulin in the blood plasma as result of inanition

5. Reduced concentration of aminoacids in the blood plasma as result of inanition

What is the main pathogenetic link of arterial hyperemia?

1. Decreased reflux of blood through the capillaries

2. Decreased reflux of blood through the veins

3. Increased influx of blood through dilated arteries

4. Increased influx of blood through dilated arterioles

5. Increased influx of blood through dilated veins

What is the main pathogenetic link of hypooncotic edema?

1. Leakage of proteins from the blood plasma in the interstitium in the result of vascular wall hyperpermeability

2. Reduced albumin concentration in the interstitium

3. Reduced globulin concentration in the blood as result of starvation

4. Reduced albumin concentration in the blood as result of starvation

5. Reduced aminoacids concentration in the blood as result of starvation

What is the main pathogenetic link of venous hyperemia?

1. Increased gradient pressure arteries – venous

2. Decreased venous reflux

3. Increased venous reflux

4. Paralysis of the arteries

5. Paralysis of the venules

 What is the main pathogenetic loop in allergic edema?

1. Vascular wall hyperpermeability

2. Enhanced hydrostatic pressure in the capillaries

3. Reduced oncotic pressure in the capillaries

4. Enhanced osmotic pressure in the interstitium

5. Reduced lymphatic outflow

What is the main pathogenetic loop of edema in cachexia?

1. Hiperpermeability of vessel walls

2. Reduced lymphatic drainage

3. Enhanced osmotic pressure in the interstitium

4. Enhanced hydrostatic pressure in the blood

5. Reduced oncotic pressure in the blood

 What is the main source of hydrolases in inflammatory focus?

1. produced in the result of vital activity of bacteria within inflammatory focus

2. released from mast cells

3. released from disintegrated thrombocytes

4. released from disintegrated neutrophils

5. released from disintegrated lymphocytes

What is the major source of histamine realizing into the inflammatory focus?

1. Mast cells

2. Lymphocytes

3. Monocytes

4. Neutrophils

5. Eosinophils

What is the mediator which causes bronchospasm in allergic bronchial asthma?

1. Leukotrienes

2. thromboxane A2

3. Prostaglandins from group E

4. Lymphotoxin

5. Heparin

What is the pathogenetic factor that determines local acidosis in inflammation?

1. Arterial hyperemia

2. Increased vessels permeability

3. Activation of aerobic glycolysis

4. Activation of anaerobic glycolysis

5. Emigration of leukocytes

 What is the pathogenetic mechanism of bronchial spasm in experimental anaphylactic shock?

1. Release of thromboxane from mast cells

2. Activation of compliment system

3. Release of histamine from mast cells

4. release of histamine from plasma cells

5. Release of thromboxane from mast cells

 What is the pathogenetic mechanism of functional arterial hyperemia?

1. Metabolic

2. Endocrine

3. Humoral

4. Neurotonic

5. Neuroparalytic

What is the pathogenetic mechanism of neuromyoparalytic arterial hyperemia?

1. Depletion of catecholamines in the vesicles of sympathetic nervous endings

2. Depletion of catecholamines in the vesicles of parasympathetic nervous endings

3. Increased parasympathetic tonus of the vessels

4. Prolonged action of ganglioblocators

5. Prolonged action of adrenoblocators

What is the pathogenetic mechanism of neurotonic arterial hyperemia?

1. Decreased vessel reactivity to acetylcholine  

2. Increased tonus of the sympathetic vegetative system

3. Increased tonus of the parasympathetic vegetative system

4. Decreased tonus of the sympathetic vegetative system

5. Decreased tonus of the parasympathetic vegetative system

What is the relationship between influx and reflux of blood in arterial hyperemia?

1. Influx and reflux are decreased proportionally

2. Influx prevails over the reflux

3. Influx and reflux are increased proportionally

4. Reflux prevails over the influx

5. Influx and reflux are not change

 What mediators are released in the result of mast cell degranulation?

1. Thromboxane A2

2. Heparin

3. chemotactic factor for neutrophils

4. Prostacyclin

5. chemotactic factor for mast cells

What mediators are released in the result of mast cell degranulation?

1. Serotonin

2. Thromboxane A2

3. chemotactic factor for eosinophils

4. Prostacyclin

5. Lymphotoxin

 What mediators are released in the result of mast cell degranulation?

1. Histamine

2. Heparin

3. Bradykinin

4. Prostaglandins

5. Leukotrienes

 What mediators have vasoconstrictor effect?

1. tumor necrosis factor

2. Prostaglandins (PGE2, PGF2-alfa)

3. Thromboxane A2

4. Prostacyclin

5. Leukotrienes

What neurological disturbances developed in experimental anaphylactic shock in the rabbit?

1. Tonic seizures

2. Clonic seizures

3. Diminished motor activity

4. Enhanced motor activity

5. Ischemic stroke

What neurological disturbances developed in experimental anaphylactic shock in the rabbit?

1. hemorrhagic stroke

2. Clonic seizures

3. Diminished motor activity

4. Ischemic stroke

5. Enhanced motor activity

What organ develops insufficient absolute functional collaterals?

1. Inferior members

2. Myocardium

3. Liver

4. Lungs

5. Kidney

 What organ develops insufficient absolute functional collaterals?

1. Inferior members

2. Brain

3. Liver

4. Lungs

5. Kidney

What organ develops insufficient absolute functional collaterals?

1. Inferior members

2. Superior members

3. Liver

4. Lungs

5. Myocardium

What organ develops insufficient absolute functional collaterals?

1. Inferior members

2. Superior members

3. Liver

4. Lungs

5. Brain

What oxigenindependent bactericide factors are generated by neutrophils?

1. Lactoferrin

2. Cationic proteins

3. Lysozyme

4. Hialuronidase

5. Histamine

 What pathophysiological phenomena are present in the immunological stage of type I allergic diseases?

1. release of lysosomal enzymes and cell injuries

2. Synthesis of IgE and their fixation on mast cell membrane

3. mast cell degranulation

4. synthesis and release of histamine

5. Synthesis of IgE and their fixation on eosinophils

What phenomena characterize the physiopathological stage in type I allergic reactions?

1. Formation of immune complexes

2. release of anaphylaxia mediators

3. synthesis of antibodies from class Ig E and Ig G4

4. production of sensitized lymphocytes

5. structural and functional changes in the target tissues

 What substances are used to perform specific hyposensibilization?

1. Glucocorticoids

2. Antihistaminic drugs

3. Spasmolytic drugs

4. specific allergen when is administered in high doses

5. specific allergen when administered in fractioned doses

 What type of chemotactic factors are realized by mast cells into the inflammatory focus?

1. chemotactic factor of neutrophils

2. chemotactic factor of lymphocytes T

3. chemotactic factor of lymphocytes B

4. chemotactic factor of basophiles

5. chemotactic factor of eosinophils

 What types of immunoglobulins are involved in type I allergic reactions?

1. IgG and IgM

2. IgE and G4

3. IgE and IgA

4. IgE and IgM

5. IgA and IgG4

What vessel is obturated in case of embolism with amniotic liquid?

1. Uterine veins

2. Branches of coronary artery

3. Branches of pulmonary artery

4. Uterine arteries

5. Inferior vena cava

When the experimental anaphylactic shock will start in the rabbit?


1. At contact with specific immunoglobulins from class G

2. At contact with specific immunoglobulins from class M

3. At the first contact with specific allergen

4. At the second contact with specific allergen

5. At the second contact with every allergen in the air

 Where does occur the interaction between the antigen and antibodies in Graves disease?

1. there is formation of immune complexes in the blood stream

2. on the surface of mast cells which are located in the tissue of thyroid gland

3. on the surface of endothelial cell of microvessels in the thyroid gland

4. on the surface of thyrocyte membrane

5. on the surface of macrophages which are located in the tissue of thyroid gland

Which vessel’s damage leads to air embolism?

1. Aorta

2. Carotid artery

3. Pulmonary artery

4. Hemorrhoidal veins

5. Subclavicular vein

 Which vessel’s damage leads to air embolism?

1. Aorta

2. Carotid artery

3. Pulmonary artery

4. Hemorrhoidal veins

5. Jugular vein
How pH and bicarbonate are changed in insulin deficiency?

1. pH decreases, bicarbonate increases

2. pH decreases, bicarbonate decreases

3. pH decreases, bicarbonate does not change

4. pH increases, bicarbonate decreases

5. pH increases, bicarbonate increases

What are the blood changes detected in metabolic acidosis?  

1. Hyponatremia

2. Hypocalcemia

3. Hyperkalemia

4. PaCO2 > 46 mmHg

5. Bicarbonate deficiency

 What are the causes of hypotonic hyperhydration?

1. Vasopressin hypersecretion

2. Vasopressin hyposecretion

3. Aldosteron hypersecretion

4. Excessive intake of water

5. Aldosteron hyposecretion

What change in the blood is found in hyperhydration?  

1. Hemoconcentration

2. Relative hypoproteinemia

3. Enhanced oncotic pressure

4. Absolute hypoproteinemia

5. Relative hyperproteinemia

What is the cause of absolute hyponatremia?

1. ADH hypersecretion

2. Excessive ingestion of hypoosmolar liquids

3. Excessive ingestion of glucose solution 5%

4. Polyuria in diabetes mellitus

5. Chronic adrenal insufficiency
Which hormone leads to hypercalcemia?

1. Glucocorticoids

2. Cholecalciferol

3. Calcitriol

4. Androgens

5. Aldosterone
What is the cause of hypotonic hyperhydration?

1. Vasopressin hyposecretion

2. Aldosteron hypersecretion

3. Excessive intake of water

4. Administration of bicarbonate solution for correction of acidosis

5. Aldosteron hyposecretion
Accumulation of what products leads to metabolic acidosis in insulin lack?

1. Pyruvate

2. Oxaloacetate

3. β-oxybutyric acid

4. Acetoacetate

5. Acetone
How does the acid-base balance change in hyperoxia?

1. Respiratory alkalosis

2. Respiratory acidosis

3. Metabolic acidosis

4. Metabolic alkalosis

5. Metabolic acidosis + respiratory alkalosis
How does the blood lipids fraction change in the lipids maldigestion?

1. Decreased chylomicrons

2. Decreased lipoproteins with very low density

3. Decreased lipoproteins with low density

4. Decreased lipoproteins with high density

5. Decreased non-esterified fatty acids
How does the blood protein content change in liver failure?

1. Decreased globulin synthesis with increased of albumin/globulin ratio

2. Decreased albumin synthesis with decreased of albumin/globulin ratio

3. Hypoglobulinemia with hypoonchia

4. Decreased coagulation factors in the blood

5. Decreased synthesis of immunoglobulins with immune deficit

How does the carbohydrate metabolism change in liver failure?

1. Reduced glycogenogenesis and increased glycogen storages

2. Reduced glycogenogenesis and reduced glycogen storages

3. Enhanced glycogenogenesis and reduced glycogen storages

4. Enhanced glycogenogenesis and increased glycogen storages

5. Reduced gluconeogenesis and reduced glycogen storages  

How does the lipidemia change in case of hypoglycemia?

1. Hyperlipidemia with chylomicrones

2. Hyperlipidemia with VLDL

3. Hyperlipidemia with cholesterol

4. Hyperlipidemia with HDL

5. Hyperlipidemia with non- esterified fatty acids

How does the protein metabolism change in protein maldigestion?

1. Deficiency of essential aminoacids

2. Deficiency of nonessential aminoacids

3. Excess of essential aminoacids in the blood

4. Proteolysis in the myocardium

5. Catabolism of serum protein for energy supplying  

How oxyhemoglobin curve dissociation and hemoglobin affinity to O2 change in alkalosis?

1. Oxyhemoglobin dissociation curve shifts to right

2. Oxyhemoglobin  dissociation curve shifts to left

3. Hemoglobin affinity to O2 increases

4. Hemoglobin affinity to O2 decreases

5. Hemoglobin affinity to O2 does not change  

How oxyhemoglobin curve dissociation and hemoglobin affinity to O2 change in acidosis?

1. Oxyhemoglobin curve dissociation shifts to right

2. Oxyhemoglobin curve dissociation shifts to left

3. Hemoglobin affinity to O2 increases

4. Hemoglobin affinity to O2 decreases

5. Hemoglobin affinity to O2 does not change  

How parathormone does regulate calcium homeostasis?

1. Reduces the absorption of calcium in gastrointestinal – tract

2. Increases the osteosynthesis processes

3. Contributes to the calcium absorption from the gastro- intestinal tract

4. Stimulates active secretion of calcium at the level of distal renal tubes

5. Stimulates reabsorption of calcium at the level of proximal renal tubes

How pH and bicarbonate change in the hypoxia?

1. pH decreases; bicarbonate increases

2. pH decreases; bicarbonate does not change

3. pH decreases, bicarbonate decreases

4. pH increases, bicarbonate decreases

5. pH increases; bicarbonate increases
How respiratory frequency (RF) and PaCO2 change in metabolic acidosis?

1. RF increases; PaCO2 increases

2. RF increases; PaCO2 decreases

3. RF increases; PaCO2 does not change

4. RF decreases; PaCO2 decreases

5. RF decreases; PaCO2 increases
How respiratory frequency (RF) and PaCO2 change in metabolic alkalosis? 

1. RF increases; PaCO2 increases

2. RF increases; PaCO2 decreases 

3. RF decreases; PaCO2 decreases 

4. RF decreases; PaCO2 does not change 

5. RF decreases; PaCO2 increases 

How the acidosis is defined? 

1. Absolute of relative excess of acids in organism with pH elevation 

2. Absolute of relative excess of bases in organism with NaHCO3 concentration elevation 

3. Absolute of relative excess of acids in organism with pH decreasing   

4. Absolute of relative excess of acids in organism with H+ concentration decreasing 

5. Absolute of relative excess of bases in organism with H+ concentration elevation 

How the alkalosis is defined? 

1. Absolute of relative excess of bases in organism with NaHCO3 concentration decreasing

2. Absolute of relative excess of bases in organism with NaHCO3 concentration elevation 

3. Absolute of relative excess of bases in organism with H+ concentration elevation

4. Absolute of relative excess of acids in organism with NaHCO3 concentration elevation

5. Absolute of relative excess of bases in organism with H+ concentration decreasing

How the blood oncotic pressure is changed in hyperhydration? 

1. Oncotic pressure is not changed

2. There is hyperonchia caused by hemoconcentration 

3. There is hypoonchia caused by hemoconcentration 

4. There is hypoonchia caused by hemodilution 

5. There is hyperonchia caused by hemodilution 
How the blood protein concentration is changed in hyperhydration? 

1. Absolute hypoproteinemia caused by hemodilution 

2. Relative hypoproteinemia caused by hemodilution 

3. Relative hyperproteinemia caused by hemodilution 

4. Relative hypoproteinemia caused by hemoconcentration 

5. Absolute hyperproteinemia caused by hemoconcentration 
How the lipid metabolism is changed in liver failure? 

1. Fatty dystrophy in the liver 

2. Enhanced fatty acid production 

3. Enhanced phospholipid synthesis 

4. Reduced phospholipid synthesis 

5. Enhanced lipoprotein production 

How the oncotic pressure and diuresis is changed in protein inanition? 

1. Hypoonchia and polyuria

2. Hypoonchia and oliguria

3. Hypoonchia and anuria

4. Hyperonchia and polyuria

5. Hyperonchia and anuria

How the pH and NaHCO3 are changed in the metabolic acidosis?


1. pH decreases; NaHCO3 increases

2. pH decreases; NaHCO3 decreases

3. pH decreases; NaHCO3 does not change

4. pH increases; NAHCO3 increases

5. pH increases; NaHCO3 decreases
How the pH and NaHCO3 are changed in the metabolic alkalosis?

1. pH decreases; NaHCO3 decreases

2. pH decreases; NaHCO3 increases

3. pH increases; NaHCO3 does not change

4. pH increases; NaHCO3 decreases

5. pH increases; NaHCO3 increases
How the pH and PaCO2 are changed in respiratory acidosis?

1. pH < 7,35; PaCO2 < 40 mmHg
2. pH < 7,35; PaCO2 > 46 mmHg
3. pH < 7,35; PaCO2 = 40 mmHg
4. pH > 7,45; PaCO2 > 46 mmHg
5. pH > 7,45; PaCO2 < 40 mmHg
How the pH and PaCO2 are changed in the metabolic alkalosis?

1. pH < 7,35; PaCO2 < 40 mmHg
2. pH < 7,35; PaCO2 > 46 mmHg
3. pH > 7,45; PaCO2 = 40 mmHg
4. pH > 7,45; PaCO2 > 46 mmHg
5. pH > 7,45; PaCO2 < 40 mmHg
How the pH and PaCO2 are changed in the respiratory alkalosis?

1. pH < 7,35; PaCO2 < 40 mmHg
2. pH < 7,35; PaCO2 > 46 mmHg
3. pH > 7,45; PaCO2 = 40 mmHg
4. pH > 7,45; PaCO2 > 46 mmHg
5. pH > 7,45; PaCO2 < 40 mmHg
How the pH and PaCO2 change in pulmonary hypoventilation?

1. pH increases; hypercapnia
2. pH decreases; hypercapnia
3. pH decreases; normocapnia
4. pH decreases; hypocapnia
5. pH increases; hypocapnia
How the protein metabolic processes are disturbed in liver failure?

1. Hyperaminoacidemia
2. Hyperammoniemia
3. Hypoaminoacidemia
4. Hypoammonemia
5. Positive nitrogen balance
How the protein metabolism is changed in liver failure? 

1. Hypoalbuminemia with hyperglobulinemia

2. Hypoalbuminemia with hypoglobulinemia

3. Hyperalbuminemia with hyperglobulinemia

4. Hyperalbuminemia with hypoglobulinemia

5. Hyperalbuminemia with hypergammaglobulinemia

How the respiratory acidosis is defined? 

1. pH elevation due to PaCO2 increasing 
2. pH diminution due to PaCO2 increasing 
3. pH diminution due to blood NaHCO3 reducing 

4. pH diminution due to blood NaHCO3 increasing  

5. pH elevation due to PaCO2 reducing 

In what cases is attested histotoxic hypoxia?

1. Mitochondrial damage 

2. Intoxication with CO

3. Intoxication with cyanide 

4. Intoxication with nitrates

5. Intoxication with acetic acid
In what cases is attested positive nitrogen balance?

1. In administration of insulin
2. In administration of glucocorticoids
3. Diabetes mellitus
4. In administration of androgenic steroids
5. Obesity
In what cases is intensified bacterial fermentation of carbohydrates in the large intestine?

1. Alkalinisation of intestinal environment
2. Acidification of intestinal environment
3. Insufficiency of glycolitic enzymes in the large intestine

4. Maldigestion and absorption of carbohydrates in the small intestine

5. Maldigestion and absorption of carbohydrates in the large intestine

In what conditions increases rate of dissolved O2 in the blood?

1. Hyperoxia + normobaria
2. Hyperoxia + hypobaria
3. Hyperoxia + hyperbaria
4. Alveolar hyperventilation in normobaric conditions
5. Alveolar hyperventilation in hypobaric conditions
In what pathological processes ids attested hypernatremia? 

1. Chronic adrenal insufficiency
2. Metabolic acidosis
3. Dehydration  due to diarrhea
4. Respiratory acidosis
5. Dehydration  due to vomiting
In what pathological processes is attested hyperkalemia?

1. Hypersecretion of aldosterone
2. Hyposecretion of rennin
3. Hypersecretion of rennin
4. Hypersecretion of antidiuretic hormone
5. Deficit of aldosterone
In what pathological processes is attested secondary hyperaldosteronism?

1. Adenoma of glomerular zone of adrenal gland cortex

2. Cardiac insufficiency
3. Nephrotic syndrome
4. Addison disease
5. Stenosis of renal artery
In what pathological processes there is found protein maldigestion?  

1. Pancreatic disorders with trypsin hyposecretion
2. Pancreatic disorders with disaccharide hyposecretion  
3. Pancreatic disorders with pepsin hyposecretion
4. Pancreatic disorders with carboxypeptidase hyposecretion
5. In pancreatic disorders with chymotrypsin hyposecretion

 In what processes develops hyperdynamic hyperoxia?

1. Systemic arterial hypertension
2. Tachycardia
3. Increased cardiac output to the organs

4. Isometric heart hyperfunction
5. Heterometric heart hyperfunction
In what processes develops hyperdynamic hyperoxia?

1. Systemic arterial hypertension
2. Tachycardia
3. Increased cardiac output to the organs

4. Isometric heart hyperfunction
5. Heterometric heart hyperfunction
In what processes excretory metabolic acidosis occur?

1. Polyuria in diabetes insipidus
2. Stomach hyperacidity
3. Frequent vomiting
4. Abundant diarrhea
5. Hypersalivation with saliva loss
In which acid-base disorder compensatory pulmonary hyperventilation occurs?

1. respiratory alkalosis
2. Exogenous alkalosis
3. Metabolic alkalosis
4. respiratory acidosis
5. Metabolic acidosis
 In which acid-base disorder compensatory pulmonary hypoventilation occurs?  


1. respiratory alkalosis
2. Exogenous acidosis  
3. Metabolic alkalosis
4. respiratory acidosis
5. Metabolic acidosis
On what depends the vulnerability of different organs to the hypoxia?

1. Intensity of oxygen consumption by the organs

2. Capacity of different organs to fixed oxygen

3. Content of oxygen reserves in the body

4. Capacity to dissociate oxyhemoglobin in the organ

5. Biologic yield of oxidative processes
The accumulation of which endogenous substances could lead to acidosis?

1. Lactic acid
2. Acetic acid
3. Uric acid
4. Pyruvic acid
5. CO2
What acid-base disorder is installed in the aldosterone hypersecretion?

1. Respiratory acidosis
2. Metabolic alkalosis
3. Respiratory alkalosis
4. Metabolic acidosis
5. Metabolic acidosis with respiratory alkalosis
What acid-base disorder is installed in the aldosterone hyposecretion?

1. Metabolic acidosis
2. Metabolic alkalosis
3. Respiratory acidosis
4. Respiratory alkalosis  
5. Metabolic alkalosis with respiratory acidosis
 What acid-base dyshomeostasis does develop in excessive protein intake?

1. Metabolic acidosis  
2. metabolic alkalosis
3. Respiratory acidosis
4. excretory alkalosis  
5. Excretory acidosis  
What anabolic protein metabolic reactions are disturbed in liver failure?

1. Protein synthesis
2. Lipoprotein synthesis
3. Pr oteolysis
4. Lipoprotein breakdown
5. Aminoacids decarboxylation
What are changes in the blood in isotonic dehydration?

1. Hemodilution
2. Blood osmolarity  > 330 mOsm/l
3. Polycythemia
4. Hemoconcentration
5. Blood osmolarity < 280 mOsm/l
What are compensatory reactions in intravascular hyperhydration?

1. Renin hyposecretion
2. Vasopressin hypersecretion
3. Activation of renin-angiotensin-aldosteron system

4. Hyposecretion of atrial natriuretic peptide
5. Hypersecretion of atrial natriuretic peptide
What are the biological functions of Ca2+ ions?

1. Determines the osmolarity of extracellular fluids

2. Intracellular secondary messenger
3. Determines the resting membrane potential
4. Stabilizes the sodium channels
5. Participates in protein synthesis
What are the blood changes detected in metabolic acidosis?

1. Hypernatremia
2. PaCO2 < 40 mmHg
3. Hypokalemia
4. Hypocalcemia
5. PaCO2 > 46 mmHg
What are the blood changes detected in metabolic alkalosis?         

1. PaCO2 < 40 mmHg
2. Bicarbonate deficiency
3. Hypercalcemia
4. PaCO2 > 46 mmHg
5. Bicarbonate excess
 What are the blood changes detected in respiratory acidosis?

1. Hyponatremia
2. PaCO2 > 46 mmHg
3. PaCO2 < 40 mmHg
4. Bicarbonate excess
5. Bicarbonate deficiency
What are the blood changes detected in respiratory alkalosis?   

1. Hyponatremia
2. Hypocapnia
3. Hyperkalemia
4. Hypercalcemia
5. Hypercapnia
What are the causes of arterial hypotonia in acidosis?

1. Decreasing of α1-adrenoreceptor sensibility to vasopressin  

2. Decreasing of α1-adrenoreceptor sensibility to circulating catecholamines   

3. Decreasing of β1-adrenoreceptor sensibility to circulating catecholamines   

4. Increasing of α1-adrenoreceptor sensibility to acetylcholine

5. Increasing of β1-adrenoreceptor sensibility to nitric oxide  

What are the causes of galactosemia?  

1. Excessive consumption of lactose with milk

2. Enhanced conversion of glucose into galactose

3. Incapacity of organs to convert galactose into glucose

4. Incapacity of organs to use galactose

5. Incapacity of liver to convert galactose into glucose

What are the causes of hypocalcemia?

1. Decreased sensibility of bone tissue to the parathormone

2. Hypersecretion of parathyroid hormone
3. Renal insufficiency
4. Hypersecretion of natriuretic hormone
5. Excess of rennin
 What are the causes of hypoglycemia?

1. Renal glucosuria
2. Hyposecretion of insulin
3. Hypersecretion of insulin
4. Hypersecretion of glucocorticoids
5. Hypersecretion of catecholamines
 What are the causes of hypokalemia?

1. Total adrenal insufficiency
2. Treatment with insulin
3. Hypoaldosteronism
4. Deficit of vasopressin
5. Hyperaldosteronism
What are the causes of lipids maldigestion?

1. Hyposecretion of saliva
2. Hyposecretion of  gastric lipase
3. Hyposecretion of  pancreatic lipase
4. Hyposecretion of bile
5. Damaged mucosa of small intestine
What are the causes of relative hypernatremia?

1. Hyperosmolar dehydration
2. Redistribution of Na+ ions between intra- and extracellular space

3. Increased ADH secretion
4. Decreased ADH secretion
5. enhanced catabolism of body proteins
What are the causes of relative hyponatremia?

1. Polyuria in diabetes mellitus
2. Excessive ingestion of hypoosmolar liquids
3. Synthesis of biologic inactive rennin
4. ADH hypersecretion
5. Respiratory alkalosis
What are the causes of retention hyperlipidemia?

1. Decreased activity of serum lipoprotein-lipase

2. Decreased synthesis of phospholipids in the liver

3. Decreased synthesis of apoprotein CII in the liver

4. Excess of  catecholamines and intensification of lipolysis in adipose tissue

5. Excess of  glucagon and intensification of lipolysis in adipose tissue

 What are the clinic manifestations of acidosis?

1. Increased neuromuscular excitability
2. Muscular hypertonus  
3. Arterial hypotonia
4. Decreased neuromuscular excitability
5. Arterial hypertonia
What are the clinical manifestations of galactosemia?

1. Hyperglycemia
2. Hypoglycemia
3. Hepatomegaly
4. Splanhnomegaly
5. mental retardation
What are the clinical manifestations of hypokalemia?

1. Convulsions
2. Hyporeflexia
3. Arterial hypotension
4. Hyperreflexia
5. Constipation
What are the compensatory mechanisms in absolute hypernatremia?

1. Decreased secretion of aldosterone
2. Decreased secretion of ADH
3. Increased secretion of glucocorticoids
4. Decreased secretion of atrial natriuretic peptide

5. Increased secretion of atrial natriuretic peptide

 What are the compensatory mechanisms in alimentary hyperglycemia?

1. Glucagon hyposecretion with inhibition of glycogenolysis

2. Glucagon hypersecretion with inhibition of glycogenolysis

3. Glucagon hyposecretion with inhibition of gluconeogenesis  

4. Glucagon hypersecretion with inhibition of gluconeogenesis  

5. Glucagon hyposecretion with inhibition of glycolysis    

What are the compensatory mechanisms in hypocalcemia?

1. Increased serum level of cholecalciferol
2. Hyposecretion of calcitonin
3. Hyposecretion of parathormone
4. Hypersecretion of calcitonin
5. Increased serum level of calcitriol
 What are the compensatory reactions in alkalosis?

1. Synthesis and renal elimination of NH4 ions

2. Ca++ incorporation in the bones
3. renal HCO3- ion reabsorption
4. Renal reabsorption of H+ ions
5. renal Na+ reabsorbtion
What are the compensatory reactions in alkalosis?

1. Synthesis and renal elimination of NH4 ions

2. renal HCO3- elimination
3. renal HCO3- reabsorption
4. Renal elimination of Na+
5. retention of Na+ ions in the kidneys

 What are the compensatory reactions in hypercalcemia?

1. Hypersecretion of parathormone
2. Hypersecretion of calcitonin
3. Increased serum level of calcitriol
4. Decreased serum level of calcitriol
5. Hyposecretion of calcitonin
What are the compensatory reactions in hyperglycemia?  

1. Insulin hypersecretion and reduced glycolysis
2. Insulin hypersecretion and enhanced glycolysis
3. Catecholamine hyposecretion and reduced glycogenolysis
4. Catecholamine hyposecretion and enhanced glycogenolysis
5. Insulin hypersecretion and enhanced gluconeogenesis
What are the compensatory reactions in hypoglycemia?

1. Insulin hypersecretion with inhibition of glycogenolysis

2. Glucagon hypersecretion with activation of glycolysis  

3. Insulin hyposecretion with inhibition of glycogenogenesis

4. Glucagon hypersecretion with activation of glycogenolysis

5. Glucagon hyposecretion with activation of glycogenolysis

What are the compensatory renal reactions in acidosis?

1. Synthesis and elimination of NH4 ions

2. Polyuria
3. Renal excretion H+
4. Carbonic acid elimination
5. HCO3- secretion
 What are the consequences of bacterial fermentation of the carbohydrates in the stomach?

1. Formation of biogenic amines
2. Formation of carbon dioxide
3. Formation  of hydrogen sulfide
4. Formation of lactic acid
5. Formation of pyruvic acid
What are the consequences of carbohydrates fermentation into the large intestine?

1. Diarrhea
2. Alkalinisation of intestinal environment
3. Hypoosmolarity of intestinal environment
4. Hyperosmolarity of intestinal environment
5. Constipation
 What are the consequences of galactosemia in infants?

1. Hypergalctosemic coma
2. Abnormal development of central nervous system

3. Diabetes mellitus
4. Obesity
5. Intoxication with galactose breakdown products
 What are the consequences of hyperproteinemia?

1. Edemas
2. Increased  renal filtration
3. Decreased  renal filtration
4. Protein dystrophy of liver
5. Interstitial dehydration
 What are the consequences of hypoproteinemia?

1. Decreases the renal filtration
2. Polyuria
3. Oliguria
4. Hypoonchia of the plasma
5. Energy deficiency
 What are the consequences of lipids maldigestion?

1. Deficiency of liposoluble vitamins
2. Deficiency of cholesterol
3. Hypocoagulability of the blood
4. Hypercoagulability of the blood
5. Disturbance of steroid hormones synthesis
 What are the consequences of retention hyperlipidemia?

1. Fatty dystrophy in the liver
2. Enlargement of spleen
3. enhanced fraction LDL and HDL and risk for atherosclerosis

4. enhanced fraction LDL and VLDL and risk for atherosclerosis

5. enhanced fraction IDL and HDL and risk for atherosclerosis

 What are the criteria of acidosis?

1. pH increasing
2. H+ concentration reducing
3. alkaline reserves diminution  
4. alkaline reserves increasing
5. pH diminution
 What are the criteria of alkalosis?

1. pH decreasing
2. H+ concentration increasing
3. alkaline reserves increasing
4. pH increasing
5. Urine alkalization
 What are the effects of hypercapnia in respiratory acidosis?

1. Intracerebral pressure diminution
2. Cerebrospinal liquid production enhancement
3. Cerebral vessels constriction
4. No changes of intracerebral pressure
5. Cerebral vessels dilation
 What are the electrolytic changes in the blood in hypotonic hyperhydration?

1. Hypernatremia
2. Hyperkalemia
3. Relative hyponatremia
4. Hypokalemia
5. Absolute hyponatremia
 What are the eventual consequences of diabetic hyperglycemia?

1. Obesity
2. Hyperketonemia
3. Glycosylation of proteins
4. Oliguria
5. Overload of hepatocytes with glycogen
 What are the harmful effects of hyperoxia?

1. Respiratory acidosis
2. Metabolic acidosis
3. Respiratory alkalosis
4. Increased concentration of carbhemoglobin in the erythrocytes

5. Increased concentration of carboxihemoglobin in the erythrocytes

 What are the manifestations of brain hypoxia?

1. Inadequate behavior
2. Neurosis
3. Chills
4. Headache
5. Excitations
 What are the manifestations of hypercalcemia?

1. Muscular weakness
2. Hyporeflexia
3. Seizures
4. Hyperreflexia
5. Laryngeal spasm
 What are the manifestations of hypocalcemia?

1. Muscular paralysis
2. Hyporeflexia
3. Tetany
4. Arterial hypertension
5. Spasm of coronary vessels
 What are the pathogenic factors of hypokalemia in alkalosis?   

1. Exchange of K+ and H+ by bicarbonate buffer

2. Exchange of K+ and H+ by protein buffer

3. Exchange of K+ and H+ by hemoglobin buffer

4. Exchange of K+ and HPO4- by phosphate buffer

5. Compensatory hypersecretion of aldosterone
 What biochemical factors contribute to development of hyperketonemia?

1. excess of acetyl-CoA
2. Deficiency of acetyl – CoA
3. Excess of oxaloacetate
4. Deficiency of oxaloacetate
5. Excess of NADPH
 What blood changes are attested in dehydration?

1. Absolute hypoproteinemia
2. Relative hyperproteinemia
3. Hemodilution
4. Hemoconcentration
5. Absolute hyperproteinemia
 What catabolic lipid reactions are disturbed in liver disorders?

1. Synthesis of lipids form proteins and carbohydrates

2. Lipolysis in the liver
3. Biosynthesis of phospholipids  
4. Fatty acid oxidation
5. Biosynthesis of cholesterol
 What catabolic protein metabolic reactions are disturbed in liver failure?  


1. Protein synthesis
2. Aminoacids deamination
3. Lipoprotein synthesis
4. Synthesis of uric acid
5. Aminoacids decarboxylation
 What change in the blood develop in isotonic dehydration?

1. Isotonic hypovolemia with absolute polycythemia
2. Isotonic hypovolemia with absolute oligocythemia
3. Isotonic hypovolemia with relative polycythemia
4. Isotonic hypervolemia with relative polycythemia
5. Isotonic hypovolemia with relative oligocythemia
 What change in the blood is found in hyperhydration?

1. enhanced oncotic pressure
2. relative hypoproteinemia
3. polycythemia
4. enhanced haematocrit
5. absolute  hypoproteinemia
 What change in the blood is found in hypotonic hyperhydration?

1. absolute polycythemia
2. Hypovolemia
3. relative oligocythemia
4. absolute oligocythemia
5. blood osmolarity 300 mOsm/L
What change of circulatory blood volume is attested in hyperhydration? 


1. Oligocythemic hypovolemia
2. Polycythemic hypovolemia
3. Oligocytemic hypervolemia
4. Polycythemic hypervolemia
5. Normocythemic hypervolemia
 What changes in the blood  are found in hypotonic dehydration?  

1. Hypoproteinemia
2. Hemoconcentration
3. Enhanced blood viscosity
4. Reduced blood viscosity
5. Hemodilution
 What changes in the blood are found in hyperhydration?

1. Reduced blood viscosity
2. Relative hypoproteinemia
3. Enhanced oncotic pressure
4. Enhanced haematocrit
5. Enhanced blood viscosity
 What does represents isotonic dehydration ?

1. Pathological process when water loss exceed electrolytes loss

2. Pathological process when the water loss is proportional with electrolytes loss

3. Pathological process when electrolytes loss exceeds the water loss

4. Pathological process when the blood osmolarity  is more than 300 mOsm/L

5. Pathological process when the blood osmolarity is less than 280 mOsm/L

 What does the hyperoxia represent?

1. Excessive uptake of O2 by the tissue which exceeds requirement concentration

2. Excess of oxygen in the tissue as the result of predominance the anaerobic processes on oxidative processes

3. Excess of oxygen in the tissue as the result of increased catabolic processes

4. Excess of oxygen in the tissue as the result of decreased anabolic processes

5. Excess of oxygen in the tissue as the result of inhibition the activity of respiratory chain enzymes

 What dyshomeosdtasis of sodium develops in mineralocorticoids hyposecretion?

1. Absolute hypernatremia
2. Relative hypernatremia
3. Absolute hyponatremia
4. Relative hyponatremia
5. the sodium concentration is not changed

 What dyshomeostasis of sodium develops in mineralocorticoids hypersecretion?

1. Absolute hypernatremia
2. Relative hypernatremia
3. Absolute hyponatremia
4. Relative hyponatremia
5. The sodium concentration doesn’t change
 What dyshomeostasis of sodium develops in vasopressin hyposecretion? 


1. Absolute hypernatremia
2. Relative hypernatremia
3. Absolute hyponatremia
4. Relative hyponatremia
5. The sodium concentration doesn’t change
 What dyshomeostazis of sodium develops in vasopressin hypersecretion? 


1. Absolute hypernatremia
2. Relative hypernatremia
3. Absolute hyponatremia
4. Relative hyponatremia
5. The sodium concentration doesn’t change
 What electrolytic disorder associates metabolic acidosis?  

1. Hyponatremia
2. Hypokalemia
3. Hypercalcemia
4. Hypocalcemia
5. H+ reduction
 What factors can contribute to pathogenesis of diabetic ketoacidosis?  

1. Glucagon hyposecretion
2. Insulin hyposecretion
3. Enhanced glucagon/insulin ratio
4. Reduced glucagon/insulin ratio
5. Enhanced insulin/glucagon ratio
 What fraction of lipoproteins will be enhanced in retention hyperlipidemia caused by insulin deficiency?

1. LDL
2. VLDL
3. IDL
4. HDL
5. Chylomicrons
 What fractions of lipoprotein are enhanced in alimentary hyperlipidemia?

1. LDL and HDL
2. Chylomicrons
3. Chylomicrons and LDL
4. VLDL and HDL
5. Chylomicrons and HDL
 What functional disturbances of digestive tract can lead to protein maldigestion?

1. Hyposecretion of the bile
2. Hyposecretion of the pancreas
3. Hyperacidity of the stomach
4. Lack of intestinal carboxypeptidases
5. Lack of intestinal proteases
 What hemic change can be attested in dehydration?

1. Relative hypoproteinemia
2. Reduced haematocrit
3. Relative hyperproteinemia
4. Absolute hyperproteinemia
5. Reduced blood viscosity
 What hormone does activate the glycogenogenesis in the liver?

1. Insulin by inhibiting synthesis of glucokinase in the hepatocytes

2. Epinephrine by activating synthesis of glucokinase in the hepatocytes

3. Somatotropin by inhibiting synthesis of glucokinase in the hepatocytes

4. Insulin by activating synthesis of glucokinase in the hepatocytes

5. Epinephrine by inhibiting synthesis of glucokinase in the hepatocytes

 What hydric dyshomeostasis develops in diarrhea?

1. There is isotonic dehydration caused by loss of bicarbonate with pancreatic juice

2. There is hypotonic dehydration caused by loss of hypertonic gastrointestinal fluids

3. There is isotonic dehydration caused by loss of isotonic gastrointestinal fluids

4. There is isotonic dehydration caused by excessive loss of water through the gastrointestinal tract

5. There is hypertonic dehydration caused by loss of hypotonic gastrointestinal fluids

 What hydric dyshomeostasis represent absolute hyponatremia?

1. Isoosmolar dehydration
2. Hypoosmolar hyperhidration
3. Hypoosmolar dehydration
4. Hyperosmolar hyperhidration
5. Hyperosmolar dehydration
 What hydric dyshomeostasis represent relative hyponatremia?

1. Isoosmolar dehydration
2. Hypoosmolar hyperhidration
3. Hypoosmolar dehydration
4. Hyperosmolar hyperhidration
5. Hyperosmolar dehydration
 What is a compensatory reaction in hyperglycemia?

1. Hypersecretion of insulin with activation of glycogenogenesis

2. Hypersecretion of insulin with activation of gluconeogenesis

3. Hypersecretion of insulin with inhibition of glycolysis

4. Hypersecretion of cortisol with activation of glycogenogenesis

5. Hypersecretion of cortisol with activation of glycolysis

 What is a compensatory reaction in intravascular dehydration?

1. aldosteron hyposecretion
2. vasopressin hyposecretion
3. hypersecretion of atrial natriuretic peptide
4. renin hypersecretion
5. renin hyposecretion
 What is a consequence of lipid malabsorbtion?

1. Deficiency of water-soluble vitamins A,D,E and K

2. Deficiency of liposoluble vitamins A,D,E and C

3. Deficiency of liposoluble vitamins A,B,E and C

4. Deficiency of liposoluble vitamins A,D,E and K

5. Deficiency of water-soluble vitamins A,B,E and C

 What is compensated acidosis?
1. alkaline reserves diminution with pH decreasing

2. alkaline reserves diminution with pH increasing

3. alkaline reserves diminution with constant pH

4. Alkaline reserves excess with constant pH

5. Alkaline reserves are constant with constant pH

 What is compensated alkalosis?
1. Alkaline reserves diminution with pH decreasing

2. Alkaline reserves diminution with pH increasing

3. Alkaline reserves diminution with constant pH

4. Alkaline reserves excess with constant pH

5. Alkaline reserves are constant with constant pH

 What is decompensated acidosis?
1. Alkaline reserves diminution with pH increasing

2. Alkaline reserves diminution with pH decreasing

3. Alkaline reserves diminution with constant pH

4. Alkaline reserves excess with constant pH

5. Alkaline reserves are constant with constant pH

 What is decompensated alkalosis?
1. Alkaline reserves diminution with pH decreasing

2. Alkaline reserves diminution with pH increasing

3. Alkaline reserves diminution with constant pH

4. Alkaline reserves excess with pH increasing

5. Alkaline reserves are constant with constant pH

 What is the cause of galactosemia?  

1. Excessive consumption of lactose with milk

2. Enhanced conversion of glucose into galactose

3. Incapacity of organs to convert galactose into glucose

4. Incapacity of organs to use galactose

5. Incapacity of kidney to excrete galactose


 What is the cause of lipids maldigestion?  

1. Hyposecretion of salivary amylase
2. Hyposecretion of gastric phospholipase
3. Hyposecretion of  gastric lipase
4. Hyposecretion of pancreatic lipase
5. Hyposecretion of intestinal phospholipase
 What is the cause of monosaharides malabsorption at the level of small intestine?

1. Hyposecretion of the bile
2. Atrophy of small intestine glands
3. Atrophy of small intestine epithelium
4. Pancreatic insufficiency
5. Hyperplasia of small intestine epithelium
 What is the compensatory reaction in alkalosis?

1. Synthesis and renal elimination of NH4 ions

2. Renal excretion of HCO3- ions
3. renal HCO3-ion reabsorption
4. Ammonia excess elimination
5. reabsorbtion of Na+
 What is the compensatory reaction in hyperglycemia?

1. Enhanced glycogenogenesis caused by hypersecretion of adrenaline

2. Enhanced glycogenogenesis caused by hypersecretion of glucagon

3. Enhanced glycolysis caused by hypersecretion of cortisol

4. Enhanced glycogenogenesis caused by hypersecretion of somatotropin

5. Enhanced glycolysis caused by hypersecretion of insulin

 What is the compensatory reaction of hypoglycemia in long standing starvation?

1. Mobilization of glycogen in the liver

2. Mobilization of glycogen in the striated muscles

3. Gluconeogenesis from aminoacids
4. Gluconeogenesis from fatty acids
5. Gluconeogenesis from ketone bodies
 What is the compensatory renal reaction in acidosis?

1. Polyuria
2. Carbonic acid elimination
3. Oliguria
4. HCO3- reabsorption
5. enhanced HCO3- secretion
 What is the compensatory renal reaction in alkalosis?

1. Synthesis and elimination of NH4 ions

2. Renal elimination of Na+ ions
3. HCO3- reabsorption
4. Ammonia excess elimination
5. HCO3- secretion
 What is the consequence of absorption of native alimentary proteins from digestive tract?

1. Food allergy
2. Hyperproteinemia
3. Increased proteolysis
4. Anaphylactic shock
5. Infiltration of liver with heterogenic proteins

 What is the consequence of alimentary hyperlipidemia?

1. Increased lipogenesis in adipose tissue and obesity

2. Increased synthesis of cholesterol and atherosclerosis

3. Increased synthesis of ketone bodies and hyperketonemia

4. Increased urinary excretion of lipids
5. Increased gluconeogenesis from fatty acids
 What is the consequence of carbohydrates fermentation into the large intestine?

1. Acidification of intestinal environment
2. Alkalinisation of intestinal environment
3. Hypoosmolarity of intestinal environment
4. Intensification of water absorption into the large intestine

5. Stagnation of feces
What is the consequence of cellulose deficiency in food intake?

1. Inhibition of microflora growth
2. Intensification of intestinal peristalsis
3. Intestinal atony
4. Carbohydrate starvation
5. Diarrhea
 What is the electrolytic change in the blood in hypotonic hyperhydration?

1. Hyperkalemia
2. Absolute hyponatremia
3. Relative hypernatremia
4. Hypokalemia
5. Absolute hypernatremia
 What is the mechanism of CO2 accumulation in hyperoxia?

1. Decreased affinity of hemoglobin for CO2

2. CO compete with CO2 for hemoglobin

3. Saturation of Hb with O2
4. Saturation of Hb with CO2
5. Increased solubility of CO2
 What is the mechanism of protein use for gluconeogenesis in starvation?

1. Proteolysis induced by insulin
2. Proteolysis induced by glucagon
3. Proteolysis induced by thyroid hormones
4. Proteolysis induced by pancreatic enzymes
5. Proteolysis induced by glucocorticoids
 What is the normal concentration of Ca2+ ions in the blood?

1. 1,5-2,0 mmol/L
2. 2,1-2,6 mmol/L
3. 3,5–5,5 mmol/L
4. 135-145 mmol/L
5. 90–110 mmol/L
 What is the pathogenesis of hemic hypoxia in bleeding?

1. Decreased affinity of methemoglobin to oxygen

2. Decreased affinity of carboxihemoglobin to oxygen

3. Decreased affinity of carbhemoglobin to oxygen

4. Decreased oxygenic capacity of the blood

5. Decreased affinity of hemoglobin with bivalent iron to oxygen

 What is the pathogenesis of hemic hypoxia in hemoglobinopathy?

1. Decreased affinity of methemoglobin to the oxygen

2. Decreased affinity of carboxihemoglobin to the oxygen

3. Decreased affinity of carbhemoglobin to the oxygen

4. Decreased affinity of hemoglobin with 4 beta chains to oxygen

5. Decreased affinity of hemoglobin with 4 alpha chains to oxygen

 What is the pathogenesis of hemic hypoxia in intoxication with carbon monoxide?

1. Decreased affinity of methemoglobin to oxygen

2. Decreased affinity of carboxihemoglobin to oxygen

3. Decreased affinity of carbhemoglobin to oxygen

4. Decreased oxygenic capacity of the blood

5. Decreased affinity of hemoglobin with bivalent iron to oxygen

 What is the pathogenesis of metabolic alkalosis in hypokalemia?

1. transfer of K+ into the cell with realising of H+

2. Increased secretion of H+ in the kidney

3. Increased reabsorbtion of H+ in the intestine

4. transfer of H+ into the cell with realising of K+

5. Incorporation of H+ into the bone tissue

 What is the pathogenetic factor of alkalosis?

1. Deficiency of ketone bodies
2. Abundant excretion of uric acid
3. Disorder of urea formation from ammonia

4. Diarrhea   
5. Polyuria
 What is the pathogenic factor of acid-base disorder in starvation?

1. Lactic acid accumulation in the blood with metabolic acidosis

2. Glycerol accumulation in the blood with metabolic acidosis  

3. Renal bicarbonate reabsorption increasing with metabolic acidosis

4. Fatty acid deficiency in the blood with metabolic alkalosis

5. Ketone bodies accumulation in the blood with metabolic acidosis

 What is the pathogenic factor of acid-base disorder installed in aldosterone hyposecretion?

1. Renal H+ secretion with metabolic alkalosis  

2. Increased renal bicarbonate reabsorption with metabolic alkalosis  

3. Renal ammoniagenesis reducing with metabolic alkalosis

4. Increased renal H+ reabsorption with metabolic acidosis

5. Excessive renal bicarbonate loss with metabolic acidosis  

 What is the pathogenic factor of hypercalcemia in acidosis?  

1. Compensatory hypersecretion of parathyroid hormone
2. Plasma protein buffer assisted exchange of Ca2+  and  H+

3. Phosphate buffer assisted exchange of Ca2+  and  H+

4. Hemoglobin buffer assisted exchange of Ca2+  and  H+

5. Bicarbonate buffer assisted exchange of Ca2+  and  H+

 What is the pathogenic factor of hyponatremia in alkalosis?

1. Renal Na+ loss and hypoosmolar dehydration

2. Exchange of Na+ and H+ by hemoglobin buffer

3. Exchange of Na+ and H+ by protein buffer

4. Exchange of Na+ and HPO4- by phosphate buffer

5. Compensatory hyposecretion of aldosterone
 What is the pathogenic factor of metabolic alkalosis?

1. Primary deficiency of bicarbonate in the extracellular liquid with pH > 7,45

2. Primary excess of bicarbonate in the extracellular liquid with pH > 7,45

3. Primary excess of bicarbonate in the intracellular liquid with pH > 7,45

4. Primary excess of CO2 in the extracellular liquid with pH < 7,35

5. Primary deficiency of CO2 in the extracellular liquid with pH > 7,45

 What is the pathogenic factor of potassium disorder in alkalosis?

1. Exchange of K+ and H+ by protein buffer with hyperkalemia

2. Exchange of K+ and H+  by bicarbonate buffer with hypokalemia

3. Intensive tissue protein catabolism with hyperkalemia

4. Exchange of K+ and H+ by protein buffer with hypokalemia

5. Compensatory hypersecretion of aldosterone with hypokalemia  

 What is the pathogenic factor of respiratory acidosis?

1. Primary deficiency of bicarbonate in the extracellular liquid with pH < 7,35

2. Primary excess of bicarbonate in the extracellular liquid with pH < 7,35

3. Primary deficiency O2 in the extracellular liquid with pH < 7,35

4. Primary excess of CO2 in the extracellular liquid with pH < 7,35

5. Primary deficiency of CO2 in the extracellular liquid with pH < 7,35

 What is the pathogenic factor of respiratory alkalosis?

1. CO deficiency in the extracellular liquid with pH increasing  

2. CO2 excess in the extracellular liquid with pH decreasing

3. CO2 deficiency in the extracellular liquid with pH increasing

4. O2 excess in the extracellular liquid with pH increasing

5. O2 deficiency in the extracellular liquid with pH decreasing

 What is the pathogeny of isotonic dehydration?

1. excessive loss of isotonic fluid with blood osmolarity 280-300mOsm/L

2. excessive loss of isotonic fluids with blood osmolarity more than 300 mOsm/L

3. excessive loss of hypotonic fluids (saliva, sweat) with blood osmolarity 280-300 mOsm/L

4. excessive loss of hypotonic fluids (saliva, sweat) with blood osmolarity  less than 280 mOsm/L

5. excessive loss of hypertonic fluids with blood osmolarity 280-300 mOsm/L

 What is the pathology that is contraindicated the therapeutic application of oxygen?

1. Chronic diseases of respiratory system
2. Chronic diseases of cardio-vascular system

3. Bleeding
4. Anemia
5. Tumor processes
 What is the role of insulin in persistent hyperglycemia?

1. Stimulate the GLUT 2 receptors enhancing the glucose uptake by adipocytes and lipogenesis

2. Stimulate the GLUT 4 receptors enhancing the glucose uptake by adipocytes and lipogenesis

3. Stimulate the GLUT 4 receptors enhancing the glucose uptake by adipocytes and glycogenogenesis

4. Stimulate the GLUT 4 receptors enhancing the glucose uptake by myocytes and glycogenogenesis

5. Stimulate the GLUT 2 receptors enhancing the glucose uptake by myocytes and glycogenogenesis

 What is the role of the kidneys in carbohydrate inanition?

1. Enhanced gluconeogenesis form aminoacids in the renal epithelial cells

2. Enhanced gluconeogenesis from fatty acids  in the renal epithelial cells

3. Enhanced glycogenogenesis from glucose in the renal epithelial cells

4. Enhanced lipogenesis from fatty acids in the renal epithelial cells

5. Enhanced glycolysis in the renal epithelial cells

 What pathogenetic factors lead to enhanced concentration of chylomicrons in the blood?

1. Deficiency of lipoprotein –lipase
2. Deficiency of Apo C-II
3. Excess of lipoprotein- lipase
4. Excess of Apo C-II
5. Excess of Apo E
 What pathological conditions are characterized by deviation of oxyhemoglobin dissociation curve to the right?

1. Alkalosis
2. Hypocapnia
3. Hyperthermia
4. Hypothermia
5. Hypercapnia
 What pathological conditions are characterized by deviation of oxyhemoglobin dissociation curve to the left?

1. Acidosis
2. Alkalosis
3. Hypercapnia
4. Hyperthermia
5. Excess of hemoglobin in erythrocytes
 What pathological process is associated with hypotonic dehydration? 


1. Pulmonary hyperventilation
2. Excessive sweating
3. Diarrhea
4. Mineralocorticoid deficiency
5. Vasopressin deficiency
 What pathological processes are associated with hypertonic dehydration?

1. Non-proportional loss of water and electrolytes in fever

2. Proportional loss of water and electrolytes in diarrhea

3. Proportional loss of water and electrolytes in burns

4. Non-proportional loss of water and electrolytes in deficiency of mineralocorticoids

5. Non-proportional loss of water and electrolytes in pulmonary hyperventilation

 What pathological processes are associated with hypertonic hyperhydration?

1. Bicarbonate administration  
2. intake of see water
3. aldosteron hyposecretion
4. vasopressin hyposecretion
5. vasopressin hypersecretion
 What pathological processes are associated with hypotonic hyperhydration?

1. Non-proportional retention of water and electrolytes in cardiac failure

2. Non-proportional retention of water and electrolytes in vasopressin hypersecretion

3. Non-proportional retention of electrolytes and water in aldosteron hypersecretion

4. Non-proportional intake of water and electrolytes in excessive water intake

5. Non-proportional intake of water and electrolytes in see water intake in extreme conditions

 What pathological processes are associated with isotonic dehydration?

1. pulmonary hyperventilation
2. proximal intestinal obstruction
3. burns
4. water deprivation
5. distal intestinal obstruction
 What pathological processes are associated with isotonic hyperhydration?

1. Fluid retention in cardiovascular disease
2. Infusion of high amounts of isotonic solutions

3. Fluid retention in hyperaldosteronism
4. Vasopressin hypersecretion
5. Vasopressin hyposecretion  
 What pathological processes are associated with transport hyperlipidemia? 


1. Hyposecretion of glucocorticoids in stress reaction

2. Hypersecretion of glucocorticoids in stress reaction

3. Hypersecretion of glucocorticoids in hyperplasia of adrenal glands

4. Hyposecretion of glucocorticoids in atrophy of adrenal glands

5. Hyposecretion of catecholamines in stress reaction

 What pathological processes are followed by relative hypernatremia? 


1. Predominant retention of water in vasopressin hypersecretion

2. Predominant loss of water in excessive sweating

3. Predominant retention of sodium in mineralocorticoid hypersecretion

4. Predominant loss of water in pulmonary hyperventilation

5. Proportional loss of water and electrolytes in diarrhea

 What pathological processes develop hyperproteinemia?

1. Hemorrhage
2. Dehydration
3. Renal failure
4. Excessive consumption of food proteins
5. Increased synthesis of proteins in the liver

 What pathological processes develop hypoproteinemia?

1. Diabetes insipidus
2. Hemoconcentration
3. Liver failure
4. Acute renal failure
5. Combustion II-III degree
 What pathological processes develops in the brain in case of decreasing partial pressure of O2 in the arterial blood below 20 mmHg?

1. Cerebral coma
2. Headache
3. Dizziness
4. Sleepiness
5. Euphoria
 What pathological processes provoke intestinal autointoxication?

1. Liver failure
2. Chronic gastritis
3. Enteritis
4. Diarrhea
5. Kidney failure
 What sever complication does provoke hypocalcemia in children?

1. Spasmophilia
2. Hypoosmolar coma
3. Acute adrenal insufficiency
4. Tonic seizures and asphyxia
5. Myasthenia
 What substance is produced in excess at intensification of catabolic processes of nucleoproteins?

1. Uric acid
2. Urea
3. Ammonia
4. Carbon dioxide
5. Biogenic amines
 What substances are formed in large intestine under protein putrefaction?  

1. Putrescine
2. Lactic acid
3. Uric acid
4. Acetate
5. Methane
 What substances are produced under bacterial fermentation in the digestive tract?

1. Ethyl alcohol
2. Lactic acid
3. Acetoacetic acid
4. Carbon dioxide
5. Pyruvic acid
 What toxic products provoke intestinal autointoxication?

1. Products  of protein putrefaction
2. Products of carbohydrate fermentation
3. Products of lipid peroxidation
4. Products of microbial vital activity
5. Microbial antigens
 What type of hyperlipidemia is characterised by enhanced level of chylomicrons in the blood?

1. Transport hyperlipidemia
2. Retention hyperlipidemia
3. Congenital hyperlipidemia type I
4. Congenital hyperlipidemia type II
5. Alimentary hyperlipidemia
 What type of hypoxia develops in alpine disease?

1. Exogenous normobaric hypoxia
2. Exogenous hyperbaric hypoxia
3. Exogenous hypobaric hypoxia
4. Respiratory hypoxia
5. Histotoxic hypoxia  
 What type of liver dystrophy is possible long standing hypoglycemia?

1. Lipid dystrophy
2. Dystrophy with cholesterol
3. Protein dystrophy
4. Carbohydrate dystrophy
5. Hydropic dystrophy
 Which acid –base imbalance develops in hypokalemia?

1. Respiratory alkalosis
2. Metabolic alkalosis
3. Respiratory acidosis
4. Metabolic acidosis
5. Excretory acidosis
 Which acid-base imbalance develops in hyperkalemia?

1. Respiratory alkalosis
2. Metabolic alkalosis
3. Respiratory acidosis
4. Metabolic acidosis
5. Excretory alkalosis
 Which hormone controls the calcium homeostasis in the body?

1. Glucocorticoids
2. Colecalcipherol
3. Estrogens
4. Calcitriol
5. Androgens
 Which is one of the consequences of lipid starvation?

1. Deficiency of hydrosoluble vitamins
2. Deficit of saturated fatty acids
3. Deficiency of polyunsaturated fatty acids
4. Deficiency of cholesterol
5. Deficiency of liposoluble vitamins
 Which is one of the metabolic consequences of excessive alimentary consumption of lipids?

1. Gluconeogenesis
2. Intensification of lipids catabolism
3. Intensification of lipogenesis
4. Ketogenesis
5. Lipiduria
 Which lipoproteins transport cholesterol from the organs to the liver?

1. Cholesterol in association with albumins
2. Lipoproteins with very low density
3. Lipoproteins with low density
4. Lipoproteins with high density
5. Free cholesterol
 Which lipoproteins transport cholesterol to the organs?

1. Chylomicrons
2. Cholesterol in association with albumins
3. Lipoproteins with very low density
4. Lipoproteins with high density
5. Free cholesterol
 Which lipoproteins transport lipids that were synthesized in the liver?

1. Lipoproteins with very low density
2. Lipoproteins with low density
3. Lipoproteins with high density
4. Chylomicrons
5. Fatty acids in association with albumins

 Which lipoproteins transport mobilized lipids from adipose tissue?

1. Chylomicrons
2. Lipoproteins with very low density
3. Lipoproteins with low density
4. Lipoproteins with high density
5. Fatty acids in association with albumins

 Which lipoproteins transport the absorbed lipids from small intestine?

1. Chylomicrons
2. Lipoproteins with very low density
3. Lipoproteins with low density
4. Lipoproteins with high density
5. Fatty acids in association with albumins

 Which minimal value of serum Ca2+ ions concentration represents hypocalcemia? 


1. 2,5 mmol/L
2. 2,1 mmol/L
3. 3,5 mmol/L
4. 2,1 mEq/L
5. 3,5 mEq/L
 Which organ proteins undergo catabolic processes in carbohydrate starvation?

1. Kidney
2. Striated muscles
3. Plasma proteins
4. Myocardium
5. Thymus gland
What neurological disorders occur in the case of demyelination of the medullary posterior cord?

1. loss of painful sensitivity

2. loss of thermal sensitivity

3. loss of voluntary motility

4. loss of vibratory sensitivity

5. loss of conscious deep sensitivity

What pathogenic factors disturb the synthesis of neurotransmitters?

1. What pathogenic factors disturb the synthesis of neurotransmitters?

2. re uptake of neurotransmitters from synaptic cleft

3. energy deficiency

4. activation of enzymes that synthesize neurotransmitters

5. synthesis of false neurotransmitters

What processes  increase the excitability of the neuron?

1. optimal oxygenation

2. hyponutrition

3. optimal nutrition

4. increased intracellular ATP

5. hypoglycemia

What effects provoke administration of aminasine in the rats?

1. Adynamia

2. Tachypnea

3. Seizures


4. Bradypnea

5. Hyperactivity

What factors can disturb the release of the neurotransmitters into synaptic cleft?

1. increased plasma concentration of Mg2+

2. decreased plasma concentration of Mg2+

3. energy depletion

4. proteolytic enzymes

5. antioxidant systems

The blood-brain barrier prevents pathogens and immunocompetent cells entering the nervous system. What toxins can reach neurons in the spinal cord through retrograde axonal transport?

1. botulinum toxin

2. streptococcal toxin

3. pertussis toxin

4. staphylococcal toxin

5. tetanus toxin

What are pathogenic links in the neuronal demyelination process?

1. the formation of specific auto antibodies against basic myelin proteins

2. the formation of specific auto antibodies against oligodendrocyte proteins

3. disorders of transneuronal transport

4. disorders of neuronal growth factor synthesis

5. disordesr of transaxonal transport

What are the effects of enhanced sympathetic tonus on systemic circulation?

1. vasodilation of skin blood vessels

2. vasoconstriction of skin blood vessels

3. enhanced peripheral vascular resistance

4. reduced arterial blood pressure

5. reduced peripheral vascular resistance

What are the effects of post-synaptic receptors blocking?

1. hyperfunction of the innervated structures

2. atrophy of the innervated structures

3. desensitization of innervated structures

4. hypersensitivity of the innervated structures

5. paralysis of the innervated structures

What factors stabilize the neuronal membrane?

1. interstitial excess of ionized calcium

2. interstitial deficiency of ionized calcium

3. interstitial deficiency of K

4. interstitial excess of K

5. interstitial excess of H

What factors trigger activation of sympathetic nervous system?

1. enhanced arterial blood pressure

2. reduced arterial blood pressure

3. Hyperglycemia

4. Tachycardia

5. Hypoglycemia

What is the depletion effect of dopamine reserves in extra pyramidal nervous centers?

1. Hypotension

2. Hypertension

3. muscular hypotonus

4. muscular hypertonus

5. Parkinson's Tremor

What is the depletion effect of neurotransmitters reserves in nerve endings?

1. increased synthesis of depleted neurotransmitters

2. failure of postsynaptic structures

3. overload of postsynaptic structures

4. increased effects of neurotransmitters antagonists

5. inactivation of degrading enzymes of the neurotransmitters

What is the depletion effect of noradrenaline reserves into synaptic cleft?

1. Hypertension

2. Hypotension

3. muscular hypotonus

4. muscular hypertonus

5. Parkinson's Tremor

What is the effect of enhanced sympathetic tonus on lipid metabolic reactions?

1. enhanced lipogenesis from glucose

2. enhanced lipid oxidation in Krebs cycle

3. enhanced oxidation of fatty acids

4. enhanced lipolysis with transport hyperlipidemia

5. enhanced lipolysis with retention hyperlipidemia

What is the effect of reduced dopaminergic innervation?

1. activation of glutamatergic receptors

2. inhibition of glutamatergic receptors

3. activation of serotoninergic receptors

4. inhibition of serotoninergic receptors

5. activation of GABA-ergic receptors

What is the effect of sympathetic nervous system activation of endocrine glands?

1. Activation of hypothalamus - adenohypophysis - adrenal cortex - glucocorticoid axis

2. Activation of hypothalamus - adenohypophysis - adrenal cortex – mineralocorticoid axis

3. Activation of hypothalamus - adenohypophysis – thyroid gland – thyroxin axis

4. Activation of hypothalamus - neurohypophysis - adrenal cortex - glucocorticoid axis

5. Activation of hypothalamus-adenohypophysis – somatotropin axis

What is the mechanism of action of inhibitor mediators?

1. open the Na+ channels

2. open the Ca2+ channels

3. open the Cl-channels

4. open the H+channels

5. block the Ca2+ channels

What is the mechanism of action of the excitatory mediators ?

1. open the Na+ channels

2. open the Ca2+ channels

3. open the Cl-channels

4. open the H+channels

5. block the Ca2+ channels

What is the mechanism of experimental adynamia in administration of aminasine?

1. Blockage of postsynaptic alpha-adrenoreceptors

2. Activation of postsynaptic serotoninergic receptors

3. Blockage of postsynaptic serotoninergic receptors

4. Blockage of postsynaptic muscarinic receptors

5. Activation of postsynaptic nicotinic receptors

What is the pathogeny of suprasegmentary vegetative disorders?

1. Denervation of vegetative spinal ganglia

2. Disturbances of cerebral homeostasis

3. Disorders at the level of axons of spinal vegetative neurons

4. Activation of processes of physiological „aging” of vegetative neurons

5. Inflammatory reaction at the level of spinal vegetative neurons

What is the role of Ca in homeostasis of neuronal functions ?

1. determines the neuronal threshold potential

2. mediates the formation of synapses

3. inhibits the synthesis of neurotransmitters

4. mediates neurotransmitters synthesis

5. inhibits neurotransmitters release

What is the role of Ca in homeostasis of neuronal functions?

1. mediates the release of neurotransmitters from the innervated cell

2. inhibits the release of neurotransmitters from the vesicles of presynaptic membrane

3. inhibits its own neuronal potentiate system

4. activate its own neuronal potentiate system

5. stabilizes the neuronal membrane

What is the threshold of the neuron excitation?

1. the minimal excitatory value that initiates slow depolarization

2. the minimal excitatory value that depolarizes the membrane to the critical value

3. the minimal excitatory value that annihilates the membrane potential

4. the minimal excitatory value that reverses the membrane potential

5. the minimal excitatory value that produces membrane hyperpolarization

How does the Ca2+/Mg+ATP -ase membrane pump influence on intraneuronal  Ca 

homeostasis ?

1. concentration of Ca increases in the endoplasmic reticulum

2. concentration of Ca decreases in the endoplasmic reticulum

3. concentration of Ca increases in the hyaloplasm

4. concentration of Ca decreases in the hyaloplasm

5. concentration of Ca increases in both of endoplasmic reticulum and hyaloplasm

How does the intraneuronal concentration of electrolytes change when switching off of Na+/K+ ATP-ase   membrane pumps occurs?

1. increased concentration of K+ and Na+ ions

2. decreased concentration of K+ and Na+ ions

3. increased concentration of Na+; decreased concentration of K+

4. decreased concentration of Na+; increased concentration of K+

5. increased  concentration of Na; the concentration of K+ does not change

How does the neuronal excitability change to decrease of resting potential?

1. excitability  increases
2. excitability decreases
3. excitability does not change
4. hyperpolarization occurs
5. neuron loses the excitability
How does the neuronal excitability change to increased resting potential?
1. excitability  increases
2. excitability decreases
3. excitability does not change
4. excitability does not change
5. neuron loses the excitability
What processes increase the excitability of the neuron?

1. decreased concentration of extracellular K+

2. decreased concentration of extracellular Na+

3. increased concentration of extracellular Na+

4. decreased concentration of extracellular Ca2+

5. increased concentration of extracellular Ca2+

What stages of neuro-muscular transmission are affected by botulinum toxin?

1. transaxonal propagation of action potentials

2. the formation of action potentials in the presynaptic vesicles

3. the fusion of Ach-containing vesicles with the presynaptic membrane

4. the release of Ach into the synaptic cleft

5. the reuptake and use again of Ach for the synthesis

What substances block neuro-muscular transmission?

1. botulinus toxin

2. synaptobrevin

3. curare

4. local anesthetics

5. physostigmine

What substances disturb the transaxonal transport of neurotransmitters?

1. proteolytic enzymes

2. botulinum toxin

3. reserpine

4. local anesthetics

5. antibiotics

What vegetative disturbances develop in hyperexcitability of sympathetic hypothalamic neurons?

1. arterial hypotension

2. arterial hypertension

3. enhanced catabolic reactions

4. enhanced anabolic reactions

5. stomach hypersecretion

What vegetative effects have glucocorticoids?

1. Vagotonic effect

2. Sympaticotonic effect

3. Amfotonic effect

4. sensitization of adrenergic receptors

5. sensitization of cholinergic receptors

What is the main pathogenetic link of tertiary hypocorticism?

1. Corticoliberin hyposecretion

2. Corticotrophin hyposecretion

3. Glucocorticosteroids hyposecretion

4. Disruption of hormonal feed-back

5. Hypotonus of vegetative nervous system

Which is one of the possible causes of tertiary hypocortisolis

1. Neuroinfection

2. Pituitary gland atrophy

3. Adenoma of the anterior pituitary

4. Impaired hormonal feed-back

5. Atrophy of adrenal cortex

A characteristic sign in absolute insulin deficiency is muscular weakness and muscular atrophy. What is pathogenetic mechanism for this?

1. Decreased lipid storages in the muscles

2. Disorders in neuromuscular transmission

3. Muscular dehydration

4. Decreased glycogen storages

5. Decreased protein synthesis
All three forms of hypocortisolism (primary, secondary and tertiary) represent disorder of hypothalamus - pituitary – adrenal glands axis at different levels. Level disorder r can be determined via hormones dosage into the blood. What is the hormonal pattern in the primary hypocortisolism?

1. Corticotropin-releasing hormone increases, corticotrophin increases, cortisol decreases
2. Corticotropin-releasing hormone decreases, corticotrophin decreases, cortisol decreases
3. Corticotropin-releasing hormone decreases, corticotrophin increases, cortisol decreases
4. Corticotropin-releasing hormone increases, corticotrophin decreases, cortisol decreases
5. Somatostatin increases, corticotrophin decreases, cortisol decreases  
All three forms of hypocortisolism (primary, secondary and tertiary) represent disorder of hypothalamus - pituitary – adrenal glands axis at different levels. Level disorder can be determined via hormones dosage into the blood. What is the hormonal pattern in tertiary hypocortisolism?
1. Corticotropin-releasing hormone increases, corticotropin increases, cortisol decreases
2. Corticotropin-releasing hormone decreases, corticotropin decreases, cortisol decreases
3. Corticotropin-releasing hormone decreases, corticotropin increases, cortisol decreases
4. Corticotropin-releasing hormone increases, corticotropin decreases, cortisol decreases
5. Corticotropin-releasing hormone increases, corticotropin decreases, cortisol decreases
Biochemical analysis of blood in patients with hypocorticism has revealed:

Concentration of cortisol - low; ACTH concentration - increased; aldosterone concentration - low. What is the type of hypocorticism in the patient according to hormonal tests?

1. total hypocorticism

2. partial hypocorticism
3. tertiary hypocorticism
4. secondary hypocorticism
5. primary hypocorticism
Biochemical analysis of blood in patients with hypocorticism has showed fasting hypoglycemia - 50 mg dL. What is the pathogenesis?

1. Inappetence
2. reduction in liver glycogenolysis
3. reduction of gluconeogenesis from glycerol

4. decreased gluconeogenesis from amino acids
5. decreased gluconeogenesis from fatty acids
Biochemical analysis of blood in patients with total hypocorticism has showed  hyponatremia - 135 mEq / L and hyperkalemia - 5.5 mEq / L .What is the pathogenesis?
1. absence of aldosterone - increased K reabsorption in the renal tubules
2. lack of aldosterone - decreased K secretion in renal tubules
3. lack of aldosterone - reducing Na reabsorption in the renal tubules
4. lack of cortisol - diminished absorption of Na in the renal tubules
lack of cortisol - reducing Na reabsorption in the renal tubules
Biochemical blood analysis in a patient with hypercorticosolism revealed sodium level 150 mEq/L and potassium level 3,5 mEq/L. What are possible mechanisms?
1. High level of glucocorticoids lead to increased reabsorbtion of sodium in the gastrointestinal tract
2. High level of glucocorticoids lead to increased secretion of potassium in renal tubes
3. High level of glucocorticoids inhibit reabsorbtion of potassium in gastrointestinal tract
4. High level of glucocorticoids lead to shift of intracellular potassium outside the cells
5. High level of glucocorticoids lead to increased reabsorbtion of sodium in renal tubes
Biochemical blood analysis in a patient with hypercorticosolism revealed high calcium level. What is possible pathogenetic mechanism?
1. Glucocorticoids stimulate calcium absorbtion in the gastrointestinal tract
2. Glucocorticoids stimulate reabsorbtion of calcium in the renal tubes
3. Glucocorticoids stimulate secretion of parathormone
4. Glucocorticoids stimulate vitamin D
5. Glucocorticoids stimulate osteolysis
Biochemical blood analysis in a patient with hypercorticosolism revealed fasting hyperglycemia 10 mmol/L. What are possible pathogenetic mechanisms?
1. Glucocorticoids stimulate gluconeogenesis from aminoacids
2. Glucocorticoids stimulate glucagon secretion
3. Glucocorticoids inhibit insulin secretion
4. Glucocorticoids stimulate gluconeogenesis from glycerol
5. Glucocorticoids stimulate gluconeogenesis from fatty acids
Biochemical blood test in a patient with absolute insulin deficiency revealed: fasting glycemia – 150 mg/dL, oral test for glucose tolerance – glycemia above 200 mg/dL which persists 3 hours. What is pathogeny for hyperglycemia and glucose intolerance?
1. Increased glucose absorbtion from the gastrointestinal tract
2. Reduced up-take of glucose by smooth muscle
3. duced up-take of glucose by adipose tissue
4. Reduced up-take of glucose by liver

5. Reduced up-take of glucose by skeletal muscles
Biochemical hormone profile in a patient with hypercorticosolism reveled: high cortisol level, high ACTH and CRH level. What type of hypercorticosolism is found in the patient?
1. Partial hypercorticosolism
2. Total hypercorticosolism
3. Tertiary hypercorticosolism
4. Secondary hypercorticosolism
5. Primary hypercorticosolism
Biochemical hormone profile in a patient with hypercorticosolism reveled: high cortisol level, low ACTH and CRH level. What type of hypercorticosolism is found in the patient?
1. Partial hypercorticosolism
2. Total hypercorticosolism
3. Tertiary hypercorticosolism
4. Secondary hypercorticosolism
5. Primary hypercorticosolism
Biochemical hormone profile in a patient with hypercorticosolism reveled: high cortisol level, high ACTH and low CRH level. What type of hypercorticosolism is found in the patient?
1. Partial hypercorticosolism
2. Tertiary hypercorticosolism
3. Total hypercorticosolism

4. Secondary hypercorticosolism
5. Primary hypercorticosolism
Blood test analysis in a patient with absolute insulin deficiency revealed: erythrocytes – 6,0x1012/L, hematocrit – 60%. What is pathogeny of these changes?
1. Increased erythrocyte life span
2. Blood redistribution in the vascular system
3. Enhanced erythrocytopoiesis
4. Hypoxia
5. Dehydration
Blood tests in patient with hypocorticism has revealed: erythrocytes – 4x1012/ L, reticulocytes - not detected, WBC counts: WBC – 4x109 /L, neutrophils - 45%; eosinophils - 10%; lymphocytes - 45%. Which changes are specific to hopocorticism blood count?
1. Anemia

2. Neutropenia
3. Eosinophilia
4. Lymphocytosis
5. lack of reticulocytes
Clinical examination of patient N. with hypercorticosolism revealed thin skin with depigmentation and ecchymosis. What is possible pathogeny for these changes?
1. Glucocorticoids inhibit skin fibroblasts

2. Glucocorticoids reduce mechanical resistence of blood vessels
3. Glucocorticoids directly inhibit skin melanocytes
4. Glucocorticoids inhibits POMP production and indirectly inhibit skin melanocytes
5. Glucocorticoids stimulates POMP and indirectly inhibit skin melanocytes
Demyelination of nerve fibers is pathogenic link of many neuropathies. What etiological factors can cause this pathological process?
1. genetic defects in the structure of myelin sheath proteins
2. excess of cyanocobolamine
3. deficiency of cyanocobolamine
4. increased axonal transport
5. reduced axonal transport
Disorders of neuro-muscular transmission occur in some autoimmune diseases (myasthenia gravis). What is pathogenetic link in this case?

1. the synthesis of antibodies against the Ach receptors
2. increased number of receptors in the subsynaptic membrane
3. the storage of Ach into synaptic cleft
4. the reduction of Ach reuptake from the synaptic cleft
5. enhanced degradation of Ach by acetylcholinesterase
Experimental hypocortisolism is modeled by surgical removal of both adrenal. What hormones missing in animal without adrenal?
1. Glucocorticosteroids
2. Mineralcorticosteroids
3. Catecholamines
4. Androgens
5. Glucagon
Experimental model of hyperthyroidism was reproduced by L-thyroxin administration in rat during 2 weeks. Animals showed increased excitability, motor agitation, body temperature - 37,5ºC. What somatic changes happened?
1. Catabolism boosting  
2. Oxygen consumption increase
3. Basal metabolism decrease  
4. Basal metabolism increase
5. Protein anabolism augmentation
Frequent changes in hypercorticosolism are changes in systemic circulation. What are changes in heart function in glucocorticoid hypersecretion?
1. Tachycardia
2. Bradicardia
3. Increased cardiac output
4. Decreased cardiac output
5. Increased brain perfusion
Frequent changes in hypercorticosolism are changes in systemic circulation. What are circulatory changes in glucocorticoid hypersecretion?
1. Arterial hypotension
2. Arterial hypertension
3. Reduced peripheral vascular resistence
4. Reduced arteriolar tonus
5. Increased vascular tonus
Glucocorticoids are involved in control of lipid metabolic processes. What are changes in lipid metabolism in glucocorticoid hypersecretion?
1. Transport hyperlipidemia
2. Enhanced lipolysis and gluconeogenesis from glycerol
3. Retention hyperlipidemia
4. Lipogenesis from glucose stimulated by cortisol
5. Enhanced lipolysis and gluconeogenesis from free fatty acids
Glucocorticoids control the protein metabolism. What are changes in protein metabolic processes in glucocorticoid hypersecretion?
1. Enhanced protein anabolism in organs with tissue hypertrophy
2. Enhanced protein catabolism in lymphoid tissue with atrophy

3. Enhanced protein anabolism in the liver with hyperproteinemia
4. Enhanced protein catabolism in myocytes with atrophy
5. Enhanced catabolism of blood proteins with hypoproteinemia
Glucocorticoids have effects on conjunctive tissue. How wound healing occur in hypersecretion of glucocorticoids?
1. Slow with defect of regeneration
2. With excessive regeneration
3. Enhanced reabsorbtion of previous scars
4. Hypertrophy of previous scars
Rapidly without defective regeneration
Glucocorticoids have essential role in carbohydrate metabolism. How carbohydrate metabolic processes are changed in glucocorticoid hypersecretion?
1. Hypoglycemia
2. Hyperglycemia
3. Increased peripheral use of glucose
4. Increased glucose toleranc
5. Reduced peripheral use of glucose

Glucocorticoids in physiological and pharmaceutical doses influence the immunity. What are changes in immune system in glucocorticoid hypersecretion?
1. Thymus and lymphoid tissue hyperplasia
2. Atrophy of thymus and lymphoid tissue
3. Lymphocytosis
4. Lymphocytopenia
5. Predisposition toward allergic diseases
Glucocorticoids influence the conjunctive tissue. What changes can be attested in the lymphoid tissue in hypersecretion of glucocorticoids?
1. Atrophy of lymphoid tissue due to increased catabolic processes
2. Atrophy of lymphoid tissue due to apoptosis of lymphocytes

3. Atrophy of lymphoid tissue due to apoptosis of macrophages
4. Hypertrophy of lymphoid tissue due to lymphocyte proliferation
5. Hypertrophy of lymphoid tissue due to macrophage proliferation
Glucocorticosteroids hormones are important in immunity and inflammation. How does the inflammatory response occur in people with hypocorticism?
1. Hyperergic variant
2. Hypoergic variant
3. Excessive exudation
4. Exaggerated vascular reactions
5. Diminished vascular reactions
Glucocorticosteroids hormones have vital importance- their absence leads to death in a few days. What is the vital importance of glucocorticosteroids in extreme conditions?
1. Maintain vascular tone
2. Maintain heart activity
3. Stimulate peripheral glucose consumption
4. Permissive action to catecholamines action
5. Lipolytic function
Glucose tolerance is the ability of the body to assimilate glucose and maintain blood sugar level. What is pathogeny for reduced glucose tolerance in insulin deficiency?
1. Inability of skeletal muscles to up-take glucose
2. Inability of the brain to up-take glucose
3. Inability of the pancreas to up-take glucose
4. Inability of the kidney to eliminate surplus of glucose
5. Inability of adipose tissue to up-take glucose
Glucose up-take from the blood depends on membranary transporters (GLUT 1-4) which can be insulindependent or insulin-independent. Which of these are insulin-dependent transporters?
1. GLUT1 and GLUT 4
2. GLUT 2 and GLUT 3
3. GLUT 4
4. GLUT 1 and GLUT 2
5. GLUT 1
Glucostatic mechanisms which control glycemia are the hyperglycemiant and hypoglycemiant effects. What are compensatory hyperglycemiant factors which can be involved in hypoglycemia?
1. Insulin
2. Glucagon
3. Thyroid hormones
4. Androgens
5. ACTH
How are affected body weight and adipose tissue mass in absolute insulin deficiency?
1. There is increased body mass
2. There is decreased body mass
3. There is increased adipose tissue mass
4. There is decreased adipose tissue mass
5. There is decreased adipose tissue mass with lipid dystrophy in organs
How can be defined hyperaldosteronism?
1. Increased level of aldosteron in the blood due to high physiological production
2. Increased level of aldosteron in the blood due to tumoral production
3. Increased level of aldosteron in the blood due to reduced breakdown
4. Increased level of aldosteron in the blood due to blockage of receptors
5. Increased level of aldosteron in the blood due to dysregulation in feed-back mechanisms  
How metabolic processes are changed in insulin deficiency
1. Reduced catabolism
2. Reduced anabolism
3. Negative nitrogen balance
4. Increased anabolism
5. Positive nitrogen balance
How the carbohydrate metabolism is modified in somatotropin hypersecretion?
1. Glycogenesis boosting with hypoglycemia
2. Glycogenolysis boosting with hyperglycemia
3. Gluconeogenesis augmentation
4. Gluconeogenesis diminution
5. Glycogenolysis diminution with hypoglycemia
How the primary hyperthyroidism is manifested clinically?
1. Peripheral excessive effects of TRH
2. Peripheral excessive effects of TSH
3. Peripheral excessive effects of T3
4. Peripheral excessive effects of T4
5. Sum of peripheral excessive effects of T3 and T4
How the protein metabolism is modified in somatotropin hypersecretion?
1. Proteolysis increase with a negative nitrogen balance
2. Amino-acid transamination activation
3. Protein synthesis with a positive nitrogen balance
4. Organs atrophy
5. Organs atrophy
How the secondary hyperthyroidism is manifested clinically?
1. Peripheral excessive effects of TRH
2. Peripheral excessive effects of TSH
3. Peripheral excessive effects of T3
4. Peripheral excessive effects of T4
5. Sum of peripheral excessive effects of T3 and T4
How the tertiary hyperthyroidism is manifested clinically?
1. Peripheral excessive effects of TRH
2. Peripheral excessive effects of TSH
3. Peripheral excessive effects of T3
4. Peripheral excessive effects of T4
5. Sum of peripheral excessive effects of T3 and T4
Hypercorticosolism is associated with mineral dyshomeostasis. How calcium metabolism and bones are affected in glucocorticoid hypersecretion
1. Loss of calcium from bones
2. Incorporation of calcium in bones
3. Hypocalcemia
4. Hypercalcemia
5. Hypocalciuria
Hyperglycemia is a specific symptom for absolute insulin deficiency and is the result of two processes: intense mobilization of glucose from storages and reduced uptake of glucose in peripheral tissues. What is pathogeny for reduced peripheral up-take of glucose in peripheral tissues?
1. Inactive GLUT insulin-dependent receptors on adipocytes
2. Inactive GLUT insulin-dependent receptors on neurons
3. Inactive GLUT insulin-dependent receptors on hepatocytes  
4. Inactive GLUT insulin-dependent receptors on cardiomyocytes
5. Inactive GLUT insulin-dependent receptors on skeletal myocytes
Hyperglycemia is a specific symptom for absolute insulin deficiency and is the result of two processes: intense mobilization of glucose from storages and reduced uptake of glucose in peripheral tissues. What is pathogeny for reduced peripheral up-take of glucose in peripheral tissues?
1. Inactive GLUT insulin-dependent receptors on adipocytes
2. Inactive GLUT insulin-dependent receptors on neurons
3. Inactive GLUT insulin-dependent receptors on hepatocytes  
4. Inactive GLUT insulin-dependent receptors on cardiomyocytes
5. Inactive GLUT insulin-dependent receptors on pancreatic cells
Hyperglycemia is the main symptom in insulin deficiency. What are immediate consequences in hyperglycemia?
1. Glucosuria
2. Hyperosmolarity of blood
3. Intensified lipogenesis from glucose
4. Myoglobin glycolization
5. Glycolization of proteins in the hepatocytes
Hypersecretion of glucocorticoids affects electrolytic homeostasis. What are pathogenetic mechanisms for electrolytic dyshomeostasis in glucocorticoid hypersecretion?
1. In physiological concentration glucocorticoids have mineralocorticoid effect
2. In high concentration glucocorticoids have mineralocorticoid effect
3. In high concentration glucocorticoids stimulate sodium reabsorbtion in renal tubes
4. In high concentration glucocorticoids inhibit sodium reabsorbtion in renal tubes
5. In high concentration glucocorticoids stimulates potassium reabsorbtion in renal tubes

In diabetes mellitus in lack of insulin there is catecholamine hypersecretion. What are the metabolic effects of high catecholamine level?
1. Intensified lipolysis
2. Intensified glycogenogenesis
3. Retention hyperlipidemia
4. Intensified glycogenolysis and hyperglycemia
5. Ketonemia
In diabetes mellitus in lack of insulin there is glucagon hypersecretion. What are the effects of high glucagon level?
1. Reduced lipolysis
2. Transport hyperlipidemia
3. Retention hyperlipidemia
4. Intensified glycogenolysis and hyperglycemia
5. Ketonemia
In diabetes mellitus in lack of insulin there is glucocorticoid hypersecretion. What are the metabolic effects of high glucocorticoid level?
1. Intensified glycolysis
2. Transport hyperlipidemia
3. Retention hyperlipidemia
4. Intensified gluconeogenesis with hyperglycemia
5. Ketonemia
In diabetes mellitus there is increased blood level of VLDL and LDL. What can be the consequence?
1. Fatty liver
2. Subcutaneous xanthomas
3. Atheromatosis
4. Ketonemia
5. Obesity
In glucocorticoid hypersecretion there develop digestive disorders. What are changes in digestive function in hypersecretion of glucocorticoids?
1. Gastric hypoacidity
2. Gastric ulcerogenesis
3. Gastric hyperacidity
4. Increased histamine secretion
5. Decreased gastrin secretion
In insulin deficiency there is intense mobilization of lipids from storages. What are consequences of transport hyperlipidemia?
1. Obesity
2. Subcutaneous xanthomas
3. Ketonemia
4. Atheromatosis
5. Fatty dystrophy in the liver
In insulin deficiency there is intensification of catabolic processes. What hormones are responsible for intensification of catabolism in absolute insulin deficiency?
1. Thyroid hormones
2. Glucagon
3. Catecholamines
4. Cortisol
5. Testosterone
In patient was found primary hypocorticism. What is the possible etiology?
1. inflammation and autoimmune adrenal atrophy
2. adrenals tuberculosis
3. bleeding in the adrenal glands
4. adrenal adenoma
5. pituitary necrosis

In patients with diabetes mellitus there is necessary to control lipid homeostasis, as lipid metabolic disorders can lead to late complications in these patients. What are changes in lipid spectrum in the blood in absolute insulin deficiency?
1. Increased blood level of HDL
2. Increased blood level of LDL
3. Increased fasting blood level of chylomicrons
4. Reduced blood level of VLDL
5. Increased concentration of free fatty acids
Insulin changes glycemia and peripheral use of glucose. What are the mechanisms for high peripheral up-take of glucose induced by insulin?
1. Activation of GLUT receptors localized on skeletal muscles
2. Activation of GLUT receptors localized on pancreatic cells
3. Activation of GLUT receptors localized on hepatocytes
4. Activation of GLUT receptors localized on neurons
5. Activation of hepatic glucokinase
Insulin deficiency and hypersecretion of glucagon in diabetes mellitus lead to transport hyperlipidemia and liver invasion with free fatty acids. What can be the consequences?
1. Increased synthesis of phospholipids in hepatocytes
2. Increased resynthesis of free fatty acids from Acetyl-CoA
3. Oxidation of FFA to Acetyl-CoA
4. Increased synthesis and accumulation in the liver of triglycerides
5. Increased production and release in the blood of cholesterol
Insulin deficiency and hypersecretion of glucagon in diabetes mellitus lead to transport hyperlipidemia and liver invasion with free fatty acids. What can be the consequences?
1. Increased synthesis of phospholipids in hepatocytes
2. Increased resynthesis of free fatty acids from Acetyl-CoA
3. Increased production and release in the blood of cholesterol
4. Increased synthesis and accumulation in the liver of triglycerides
5. Increased production and release in the blood of ketone bodies
Insulin deficiency and hypersecretion of glucagon in diabetes mellitus lead to transport hyperlipidemia. What are manifestations of transport hyperlipidemia?
1. Increased blood level of lipoproteins
2. Increased blood level of chylomicrons
3. High blood level of cholesterol
4. High blood level of glycerol
5. High blood level of non-esterified free fatty acids
Insulin is the most important anabolic hormone. What anabolic processes are affected in insulin deficiency?
1. Lipoprotein synthesis in the liver
2. Ketone bodies synthesis
3. Glycogenogenesis in the kidneys
4. Glycogenogenesis in the liver
5. Lipogenesis in adipose tissue
Ketonemia is a characteristic sigh in absolute insulin deficiency. What can be the consequences of excessive accumulation of ketone bodies?
1. Increased resynthesis of free fatty acids
2. Ketonemia
3. Respiratory acidosis
4. Ketonuria
5. Intensified oxidation of ketone bodies in Krebs cycle
Lack of glucocorticoid hormones clinically is manifested by vascular disorders. How is maintained the normal muscle tone in patients with hypocorticism?
1. By substitute administration of catecholamines
2. Hormone replacement therapy with glucocorticoids
3. Hormone replacement therapy with glucocorticoids
4. By substitute administration of glucocorticosteroids and catecholamines
5. Replacement therapy with corticotrophin
Lack of insulin is the main pathogenic loop in diabetes mellitus. How is affected the function of other endocrine gland in insulin deficiency?
1. Decreased glucagon secretion
2. Increased catecholamine secretion
3. Decreased glucocorticoid secretion
4. Increased secretion of thyroid hormones
5. Increased secretion of somatotropin
Meningococcal pharyngeum led to hypersecretion of TRH. What are the direct consequences mediated by the excess of TRH?
1. Hypersecretion of TSH
2. Hypersecretion of thyroid hormones
3. Increase iodine uptake from the blood by the thyroid gland
4. Increase iodine oxidation in thyroid gland
5. Increase synthesis of thyroglobulin in thyroid gland
Metabolic disorders in absolute insulin deficiency depend on adipose cells as well. What metabolic disorders are disturbed in the adipocytes in insulin deficiency?
1. Up-take of glucose
2. Lipogenesis from glucose
3. Lipolysis
4. Synthesis of glycerophosphate
5. Synthesis of ketones bodies
Metabolic effects of glucocorticoids lead to metabolic dyshomeostasis. What are characteristic biochemical changes in the blood in glucocorticoid hypersecretion?
1. Hypoglycemia

2. Hypernatremia
3. Hyperglycemia
4. Hypolipidemia
5. Hypoaminoacidemia
Monitoring of diabetes mellitus involves control of glucosuria. At what level of glycemia develop glucosuria in patient with absolute insulin deficiency?
1. In lack of insulin glucosuria develop at any level of glycemia

2. In lack of insulin with high level of glucocorticoids glucosuria develop at any level of glycemia
3. At glycemia level above 6 mMol/

4. At glycemia level above 20 mMolL
5. At glycemia level above 10 mMol/L
One affected organ in diabetes mellitus is the liver. How biochemical composition of hepatocytes is changed in insulin deficiency?
1. Increased glycogen storages
2. Reduced glycogen storages
3. Increased lipid storages
4. Reduced lipid storages
5. Increased lipoproteins
One hypoglycemiant factor which is involved in hyperglycemia is insulin. What are hypoglycemiant mechanisms of insulin?
1. Inhibits lipolysis and gluconeogenesis from glycerol
2. Increase by antagonism secretion of glucagons

3. Stimulate proteolysis and gluconeogenesis from aminoacids
4. Stimulates  glycolysis
5. Inhibit glycolysis
One of compensatory hyperglycemiant factor with high role in hypoglycemia is glucagon. What is the hyperglycemiant mechanism of glucagon?
1. Increased lipolysis and gluconeogenesis from free fatty acids
2. Increased proteolysis and gluconeogenesis from aminoacids
3. Increased lipolysis and gluconeogenesis from glycerol
4. Increased glycolysis
5. Decreased peripheral up-take of glucose
One of hyperglycemiant factor with high role in hypoglycemia are catecholamines. What is one of hyperglycemiant mechanism of catecholamines?
1. Increased proteolysis and gluconeogenesis from aminoacids
2. Increased lipolysis and gluconeogenesis from free fatty acids
3. Decreased peripheral up-take of glucose
4. Increased glycolysis
5. Increased glycogenolysis
One of medical emergency in people with diabetes mellitus is pH disbalance. What characteristic pH disorders develop in absolute insulin deficiency?
1. Metabolic acidosis with respiratory acidosis
2. Metabolic alcalosis with respiratory acidosis
3. Metabolic alkalosis

4. Metabolic acidosis
5. Metabolic alcalosis with respiratory alkalosis
One of the vital risks of the stress in people with hypocorticism is arterial collapse. What is pathogenesis?
1. Hypovolemia
2. Arteriolar hypotonus in the absence of aldosterone
3. Arteriolar hypotonus in the absence cortisol
4. Arterioles hyporesponsiveness to catecholamines
5. Hypotonus of sympathetic nervous system
One severe medical emergency in absolute insulin deficiency is ketoacidotic coma. What is pathogeny?
1. Excessive accumulation of lactic acid

2. Excessive accumulation of pyruvic acid
3. Excessive accumulation of acetoacetic acid
4. Excessive accumulation of beta-hydroxybutyric acid
5. Excessive accumulation of acetone
Pacient D., 45 years, complains increase of thyroid gland size (goiter). Later, Graves disease has been established. What is the pathogenesis?
1. Antibodies against iodine thyroperoxidase
2. Antibodies against thyroglobulin
3. Antibodies against TSH receptors
4. Antibodies against iodine
5. Lymphocyte sensibilization against thyroglobulin
Patient D, known with hypercorticosolism, complains about muscular weakness and fatigability. What are possible pathogenetic mechanisms?
1. Glucocorticoids lead to hyperkalemia and muscular weakness
2. Glucocorticoids inhibit uptake of glucose by skeletal muscles
3. Glucocorticoids lead to apoptosis of muscular cells
4. Glucocorticoids lead to autoimmune processes in the muscular tissue – anti-receptors antibodies
5. Glucocorticoids lead to inflammatory reaction in the muscles
Patient D. with diabetes mellitus, complains about visual disturbances: reduced visual acuity, blurred vision. What is pathogeny?
1. Diminished up-take of glucose by retinal cells in lack of insulin
2. Macroangiopathy of retinal vessels
3. Microangiopathy of retinal vessels
4. Diminished up-take of free fatty acids by retinal cells in lack of insulin
5. Diminished up-take of free fatty acids by retinal cells in lack of insulin
Patient R. with diabetes mellitus complains about erectile dysfunction. What is pathogeny?
1. Atrophy of cavernous bodies in lack of insulin
2. Diminished sympathetic influences on arteries of cavernous bodies in lack of insulin
3. Increased parasympathetic influences on cavernous bodies arteries in lack of insulin
4. Atherosclerosis of pudens artery
5. Hyposecretion of androgens induced by insulin
Patient T. with diabetes mellitus complains about retrosternal pain with characteristic irradiation for coronary insufficiency. What is pathogeny?

1. Reduced up-take of glucose by myocardium in lack of insulin
2. Reduced up-take of free fatty acids by myocardium in lack of insulin
3. Atherosclerosis of coronary arteries
4. Increased beta adrenergic influences on coronary arteries in lack of insulin
5. Amplification of parasympathetic influences on coronary arteries in lack of insulin
Primary and secondary hypocortisolism have most analog clinical manifestations. Which is a characteristic clinical manifestations for primary hypocortisolism?
1. Arterial hypotension
2. Hypoglycemia
3. Skin depigmentation
4. Skin hyperpigmentation
5. Atrophy of skeletal muscles
The biochemical findings of the 24 years old patient C., with diabetes mellitus type I revealed the decreasing alkaline reserves in the blood. What is the pathogenesis?
1. Excessive elimination of the bicarbonates with urine
2. Decrease synthesis of chlorhydric acid
3. Decrease the urine excretion of hydrogen ions
4. Accumulation of lactic acid
5. Intense ketogenesis
The biochemical findings of the 24 years old patient C., with diabetes mellitus type I revealed hypercholesterolemia. What is the pathogenesis?
1. Decrease utilization of cholesterol for the synthesis of steroid hormones
2. Increase the exogenous cholesterol absorption in intestine
3. Increase the endogenous cholesterol synthesis in the liver
4. Sustained hyperlipidemia with VLDL and LDL
5. Hyperlipidemia with HDL
The ionizing radiation of the hypothalamus of laboratory rats led to decreased secretion of TRH. What will be direct consequences mediated by lack of TRH?
1. Decrease secretion of TSH
2. Decrease secretion of thyroid hormones
3. Reduce iodine uptake from the blood by the thyroid gland
4. Reduce iodine oxidation in the thyroid gland
5. Reduce thyroglobulin synthesis
There is clinical significance in differentiation of the type of hyperaldosteronism. What can be the causes for secondary hyperaldosteronism?
1. Stenosis of renal artery
2. Hyposecretion of natriuretic peptide
3. Hypervolemia
4. Excess of ADH
5. Essential arterial hypertension
To maintain life after surgical removal of both adrenal glands animal is treated with salt water. Lack of which hormone compensates exogenous sodium chloride?
1. Glucocorticosteroids
2. Mineralocorticoids
3. Androgens
4. Angiotensin
5. Renin
What are biochemical changes in the blood in insulin deficiency?
1. High level of HDL
2. High concentration of non-esterified free fatty acids
3. Increased chylomicrons concentration
4. High level of VLDL and LDL
5. Increased protein level
What are changes in hydric balance in hyperaldosteronism?
1. Hypovolemia
2. Interstitial dehydration
3. Edema
4. Hypervolemia
5. Cell edema
What are circulatory changes in hyperaldosteronism?
1. Arterial hypotension
2. Hypovolemia
3. Increased vascular peripheral resistence
4. Arterial hypertension

5. Reduced vascular peripheral resistence
What are electrolytic disorders in glucocorticoid hypersecretion?
1. Hypernatremia
2. Hyponatremia
3. Hyperkalemia
4. Hypokalemia
5. Hyponatremia with hyperkalemia
What are electrolytic disorders in hyperaldosteronism?
1. Hyponatremia
2. Hypernatremia
3. Hyperkalemia
4. Hypokalemia
5. Hypocalcemia
What are pathogenetic mechanisms for polydipsia in absolute insulin deficiency?
1. Hyponatremia
2. Hyperglycemia
3. Hypervolemia
4. Ketonemia

5. Hypernatremia
  What are principles of pathogenetic therapy in primary hypercorticosolism?
1. Treatment with drugs which inhibit secretion of corticoliberin
2. Treatment with drugs which inhibit secretion of ACTH
3. Adrenal gland resection
4. Adenohypophysis resection
5. Hypophysis irradiation
What are the causes of primary hypothyroidism?
1. Disorders of pituitary gland
2. Disorders of hypothalamus
3. Deficiency of thyrotropin
4. Deficiency of thyroliberin
5. Pathologic processes in thyroid gland
What are the causes of secondary hypothyroidism?
1. Disorders of pituitary gland
2. Inflammation of thyroid gland
3. Disorders of hypothalamus
4. Iodine deficiency in food ration
5. Extirpation of thyroid gland
What are the causes of tertiary hypothyroidism?
1. Disorders of pituitary gland
2. Inflammation of thyroid gland
3. Disorders of hypothalamus
4. Iodine deficiency in food ration
5. Extirpation of thyroid gland
What are the changes in the blood in case of hypercortisolism?
1. Eosinophilia
2. Neutropenia
3. Thrombocytopenia
4. Lymphocytopenia
5. Erythrocytosis
What are the factors which contribute to development of clinical manifestations in primary hypercorticosolism?
1. Excess of corticoliberin
2. Excess of adrenocorticotropic hormone
3. Excess of glucocorticoids
4. Excess of aldosteron
5. Excess of vasopressin
What are the hormonal changes in primary hypothyroidism?
1. Decreased thyroliberin, decreased thyrotropin, decreased thyroid hormones
2. Decreased thyroliberin, increased thyrotropin, decreased thyroid hormones
3. Increased thyroliberin, increased thyrotropin, decreased thyroid hormones
4. Decreased thyroliberin, decreased thyrotropin, increased thyroid hormones
5. Increased thyroliberin, decreased thyrotropin, decreased thyroid hormones
What are the hormonal changes in tertiary hypothyroidism?
1. Decreased thyroliberin, decreased thyrotropin, decreased thyroid hormones
2. Decreased thyroliberin, increased thyrotropin, decreased thyroid hormones
3. Increased thyroliberin, increased thyrotropin, decreased thyroid hormones
4. Decreased thyroliberin, decreased thyrotropin, increased thyroid hormones
5. Increased thyroliberin, decreased thyrotropin, decreased thyroid hormones
What are the pathogenetic principles in therapy of primary hypercorticosolism?
1. Excision of hypothalamic tumor
2. Excision of hypophyseal adenoma
3. Excision of adrenal cortex adenoma
4. Excision of both adrenal glands
5. Excision of neurohypophysis
What are the pathogenetic principles in therapy of secondary hypercorticosolism?
1. Excision of hypothalamic tumor
2. Excision of hypophyseal adenoma
3. Excision of adrenal cortex adenoma
4. Excision of both adrenal glands
5. Excision of neurohypophysis
What are the pathogenetic principles in therapy of tertiary hypercorticosolism?
1. Excision of hypothalamic tumor
2. Excision of hypophyseal adenoma
3. Excision of adrenal cortex adenoma
4. Excision of both adrenal glands
5. Excision of neurohypophysis
What are the pathogenetic principles of primary hypothyroidism treatment?
1. The substitutive therapy with TRH
2. The substitutive therapy with TSH
3. The substitutive therapy with T3
4. The substitutive therapy with T4
5. Therapy with iodine

What are the pathogenetic principles of tertiary hypothyroidism treatment?
1. The substitutive therapy with TRH
2. The substitutive therapy with TSH
3. The substitutive therapy with T3
4. The substitutive therapy with T4
5. Therapy with iodine
What are the pathogenical principles of the secondary hyperthyroidism therapy?
1. Pituitary gland irradiation
2. Hypothalamus irradiation
3. Thyroid gland irradiation
4. Thyroid hormones receptors blocking
5. Cytostatics administration

What are the pathogenical principles of the tertiary hyperthyroidism therapy?
1. Hypothalamus irradiation
2. Pituitary gland irradiation
3. Thyroid gland irradiation
4. Thyroid hormones receptors blocking
5. Cytostatics administration

What are the principles of pathogenetic therapy in tertiary hypocortisolism?
1. Replacement therapy with corticotropin-releasing hormone
2. Replacement therapy with corticotrophin
3. Hormone replacement therapy with glucocorticoids
4. Substitution therapy with mineralocorticoids hormones
5. Vasopressin substitution therapy
What are the principles of pathogenetic therapy of primary hypocortisolism?
1. Replacement therapy with corticotropin-releasing hormone
2. Replacement therapy with corticotrophin
3. Hormone replacement therapy with glucocorticoids
4. Substitution therapy with mineralocorticoids hormones
5. Vasopressin substitution therapy
What are the principles of pathogenetic therapy of secondary hypocortisolism?
1. Replacement therapy with corticotropin-releasing hormone
2. Replacement therapy with corticotrophin
3. Hormone replacement therapy with glucocorticoids
4. Substitution therapy with mineralocorticoids hormones
5. Vasopressin substitution therapy
What are the somatic manifestations in somatotropin  hyposecretion in children?
1. Nanism
2. Gigantism
3. Intern organ hypotrophy
4. Acromegaly
5. Lowered development of the skeleton
What are the somatic manifestations in somatotropin hypersecretion in children?
1. Gigantism
2. Splanchnomegaly
3. Acromegaly
4. Nanism
5. Splanchnic atrophy
What are the somatic manifestations in somatotropin hypersecretion in adults?
1. Gigantism
2. Splanchnomegaly
3. Acromegaly
4. Nanism
5. Intern organ atrophy
What are the somatic manifestations in somatotropin hyposecretion in adults?
1. Nanism
2. Gigantism
3. Intern organ hypotrophy
4. Acromegaly
5. Skeleton atrophy  
What can be possible etiology for primary hypercorticosolism?
1. Autoimmune inflammation in the adrenal glands
2. Tuberculosis in adrenal glands
3. Bleeding in the adrenal gland
4. Adrenal adenoma
5. Adenoma in the hypophysis
What factors determine the clinical manifestations of primary hypocortisolism?
1. Ineffectiveness of corticotropin-releasing hormone
2. Ineffectiveness of corticotrophin
3. Ineffectiveness of glucocorticosteroid hormones
4. Ineffectiveness of aldosterone
5. Ineffectiveness of vasopressin
What factors determine the clinical manifestations of secondary hypocortisolism?
1. Ineffectiveness of corticotropin-releasing hormone
2. Ineffectiveness of corticotrophin
3. Ineffectiveness of aldosterone

4. Ineffectiveness of glucocorticosteroid hormones
5. Ineffectiveness of vasopressin
What factors determine the clinical manifestations of tertiary hypocortisolism?
1. Ineffectiveness of corticotropin-releasing hormone
2. Ineffectiveness of glucocorticosteroid hormones

3. Ineffectiveness of corticotrophin
4. Ineffectiveness of aldosterone
5. Ineffectiveness of vasopressin
What hematological changes can be found in hypercorticosolism?
1. Eosinophilia
2. Neutrophilia
3. Thrombocytosis
4. Lymphocytosis
5. Anemia
What is clinical manifestation of primary hypothyroidism?
1. Lack of peripheral effects of TRH
2. Lack of peripheral effects of TSH
3. Lack of peripheral effects of T3
4. Lack of peripheral effects of T4
5. Lack of peripheral effects of T3 and T4
What is clinical manifestation of secondary hypothyroidism?
1. Lack of peripheral effects of TRH
2. Lack of peripheral effects of TSH
3. Lack of peripheral effects of T3
4. Lack of peripheral effects of T4
5. Lack of peripheral effects of T3 and T4
What is hypercorticism?
1. Excessive secretion of glucocorticosteroids hormones in adrenal glands diseases
2. Excessive secretion of glucocorticoids hormones in adenohypophysis diseases
3. Excessive secretion of glucocorticoids hormones in hypothalamic disorders
4. Excessive secretion of glucocorticoids hormones in diseases of neuro-hypophysis
5. Excessive secretion of glucocorticoids hormones  in disorders of  neurosecretory nuclei of the hypothalamus
What is one of possible cause of primary hypercorticosolism?
1. Hormone-secretory tumor in hypothalamus
2. Hormone-secretory tumor in adenohypophysis
3. Hormone-secretory tumor in cortex of adrenal glands
4. Hypersensibility of adrenal cortex to corticoliberin
5. Disorders in hormonal feed-back
What is pathogenetic mechanism for delayed wound healing in patients with diabetes mellitus?
1. Excessive glucocorticoid release in insulin deficiency inhibits protein synthesis
2. Excessive glucagon release in insulin deficiency inhibits protein synthesis
3. In lack of insulin there is reduced protein synthesis
4. Lack of tissular growth factors in lack of insulin
5. Deficiency of aminoacids
What is pathogenetic mechanism for hypersthenuria in absolute insulin deficiency?
1. High level of proteins in the urine
2. High level of urea in the urine
3. High level of sodium in the urine
4. High level of ammonium in the urine
5. High level of glucose in the urine
What is pathogenetic mechanism for polydipsia in absolute insulin deficiency?
1. Hyponatremia
2. Hypovolemia
3. Hypoosmolarity
4. Ketonemia
5. Hypervolemia
What is pathogenetic mechanism for polyuria in absolute insulin deficiency?
1. High level of sodium in the urine induced by lack of insulin
2. Excessive urea in the urine due to increased proteolysis in lack of insulin
3. High level of glucose in the urine caused by insulin lack
4. Proteinuria caused by lack of insulin
5. High level of ketone bodies in the urine caused by lack of insulin
What is the hyperthyroidism?
1. Increased level of thyroid hormones in the blood
2. Increased secretion of the thyroid hormones, which exceeds current body’s needs
3. Increased  size of thyroid gland
4. Excessive secretion of the TSH
5. Excessive secretion of the TRH
What is the hypothyroidism?

1. Low concentration of thyroid hormones in the blood

2. Reduced secretion of thyroid hormones, which don’t assure body’s current needs

3. Increased size of the thyroid gland

4. Excessive secretion of TSH

5. Excessive secretion of TRH

What is the main pathogenetic link of primary hyperthyroidism?

1. Primary hypersecretion of TRH

2. Primary hypersecretion of TSH

3. Primary hypersecretion of thyroid hormones

4. Excess of thyroid hormones in the blood

5. Sensitization of peripheral receptors for thyroid hormones

What is the main pathogenetic link of primary hypocortisolism?

1. Hyposecretion of corticotrophin-releasing hormone

2. Corticotrophin hyposecretion

3. Glucocorticosteroids hyposecretion

4. Disruption of hormonal feed-back

5. Hypotonus of sympathetic vegetative nervous system

What is the main pathogenetic link of primary hypothyroidism?

1. Primary hyposecretion of TRH

2. Primary hyposecretion of TSH

3. Primary hyposecretion of thyroid hormones

4. Intense degradation of thyroid hormones in the blood

5. Desensitization of the peripheral receptors for thyroid hormones

What is the main pathogenetic link of secondary hypercortisolism?

1. Hypersecretion of  corticotropin-releasing hormone

2. Hypersecretion of corticotrophin

3. Hypertonus of sympathetic CNS

4. Hypertonus of parasympathetic CNS

5. Autonomous hypersecretion of glucocorticosteroids

What is the main pathogenetic link of secondary hyperthyroidism?

1. Primary hypersecretion of TRH

2. Primary hypersecretion of TSH

3. Primary hypersecretion of thyroid hormones

4. Excess of thyroid hormones in the blood

5. Sensitization of peripheral receptors for thyroid hormones

What is the main pathogenetic link of secondary hyporcortisolism?

1. Hyposecretion of corticotrophin-releasing hormone

2. Corticotrophin hyposecretion

3. Glucocorticosteroids hyposecretion

4. Disruption of hormonal feed-back

5. Hypotonus of sympathetic vegetative nervous system

What is the main pathogenetic link of secondary hypothyroidism?

1. Primary hyposecretion of TRH

2. Primary hyposecretion of TSH

3. Primary hyposecretion of thyroid hormones

4. Intense degradation of thyroid hormones in the blood

5. Desensitization of the peripheral receptors for thyroid hormones

What is the main pathogenetic link of tertiary hypercortisolism?

1. Hypersecretion of corticotropin-releasing hormone  
2. Hypersecretion of corticotrophin

3. Hypertonus of sympathetic CNS
4. Hypertonus of parasympathetic CNS
5. Autonomous hypersecretion of glucocorticosteroids
What is the main pathogenetic link of tertiary hyperthyroidism?
1. Primary hypersecretion of TRH
2. Primary hypersecretion of TSH
3. Primary hypersecretion of thyroid hormones
4. Excess of thyroid hormones in the blood
5. Sensitization of peripheral receptors for thyroid hormones
What is the main pathogenetic link of tertiary hypothyroidism?
1. Primary hyposecretion of TRH
2. Primary hyposecretion of TSH
3. Primary hyposecretion of thyroid hormones
4. Intense degradation of thyroid hormones in the blood
5. Desensitization of the peripheral receptors for thyroid hormones
What is the measure of neuronal excitability?
1. the value of the resting potential
2. the critical value of the membrane potential
3. the difference between the resting potential and the critical value of the potential
4. speed of slow depolarization
5. speed of rapid depolarization
What is the mechanism of hyperergic inflammatory reaction in persons with hypocorticism?
1. Exaggerated expression of NF-kB
2. Exaggerated expression of proinflammatory cytokine genes
3. Reduction of inhibitory influence of glucocorticoids on the NF-kB
4. Reduction of inhibitory influences of glucocorticosteroid on pro-inflammatory gene
5. Exaggerated stimulation of the immune system
What is the mechanism of iodine uptake by the thyroid gland from the blood?
1. Passive diffusion

2. Active transport mediated by  thyroxin

3. Active transport mediated by  TSH

4. Active transport mediated by  TRH

5. Facilitated diffusion

What is the pathogenesis of primary hypothyroidism in autoimmune thyroiditis with antibodies against thyroglobulin?

1. Blocking of iodine uptake from the blood

2. Blocking of iodine oxidation

3. Blocking of thyroglobulin synthesis

4. Blocking of  tyrosine’s cleavage of thyroglobulin

5. Injury of thyroglobulin

What is this euthyroidism?

1. The normal concentration of the thyroid hormones in the blood
2. Increased secretion of the thyroid hormones, which  assures body’s current needs
3. Increased size of the thyroid gland
4. Excessive secretion of TSH
5. Excessive secretion of TRH
What liver metabolic functions are affected in absolute insulin deficiency?

1. Synthesis of VLDL

2. Synthesis of cholesterol

3. Synthesis of glycogen

4. Synthesis of HDL

5. Oxidation of Acetyl-CoA in Krebs cycle

What liver metabolic functions are affected in absolute insulin deficiency?

1. Synthesis of VLDL

2. Synthesis of cholesterol

3. Synthesis HDL

4. Synthesis of FFA from Acetyl-CoA

5. Oxidation of Acetyl-CoA in Krebs cycle

Where is known that patients with insulin deficiency have tendency to develop pyogenic infections. What is pathogeny?

1. Humoral immunodeficiency

2. Cellular immunodeficiency

3. Deficiency of complement system

4. Reduced phagocytic activity of neutrophils

5. Diminished microbicidal activity of phagocytic cells

Which is one of the possible causes of primary hypocorticosolism?

1. Pituitary gland atrophy

2. Neuro infection

3. Corticotrope adenoma of pituitary

4. Impaired hormonal feed-back

5. Atrophy of adrenal cortex

Which is one of the possible causes of primary hypocorticosolism?

1. Autoimmune inflammation of adrenal glands

2. Pituitary gland atrophy

3. Corticotrope adenoma of pituitary

4. Impaired hormonal feed-back

5. Unilateral tuberculosis of adrenal glands

Which is one of the possible causes of primary hypocortisolism?

Neuro infection

1. Neuro infection

2. Pituitary gland atrophy

3. Corticotrope adenoma of pituitary
4. Impaired hormonal feed-back
5. Ischemia of adrenal gland cortex
Which is one of the possible causes of secondary hypocorticosolism?
1. Neuro infection
2. Pituitary gland atrophy
3. Atrophy of adrenal cortex

4. Adenoma of the anterior pituitary

5. Impaired hormonal feed-back

Which is one of the possible causes of secondary hypocorticosolism?

1. Neuro infection

2. Atrophy of adrenal cortex

3. Resection of pituitary

4. Corticotrope adenoma of pituitary

5. Impaired hormonal feed-back

Which is one of the possible causes of tertiary hypocorticosolism?

1. Disorder of pituitary portal circulation

2. Pituitary gland atrophy

3. Adenoma of the anterior pituitary

4. Impaired hormonal feed-back

5. Atrophy of adrenal cortex

Which is one of the possible causes of tertiary hypocortisolism?

1. Neuro infection

2. Pituitary gland atrophy

3. Adenoma of the anterior pituitary

4. Impaired hormonal feed-back

5. Atrophy of adrenal cortex
1. Determine the typical option of circulating blood volume disorders if: it is a woman, body mass 50 kg, circulating blood volume is 3.3L, and hematocrit- 45%?
a. normocythaemic normovolemia 

b. olygocythaemic normovolemia

c. polycythaemic normovolemia

d. normocythaemic  hypovolemia

e. polycythaemic  hypovolemia
2. Determine the typical option of circulating blood volume disorders if: it is a male body mass 50 kg, circulating blood volume is 4 L and hematocrit 42%?

a. olygocythaemic hypervolemia

b. normocythaemic  hypervolemia

c. polycythaemic hypervolemia

d. olygocythaemic normovolemia

e. olygocythaemic hypovolemia

3. Determine the typical option of circulating blood volume disorders if: it is a man , body mass is 70 kg, circulating blood volume is  5,6 L and hematocrit 29%?

a. olygocythaemic hypervolemia

b. normocythaemic  hypervolemia

c. polycythaemic hypervolemia

d. olygocythaemic normovolemia

e. olygocythaemic hypovolemia

4. Determine the typical option of circulating blood volume disorders if: it is a man , body mass is 60 kg, circulating blood volume is  3,5 L and hematocrit 30%?

a. olygocythaemic hypervolemia

b. normocythaemic  hypervolemia

c. polycythaemic hypervolemia

d. olygocythaemic hypovolemia

e. normocythaemic  hypovolemia

5. Determine the typical option of circulating blood volume disorders if: it is a man, body mass is 70 kg, circulating blood volume is 5,5 L and hematocrit 49%?

a. olygocythaemic hypovolemia

b. normocythaemic  hypovolemia

c. polycythaemic hypovolemia

d. polycythaemic hypervolemia

e. normocythaemic hypervolemia

6. What are the parameters of normocythaemic  normovolemia?

a. total blood volume 7% of body weight; erythrocyte count 7x1012 / L; hematocrit 56%;

b. total blood volume 5% of body weight; erythrocyte count 3x1012 / L; hematocrit 32%;

c. total blood volume 7% of body weight; erythrocyte count 3x1012 / L; hematocrit 32%;

d. total blood volume 9% of body weight; erythrocyte count 7x1012 / L; hematocrit 56%;

e. total blood volume 7% of body weight; erythrocyte count 5x1012 / L;

hematocrit 42%.

7. What are the parameters of oligocytemic hypovolemia?

a. total blood volume 5% of body weight; erythrocyte count 5x1012 / L;

hematocrit 42%;

b. total blood volume 7% of body mass; erythrocyte count 7x1012 / L;              hematocrit 56%;

c. total blood volume 5% of body weight; erythrocyte count 3x1012 / L;

 hematocrit 32%;

d. total blood volume 7% of body mass; erythrocyte count 3x1012 / L;

hematocrit 32%;

e. total blood volume 5% of body weight; erythrocyte count 7.1012 / L;

hematocrit 56%

8. What are the parameters of polycythemic hypovolemia?

a. total blood volume 5% of body weight; erythrocyte count 5x1012 / L; hematocrit 42%;

b. total blood volume 7% of body mass; erythrocyte count 7x1012 / L;

hematocrit 56%;

c. total blood volume 5% of body mass; erythrocyte count 7x1012 / L;

hematocrit 56%;

d. total blood volume 7% of body mass; erythrocyte count 3x1012 / L;

hematocrit 32%;

e. total blood volume 9% of body mass; erythrocyte count 7.1012 / L;

hematocrit 56%

9. What are the parameters of olygocythemic hypovolemia?

a. total blood volume 7% of body weight; erythrocyte count 5x1012 / L;

 hematocrit 42%;

b. total blood volume 7% of body weight; erythrocyte count 7x1012 / L;

hematocrit 56%;

c. total blood volume 5% of body weight; erythrocyte count 3x1012 / L;

hematocrit 32%;

d. total blood volume 7% of body weight; erythrocyte count 3x1012 / L;

hematocrit 32%;

e. total blood volume 9% of body weight; erythrocyte count 3x1012 / L;

         hematocrit 32%

10. What are the parameters of polycythemic hypervolemia?

a. total blood volume 7% of body weight; erythrocyte count 5x1012 / L;

hematocrit 42%;

b. total blood volume 7% of body weight; erythrocyte count 7x1012 / L;

hematocrit 56%;

c. total blood volume 5% of body weight; erythrocyte count 3x1012 / L;

hematocrit 32%;

d. total blood volume 7% of body weight; erythrocyte count 3x1012 / L;

hematocrit 32%;

e.  total blood volume 9% of body weight; erythrocyte count 7x1012 / L;

hematocrit 56%

11. Erythrocytosis denotes the increased red blood cell count per unit of blood, usually associated with increased hemoglobin levels. What are causes of the primary absolute erythrocytosis?

a. chronic leukosis 

b. dehydration of the body

c. genetic defects of the Bcl-2 gene 

d. stress that induces erythrocytosis

e. red blood cell transfusions

12. Erythrocytosis denotes the increased red blood cell count per unit of blood, usually associated with increased hemoglobin levels. What are causes of the secondary absolute erythrocytosis?

a. genetic defects of pluripotent cells

b. dehydration of the body

c. erythropoietin secretory neoplastic diseases 

d. stress that causes erythrocytosis

e. mutations of JAK2 tyrosine kinase

13. Erythrocytosis denotes the increased red blood cell count per unit of blood, usually associated with increased hemoglobin levels. What are causes of the relative erythrocytosis?

a. defects of pluripotent cells

b. dehydration of the body 

c. erythropoietin secretory neoplastic diseases

d. erythrocyte mass transfusions

e. stress that induces erythrocytosis

14. What may be the manifestations of primary absolute erythrocytosis (erythremia)?

a. red cell count 6X106 / mm3

b. hemoglobin level 18 g / dL

c. hemoglobin level 16g / dL

d. reticulocyte count equal to 0.5%

e. normocythemic hypervolemia

15. Erythrocytosis denotes the increased red blood cell count per unit of blood, usually associated with increased hemoglobin levels. What are causes of the absolute secondary erythrocytosis?

a. right heart failure

b. liver failure

c. chronic respiratory failure

d. diarrhea

e. incoercible vomiting

16. Erythrocytosis denotes the increased red blood cell count per unit of blood, usually associated with increased hemoglobin levels. What are causes of the absolute secondary erythrocytosis?

a. kidney ischemia 

b. left heart failure 

c. heart tumor

d. cortical adrenocortical tumor

e. lung cancer

17. Erythrocytosis denotes the increased red blood cell count per unit of blood, usually associated with increased hemoglobin levels. What is the main pathogenetic link?

a. increased erythropoiesis due to increased proliferation of erythrocyte precursors cells independent of erythropoietin

b. increased erythropoiesis due to increased proliferation of erythrocyte precursors cells dependent of erythropoietin

c. increased erythropoiesis caused by mutations of pluripotent stem cells

d. increased erythropoiesis caused by mutations of mieloid  stem cells

e. increased erythropoiesis due to gene mutations of erythropoietin- sensitive receptor

18. What are the hematological signs of absolute secondary erythrocytosis?

a. red blood cell count greater than 5x1012 / L

b. red blood cell count greater than 4.5x1012 / L

c. reticulocyte percentage higher than 5‰

d. reticulocyte percentage higher than 15 ‰

e. total blood volume 7% of body mass

19. What are the hematological signs of absolute secondary erythrocytosis?

a. hemoglobin content greater than 160 g / L

b. hemoglobin content equal to 150 g / L

c. red blood cell count equal with 5x1012 / L

d. reticulocytes exceed 12 ‰

e. thrombocytosis

20. What conditions is attested absolute secondary erythrocytosis in?

a. patients with hydronephrosis

b. pregnant women with incoercible vomiting

c. patients with exceed sweating

d. patients with ischemic disease of the liver 

e. patients with diarrhea

21. Erythrocytosis denotes the increased red blood cell count per unit of blood. What are causes of relative erythrocytosis?

a. burn disease

b. acute hypoxia

c. chronic hypoxia

d. administration of diuretics

e. tumor of adrenal gland 

22. Erythrocytosis denotes the increased red blood cell count per unit of blood. What are causes of relative erythrocytosis?
a. vomiting

b. smoking

c. diarrhea

d. tuberculosis

e. kidney  tumor

23. Erythrocytosis denotes the increased red blood cell count per unit of blood. What are the hematological signs of this disease?

a. hemoglobin content greater than 160 g / L

b. hemoglobin content equal to 160 g / L

c. red blood cell count exceeds 5X1012 / L

d. hematocrit equal to 46%

e. hematocrit equal to 50%

24. Erythrocytosis denotes the increased red blood cell count per unit of blood. What are the hematological signs of this disease?

a. hemoglobin content equal to 160 g / L

b. red blood cell count exceeds 5X1012 / L

c. hematocrit equal to 50%

d. hematocrit equal to 45%

e. hematocrit equal to 65%

25. What are types of anemia depending on the pathogenetic mechanism?

a. blood loss anemia 

b. anemia of deficient red cell production 

c. anemia by increasing the proliferation of erythroblasts

d.  anemia by diminishing the differentiation of erythroblasts

e. anemia by diminishing the maturation of erythroblasts

26. What are types of anemia depending on the pathogenetic mechanism?

a. hemolytic anemia 

b. anemia of impaired erythropoiesis  

c. anemia of enhanced release of red blood cell into the blood 

d. anemia of stimulated erythropoiesis

e. anemia of diminished release of red blood cell into the blood 

27. What are outcomes  of anemia?

a. disorders of oxygen transport 

b. blood circulation disorder

c.  reduction of hemoglobin level

d. increase of red blood cell counts

e. decrease of red blood cell counts

28. What are the signs of anemic tissue hypoxia?

a. fatigue

b. motor disorders

c. dizziness

d. dyspnoea

e.  signs of angina pectoris

29. Which laboratory indices describe the severity of anemia?

a. erythrocyte count 

b. erythrocyte sizes (normocytes, microcites, macrocytes)

c. hemoglobine level 

d. chromatic index (normocromy, hypochromia)

e. erythrocytes shape

30. MCV(mean corpuscular volume) is a useful index for the classification of anemias and may suggest the pathophysiological mechanism of erythrocyte damage. What is the definition of mean corpuscular volume (MCV) as a laboratory index describing anemia?

a. the occupied volume by all erythrocytes

b. the occupied volume by a single erythrocyte 

c. the occupied volume by hemoglobin in a red blood cell

d. the occupied volume by hemoglobin in all red blood cells

e. the variation coefficient of the erythrocyte volume

31. What are the reference values of mean corpuscular volume (MCV) in adults?

a. 102-115 fL

b. 72-88 fL

c. 76-90 fL

d. 78-95 fL

e. 80-100 fL 

32. What are the types of anemia classified according to MCV disorders?

a. aplastic anemia

b. hypoplastic anemia

c. microcytic anemia 

d. macrocytic anemia 

e. blood loss anemia

33. MCH (mean cell hemoglobin concentration) is an index that usually correlates with MCV. What does this index represent?

a. average hemoglobin on red blood cell

b. average hemoglobin on total red blood cell count 

c. mean hemoglobin concentration in erythrocyte

d. variation coefficient of red blood cell volume

e. variation coefficient the the erythrocyte size 

34. What are the reference values of MCH (mean cell hemoglobin concentration) in adults?

a. 33-39 pg

b. 24-30 pg

c. 25-31 pg

d. 26-32 pg

e. 27-33 pg 

35. What is the number of the reticulocytes in the peripheral blood relative to the reference values?

a. 0.5-2%

b. 1-2.5%

c. 0.5-1.5%

d. 1-2%

e. 1.5-2.5%

36. What are the sources of Fe in the organism?

 a. exogenous (dietary) iron from animal products absorbed through the gut 

b. exogenous (dietary) iron from vegetarian products absorbed through the intestine

c. endogenous iron from the transferrin composition

d. endogenous iron from the hepcidin composition

e. endogenous iron from the ceruloplasmin composition

37. To maintain the homeostasis of Fe in the body is maintained the balance between intake and physiological loss. What are the endogenous sources of iron recycling?

a. endogenous iron reused from damaged erythrocytes 

b. endogenous iron from myoglobin

c. endogenous iron from hephaestin

d. endogenous iron from ferritin 

e. endogenous iron from hemosiderin

38. To maintain the homeostasis of Fe in the body is maintained the balance between intake and physiological loss. What are pathways of its physiological loss?

a. physiological erythrocyte lysis 

b. iron loss by its depositing as hemosiderin

c. iron loss by its depositing as a ferritin

d. shed keratinocytes 

e. desquamated epithelium of the intestinal tract

39.What are the sources of iron homeostasis in the body?

a. absorbed iron from the food

b. stored iron in macrophages 

c. desquamated epithelium of the intestinal tract

d. iron loss by its depositing as hemosiderin

c. iron loss by its depositing as a ferritin

40. What are the sources of iron homeostasis in the body?

a. stored iron in the liver 

b. re-used iron from programmed dead cells 

c. re-used iron from accidental dead cells 

d. desquamated epithelium of the intestinal tract

e. desquamated epithelium of the respiratory tract

41. What are the sources which can provide homeostasis of iron metabolism in the body?

a. hemic absorbed iron from the food at the level of the intestine 

b. absorbed iron from medicines containing iron

c. shed keratinocytes 

d. desquamated epithelium of the respiratory tract

e. re-used iron from programmed dead cells

42. What are causes which can cause iron deficiency anemia?

a. deficiency of products of vegetarian origin

b. deficiency of products of animal products 

c. acute inflammatory diseases of the gastrointestinal tract

d. acute bleeding

e. heart failure

43.What are causes which can cause iron deficiency anemia?

a. deficiency of products of vegetarian origin

b. chronic bleeding

c. acute inflammatory diseases of the gastrointestinal tract

d. gastrectomy

e. acute bleeding

44.In what situations can the absolute deficiency of exogenous Fe occur?

a. woman of childbearing 

b. vegetarian diet 

c. adults

d. toddlers

e. adolescent girls

45.In what situations can the relative deficiency  of exogenous  Fe occur?

a. vegetarian diet

b. diet of animal products

c. in adult males

d. adolescent girls

e. chronic bleeding

46. What are the factors that stimulate the secretion of hepcidin in the liver?

a. normal concentration of the hemoglobin into the blood

b. reduced concentration of transferrin into the blood

c. normal concentration of transferrin into the blood

d. reduced concentration of ferritin into enterocyte cell

e. hypoxia

47.What are the factors that inhibit the secretion of hepcidin in the liver?

a. normal concentration of oxygen into the blood

b. anemia

c. normal concentration of ferritin into the blood

d. reduced concentration of ferritin into the blood

e. reduced concentration of transferrin into the blood

48.Macrophages of the reticuloendothelial system are involved in Fe depositing and its releasing into the blood. What are causes of physiological blockage of Fe in macrophages?

a. normal concentration of hemoglobin into the blood 

b. increased concentration of hemoglobin into the blood

c. increased concentration of  transferrin into the blood

d. normal concentration of transferrin into the blood 

e. increased concentration of ferritin 

49.What reserves are used to compensate the Fe deficiency?

a. ferritin of skeletal muscles 

b. ferritin of macrophages 

c. ferritin of splin

d. blood transferrin

e. liver ferritin

50.Which laboratory indices establish the diagnosis of iron deficiency anemia?

a. normochromic anemia

b. the presence of microcytes 

c. MCV is normal

d. the presence of normocytes

e. hypochromic anemia

51.What are the objective clinical manifestations of iron deficiency anemia in the patients?

a. skin cyanosis

b. marbled skin

c. koilonychia

d. bradycardia

e. tachycardia

52. What are the subjective clinical manifestations of iron deficiency anemia in the patients?

a. heart palpitations 

b. dyspnoea

c. headache 

d. muscle stiffness

e. muscle weakness 

 53. What are the most common chronic diseases manifested by iron deficiency anemia ?

a. osteomyelitis

b.bacterial endocarditis 

c. viral endocarditis

d. pulmonary abscess 

e. pneumonia

54. What are manifestations of stimulation of the sympathetic-adrenal system in acute bleeding?

a. tachycardia

b. increased systolic volume 

c. increased rate of renal filtration 

d. activation of aquaporins 1

e. dilatation of renal afferent arterioles

55.What can be compensatory mechanisms of acute bleeding?

a. increased ADH release (Herring reflex) 

b. bradycardia

c. decreased systolic volume

d. accelerated and deep breathing 

e. decreased erythropoiesis

56. What are the general features of haemolytic anemias?

a. premature destruction of erythrocytes earlier than 120 days 

b. reduced levels of erythropoietin

c. elevated levels of erythropoietin 

d. reticulocytopenia

e. normal reticulocytes

57.What are the general features of haemolytic anemias?

a. low erythropoiesis

b. normal erythropoiesis

c. hemoglobinuria 

d. presence of hemosiderinuria 

e. lack of hemosiderinuria

58.What are the typical manifestations of intravascular haemolysis?

a. anemia 

b. reticulocytopenia

c. hemoglobinemia 

d. splenomegaly

e. hepatomegaly

59.What are the typical manifestations of extravascular haemolysis?

a. jaundice 

b. hepatomegaly

c. splenomegaly 

d. hemosiderinuria

e. reticulocytopenia

60.What are the intrinsic causes of haemolytic anemia?

a. red blood cells antibodies

b. membranopatii 

c. chemical substances

d. mechanical trauma of erythrocytes

e. enzymopathies

61.What are the extrinsic causes of haemolytic anemia?

a. toxins 

b. defects of erythrocyte membrane 

c. autoimmune processes 

d. hemoglobin defects

e. enzyme defects

62.Immunhemolytic anemia is caused by antibodies fixed on erythrocytes, leading to premature haemolysis. Which antibodies do immune-hemolytic anemia with warm antibodies type?

a. Ig G

b. Ig A

c. Ig M

d. Ig E

e. C3b fragment of complement

63.Immunhemolytic anemia is caused by antibodies fixed on erythrocytes, leading to premature haemolysis. Which antibodies do immune-hemolytic anemia with cold antibodies type?

a. Ig G

b. Ig A

c. Ig M

d. Ig E

e. C3b fragment of complement

64.What are etiological factors of intravascular haemolysis resulting from erythrocyte trauma? 

a. cardiac valvular prostheses 

b. snake venom

c. microangiopathies 

d. medicines and chemicals

e. infectious factors

65.What are the most common etiologic factors of anemia by reducing erythropoiesis?

a. food deficiency of vitamin D 

b. renal failure 

c. heart failure

d. aplastic anemia 

e. respiratory failure

66.What are the biological effects of vitamin B12?

a. myelin synthesis 

b. optimal evolution of osteogenesis

c. optimal evolution of splanhnogenesis

d. proliferation and maturation of erythrocytes 

e. proliferation and differentiation of erythrocytes

67.What are causes of vitamin B12 deficiency?

a. reduced meat intake 

b. pomegranate low intake

c. pregnant women

d. infants

e. intestinal parasites 

68.What are causes of megaloblastic anemia?

a. deficiency of folic acid intake 

b. excessive intake of folic acid

c. disruption of folic acid absorption 

d. disturbance of the transport of folic acid

e. intestinal malabsorption

69.What pathologies are responsible for deregulation of vitamin B12 metabolism?

a. enteritis 

b. pancreatitis

c. atrophic gastritis 

d. hypertrophic gastritis

e. hyposecretion of salivary glands 

70.What are the features of megaloblastic anemia due to B12 vitamin deficiency?

a. normochromic anemia

b. hyperchromic anemia 

c. macrocytic anemia 

d. normocythic anemia

e. microcytic anemia

71.What are manifestations of gastrointestinal syndrome in anemia due to B12  vitamin deficiency?

a. atrophic stomatitis

b. hypertrophic glossitis

c. hypertrophic gastritis

d. hypersecretory gastritis

e. disorder of intestinal absorption 

72.How does the hemogram change in B12 deficiency anemia?

a.hiperchromic erythrocytes 

b. hypochromic erythrocytes

c. thrombocytopenia

d. thrombocytosis

e. neutrophilia with left nuclear shift

73.What are general features of aplastic anemia?

a. primary lesion of pluripotent cells of myelopoiesis 

b. primary lesion of multipotent hematopoietic cells

c. manifested by anemia, neutropenia, thrombocytopenia 

d. manifested by anemia, neutrophilia, thrombocytosis

e. manifested by anemia, neutropenia, thrombocytopenia

74. What are common causes of secondary aplastic anemia? 

a. cytostatic preparations 

b. anti-tuberculosis preparations

c. aminoglycosides

d. macrolides

e. therapeutic irradiation 

75. What are common causes of secondary aplastic anemia?

a. viral infections type non-A, B, C, G 

b. viral infections type A, B, C, G

c. cytostatic preparations 

d. aminoglycosides

e. silver salts

76.What is the peripheral blood smear in aplastic anemia?

a. reticulocytopenia

b. reticulocytosis

c. agranulocytosis 

d. granulocytosis

e. thrombocytosis

77. What is pancitopenia?

a. anemia 

b. agranulocytosis, especially neutropenia 

c. neutrophilia

d. thrombocytopenia 

e. thrombocytosis

78.What are precursor cells of hemoblastoses?

a. pluripotent stem cells 

b. multipotent stem cells

c. low differentiated cells

d. well-differentiated cells

e. immature cells

79.Define hemoblastosis?

a. tumors originating from hematopoietic organs 

b. tumors originating from circulating blood cells

c. tumors originating from the red bone marrow tissue 

d. tumors originating from the yellow marrow tissue

e. tumors with tremendous evolution that periodically become acute

80.What is the feature of leukemia?

a. hemoblastosis develops from hematopoietic cells of the bone marrow 

b. hemoblastosis develops from extramedullary hematopoietic cells

c. hemoblastoses develop from extramedular lienal tissue

d. hemoblastosis develops from extramedullary lymphoid tissue

e. hemoblastoses develop from extramedular liver tissue

81.Listed the forms of acute leukemia?

a. myeloblastic 

b. plasmablastic 

c. plasmocytic

d. granulocytic

e. lymphocytic

82.Listed the forms of chronic leukemia?
a. megakaryoblastic

b. erythroblastic

c. monoblastic

d. erythrocytic

e. plasmocytic 

83.What is etiology of hemoblastoses?

a. irradiance

b. antibiotics

c. viruses 

d. heavy metals

e. anti-tuberculosis remedies

84.What are general features of acute leukemia?

a. malignant tumor from differentiated cells of the red bone marrow

b. benign tumor from differentiated cells of the red bone marrow

c. malignant tumor from blasts cell of the red bone marrow 

d. benign tumor from non-differentiated cells of the red bone marrow

e. malignant tumor from undifferentiated cells that metastasized to the red bone marrow

85.What are general peculiarities of acute leukemia?

a. concomitantly exists the normal and malignant haematopoietic cells 

b. gradually the normal hematopoietic cells are substituted for malignant cells

c. blast cells from the blood filter the extramedullary organs 

d.blast cells from the blood filter the hematopoietic tissue 

e. blast cells from the blood filter the splanchnical organs

86.What are the particularities of granulocytic chronic leukemia?

a. the tumor retains its ability to differentiate 

b. the tumor does not retain its ability to differentiate

c. the tumor does not retain its proliferation ability

d. the mutation occurs at the level of unipotent stem cell

e. the mutation occurs at the level of pluripotent stem cell 

87.Which leukocytoses can be considered physiological?

a. in muscular effort

b. inflammation

 c. infections 

d. feeding

e. toxic effect 

88.What is cause of neutrophilia?

a. adrenal insufficiency

b. allergic diseases

c. coccid infection

d. parasitosis

e. chronic specific infection

89.What is cause of neutrophilia?

a. forunculosis

b. in pregnant women

c. purulent otitis

d. viral diseases

e. acute viral respiratory infections

90.What is nuclear shift "to the left"?

a. increased counts of agranulocyte into the peripheral blood

b. increased number of granulocytes into the peripheral blood

c. increased number of immature neutrophils into the peripheral blood

d. increased  number of mature neutrophils into the peripheral blood

e. increased number of hypersegmentate  neutrophils into the peripheral blood

91.What disease is eosinophilic leukocytosis in?

a. coccid infection

b. allergic diseases

c. chronic infectious diseases

d. acute myeloid leukosis

e. hereditary diseases

92.What disease is eosinophilic leukocytosis in?

a. coccid infection

b. chronic infectious diseases

c. acute myeloid leukosis

d. hereditary diseases

e. parasitic diseases

93.What diseases is lymphocytoses attested in?

a.tuberculosis

b. septicemia

c. bronchial asthma

d. chronic lymphocytic leukosis

e. myocardial infarction

94.What diseases is monocytosis attested in?

a. during convalescence of acute infections

b. granulomatous inflammation

c. tuberculosis

d. myocardial infarction

e. acute respiratory infections

95.What is agranulocytosis?

a. increased numbers of lymphocytes and monocytes into the peripheral blood

b. severe decrease or lack of granulated leukocytes into the peripheral blood

c. increase in the number of leukocytes agranulated in the peripheral blood

d. increased number of hypersegmentate neutrophils into peripheral blood

e. severe reduction in reticulocyte counts into peripheral blood

96.What are the hematological signs of leukemic myeloid leukosis?

a. number of leukocytes greater than 50x109/L associated with a

       large numbers of blast cells into peripheral blood

b. the leukocyte count is less than 50 x 109/L associated with large number

          of  blast cells into perigerial blood

c. the leukocyte count is less than 6 x 109/L associated with the presence

of blast cells into peripheral blood

d. leukocyte counts less than 6 x 109/L associated with the presence of blast cells in the red bone marrow

e. invasion of blood with non-differentiated cells from the leukocyte series

97.What are the basic haematological signs of subleukemic myeloid leukosis?

a. the number of leukocytes greater than 50 x 109/L associated with a

       considerable number of blast cells in peripheral blood

b. number of leukocytes less than 50 x 109/L associated with a large numbers of blast cells in perigeneal blood

c. the leukocyte count is less than 6 x 109/L associated with the presence

           of blast cells in peripheral blood

d. the leukocyte count is less than 6 x 109/L associated with the presence

of blasted cells in the red bone marow of the bones

e. moderate blood invadation with non-differentiated leukocytes cells

98.What are the basic hematological signs of leukocytopenic myeloid leukosis?

a. the number of leukocytes greater than 50 x 109/L associated with a considerable number of blast cells into peripheral blood

b. the leukocyte count is less than 50 x 109/L associated with a large number of blast cells into perigerial blood

c. leukocyte counts less than 5 x 109/L associated with the presence of blast cells into peripheral blood

d. the leukocyte count is less than 6 x 109/L associated with the presence of blasted cells in the red bone of the bones

e. the presence of blast cells into peripheral blood

99.What are the basic hematological signs of aleukemic myeloid leukemia? 

a. the number of leukocytes greater than 50 x 109/L associated with a considerably number of blast cells into peripheral blood

b. the leukocyte count is less than 50 x 109/L associated with a large number of blast cells into peripheral blood

c. the leukocyte count is less than 6 x 109/L associated with the presence of blast cells into peripheral blood

d. the leukocyte count is 5-6 x 109/L associated with the presence of blast cells in the red bone marrow of the bones

e. lack of blast cells into peripheral blood

1. In what pathologic conditions can be attested overload of the heart with resistence?

a. mitral valve insufficiency

b. peripheral vasodilation

c. hipercatecholaminemia

d. hypervolemia with hemodilution

e. hemoconcentration
2. In what pathologic conditions can be attested overload of the heart with resistence?

a. mitral valve insufficiency

b. peripheral vasodilation

c. erythremia

d. hypervolemia with hemodilution

e. hemoconcentration
3. In what pathologic conditions can be attested overload of the heart with resistence?

a. oligocythemic hypovolemia

b. oligocythemic hypervolemia

c. erythremia

d. normocythemic hypervolemia 

e. polycythemic hypervolemia
4. In what pathologic conditions can be attested overload of the heart with volume?

a. oligocythemic hypervolemia

b. high level of catecholamines in the blood

c. high level of angiotensin II in the blood

d. polycythemic hypovolemia

e. normocythemic hypervolemia 
5. In what disorders can develop dysmetabolic heart failure?

a. hypervolemia with hemodilution

b. absolute coronary insufficiency

c. relative coronary insufficiency

d. hypovolemia with hemoconcentration 

e. hypercatecholaminemia
6. What is a possible cause of right heart failure?

a. pneumosclerosis

b. systemic hypertension

c. aortic coarctation

d. mitral insufficiency

e. mitral stenosis
7. What are characteristic manifestations for left heart failure?

a. splenomegaly

b. increased stoke volume with reduced cardiac output

c. reduced stroke volume and cardiac output

d. venous stasis in systemic circulation

e. pulmonary edema
8. What are characteristic manifestations for right heart failure?

a. pulmonary edema

b. pulmonary hypertension

c. venous stasis in pulmonary circulation

d. venous stasis in portal system

e. venous stasis in systemic circulation
9.What are characteristic manifestations for right heart failure?
a. pulmonary edema

b. accumulation of transudate in the peritoneal cavity

c. venous stasis in pulmonary circulation

d. venous stasis in portal system

e. accumulation of exudate in the peritoneal cavity
10.What is one of immediate cardiac compensatory reaction in heart failure?

a. increased cardiac luisitrop effect

b. enhanced erythrocytopoiesis

c. myocardial hypertrophy

d. increased cardiac chronotropic effect 

e. increased cardiac batmotropic effect 
11.What are immediate cardiac compensatory reactions in heart failure?
a. increased heart dromotrop effect

b. increased heart inotrop effect

c. increased heart automatism

d. increased heart chronotropic effect 

e. increased cardiac batmotropic effect 
12.What are immediate cardiac compensatory reactions in heart failure?

a. heterometric compensation in resistence overload

b. heterometric compensation in volume overload

c. increased heart automatism

d. homeometric compensation in resistence overload

e. homeometric compensation in volume overload
13. What is one of late cardiac compensatory reaction in heart failure?

a. increased cardiac inotropic effect

b. increased cardiac dromotrop effect

c. myocardial hypertrophy

d. increased heart chronotropic effect 

e. increased cardiac batmotropic effect 
14. What is one of late cardiac compensatory reaction in heart failure?

a. increased heart automatism

b. hydro-electrolytic retention

c. myocardial hypertrophy

d. increased heart chronotropic effect 

e. enhanced erythrocytopoiesis
15. What is one of immediate extracardiac compensatory mechanism in heart failure?

a. homeometric hyperfunction with increased cardiac output

b. increased amplitude and frequency of breathing mediated by baroreceptors

c. peripheral vasodilation with redistribution of blood to vital organs

d. heterometric hyperfunction with increased cardiac output

e. increased amplitude and frequency of breathing mediated by chemoreceptors
16. What is one of immediate extracardiac compensatory mechanism in heart failure?

a. shift of oxyhemoglobin dissociation curve to the left

b. homeometric compensation then there is resistence overload

c. peripheral vasodilation with redistribution of blood to vital organs

d. heterometric hyperfunction with increased cardiac output

e. shift of oxyhemoglobin dissociation curve to the right
17. What is one of immediate extracardiac compensatory mechanism in heart failure?

a. shift of oxyhemoglobin dissociation curve to the left

b. increased amplitude and frequency of breathing mediated by baroreceptors

c. peripheral vasodilation with redistribution of blood to vital organs

d. heterometric hyperfunction with increased cardiac output

e. peripheral vasoconstriction with vasodilation in the brain and lungs
18. What are immediate extracardiac compensatory mechanism in heart failure?

a. shift of oxyhemoglobin dissociation curve to the left

b. generalized peripheral vasoconstriction

c. homeometric compensation then there is overload with resistence

d. peripheral vasoconstriction with vasodilation in the brain and lungs

e. shift of oxyhemoglobin dissociation curve to the right
19.What are late extracardiac compensatory mechanisms in heart failure?

a. absolute primary erythrocytosis

b. hypotonic hyperhydration

c. hypertonic hyperhydration

d. relative erythrocytosis

e. absolute secondary erythrocytosis
20.What is one of late extracardiac compensatory mechanism in heart failure?

a. increased amplitude and frequency of breathing

b. hyperhydration

c. peripheral vasoconstriction with redistribution of blood

d. heterometric hyperfunction 

e. peripheral vasodilation with redistribution of blood
21.How is performed predominant homeometric hyperfunction of the myocardium?
1. By increased preload

2. By Bainbridge reflex

3. By increased chronotrop effect

4. By increased inotrop effect

5. By increased dromotrop effect
22.How is performed predominant homeometric hyperfunction of the myocardium?

1. By reduced preload

2. By Bainbridge reflex

3. Activation of Frank-Staling mechanism

4. Inhibition of Frank-Staling mechanism

5. By increased inotrop effect
23.How is performed predominant homeometric hyperfunction of the myocardium?

1. By increased batmotrop effect in the heart

2. By increased parietal pressure in the heart

3. By increased end-dyastolic volume

4. By increased preload

5. By increased end-systolic volume 
24.How is performed predominant heterometric hyperfunction of the myocardium?

1. By tachycardia

2. By activation of Frank – Starling mechanism

3. By increased parietal pressure in the heart

4. By increased inotropic effect of  the heart

5. By increased end-systolic volume
25.How is performed predominant heterometric hyperfunction of the myocardium?

1. By increased batmotrop effect in the heart

2. By increased end-dyastolic volume

3. By increased parietal pressure in the heart

4. By reduced parietal pressure in the heart

5. By increased end-systolic volume
26.How is performed predominant heterometric hyperfunction of the myocardium?

1. By increased batmotrop effect in the heart

2. By increased end-dyastolic volume

3. By decreased end-dyastolic volume

4. By less stretching of the myocardial walls

5. By increased end-systolic volume
27.For what cardiac defect there is characteristic homeometric hyperfunction?

1. Aortic coarctation
2. Insufficiency of pulmonary valves
3. Insufficiency of aortic valves

4. Insufficiency of mitral valves

5. Insufficiency of tricuspid valves
28.For what cardiac defect there is characteristic homeometric hyperfunction?

1. Aortic coarctation
2. Stenosis of mitral valves
3. Insufficiency of mitral valves

4. stenosis of tricuspidian valve

5. Insufficiency of tricuspid valves
29. For what cardiac defect there is characteristic homeometric hyperfunction?

1. Stenosis of pulmonary valve
2. Stenosis of left atrioventricular valve 
3. Insufficiency of aortic valves

4. Insufficiency of mitral valves

5. Insufficiency of tricuspid valves

30. For what cardiac defects are characteristic heterometric hyperfunction?

1. Mitral stenosis

2. Aortic stenosis

3. Insufficiency of bicuspid valves

4. Insufficiency of semilunar valves

5. Stenosis of  pulmonary artery orifice
  31.For what cardiac defect there is characteristic heterometric hyperfunction?

1. Mitral stenosis

2. Aortic stenosis

3. Stenosis of right atrioventricular orifice

4. Insufficiency of mitral valve

5. Stenosis of pulmonary valve
32.How does the structure of hypertrophic myocardium change?

1. Increased number of cardiomyocytes caused by intense hypertrophy

2. Increased number of cardiomyocytes caused by hyperplasia

3. increased activity of fibrocytes with fibrosis

4. Hypertrophy of cardiomyocytes with constant number

5. Hypertrophy of cardiomyocytes associated with hyperplasia
33.How does the structure of hypertrophic myocardium change?

1. Develops absolute coronary insufficiency

2. Develops relative coronary insufficiency

3. Increased number of cardiomyocytes caused by hypertrophy

4. hyperplasia of cardiomiocytes with increased number cells

5. hypertrophy of cardiomyocytes with constant number
34.What are the mechanism of functional exhaustion and cardiosclerosis of hypertrophied myocardium?
1. Relative coronary insufficiency

2. Absolute coronary insufficiency

3. hypermetabolic hypoxia in the cardiomyocytes

4. Increased parietal pressure 

5. histotoxic hypoxia in the cardiomyocytes 
35. What are the causes of relative hypoxia in hypertrophied myocardium?

1. Myocardial hyperfunction

2. Formation into the vessels of atheromatous plaques

3. Absolute coronary insufficiency

4. Disturbance of energogenesis

5. Relative coronary insufficiency
36.What is the cause of relative hypoxia in hypertrophied myocardium?

1. histotoxic hypoxia in the cardiomyocytes

2. hypermetabolic hypoxia in the cardiomyocytes 

3. Disturbance of oxygen using

4. Disturbance of energogenesis

5. Absolute coronary insufficiency
37.How does the systolic volume and cardiac output change in heart failure?

1. Cardiac output increases and systolic volume decreases

2. cardiac output decreases and systolic volume increases

3. cardiac output decreases and systolic volume decreases

4. cardiac output increases and systolic volume increases

5. cardiac output decreases systolic volume unchanged
38. What are the causes of hypervolemia in chronic heart failure?

1. hyposecretion of ADH

2. Primary absolute erythrocytosis

3. Relative erythrocytosis

4. Secondary absolute erythrocytosis

5. water and electrolytes retention
39.What are the causes of hypervolemia in chronic heart failure?

1. hyposecretion of ADH

2. primary hyperaldosteronism

3. Relative erythrocytosis

4. Secondary absolute erythrocytosis

5. hypersecretion of  ADH
40What is the cause of hypervolemia in chronic heart failure?

1. hyposecretion of ADH

2. low blood level of rennin

3. Relative erythrocytosis

4. primary hyperaldosteronism

5. secondary hyperaldosteronism
41.What are the causes of hypervolemia in chronic heart failure?

1. primary hyperaldosteronism

2. low level of rennin in the blood

3. Relative erythrocytosis

4. high level of rennin in the blood

5. secondary hyperaldosteronism
42.What is the cause of hypervolemia in chronic heart failure?

1. hyposecretion of ADH

2. low level of rennin in the blood

3. Relative erythrocytosis

4. primary hyperaldosteronism

5. high level of rennin in the blood
43.What are the consequences of venous stasis in circulatory insufficiency?

1. development of hypooncotic edema

2. Development of hydrostatic edemas

3. shift of oxyhemoglobin dissociation curve to the left

4. development of osmotic edema

5. development of lymphostatic edema
44.What are the consequences of venous stasis in circulatory insufficiency?

1. development of hypooncotic edema

2. Shift of oxyhemoglobin dissociation curve to the right

3. shift of oxyhemoglobin dissociation curve to the left

4. development of osmotic edema

5. development of lymphostatic edema
45.What are the consequences of venous stasis in circulatory insufficiency?

1. development of hypooncotic edema

2. Shift of oxyhemoglobin dissociation curve to the right

3. shift of oxyhemoglobin dissociation curve t the left

4. pH> 7,45

5. pH< 7,35
46.What are the consequences of venous stasis in the liver?

1. hepatomegaly

2. liver fibrosis

3. hypertrophy of hepatocytes

4. liver shrinkage 

5. hyperplasia of hepatocytes
47.What is one of the consequences of portal hypertension in heart failure?

1. Venous hyperemia in the abdominal organs 

2. Ischemia of the abdominal organs

3. Varicose dilation of leg veins

4. Bleeding from hemorrhoidal veins

5. Development of cava – caval anastomosis
. 48.What are the consequences of portal hypertension in heart failure?

1. Development of cava – caval anastomosis

2. Ischemia of the abdominal organs

3. Venous hyperemia in the abdominal organs

4. Bleeding from hemorrhoidal veins

5.  Esophageal venous hyperemia
49.What are the consequences of portal hypertension in heart failure?

1. Development of cava – caval anastomosis

2. Ischemia of the abdominal organs

3. ascites

4. Bleeding from hemorrhoidal veins

5.  congestion of the gastrointestinal tract
50.What are the consequences of portal hypertension in heart failure?

1. Development of cava – caval anastomosis

2. Ischemia of the abdominal organs

3. accumulation of transudate in the peritoneal cavity

4. accumulation of exudate in peritoneal cavity

5.  congestion of the gastrointestinal tract

1. Which processes characterize external respiration? 

a. pulmonary diffusion 

b. pulmonary perfusion

c. tissular perfusion 

d. gas exchange between bloodstream and tissues

e. cellular respiration
2. What are the causes of hyperventilation? 

a. acidosis
b. alkalosis
c. hypocapnia
d. hyperoxia
e. hypercapnia
 3. What are the causes of hypoventilation? 

a. acidosis
b. alkalosis 
c. hypercapnia
d. hyperoxia
e. hyperthermia
 4. Which factors influence the nervous afferent pathway and change the activity of respiratory centre?

a.peripheral chemoreceptors

b.central chemoreceptors

c.mechanoreceptors of the alveoli and of the respiratory muscles

d.motoneurons of spinal cord  C3 – C5 

e.intercostals nerves 
5. Which factors influence nervous efferent pathway and change pulmonary ventilation?  

a.motoneurons of spinal cord  (C3 – C5) 

b.phrenic nerve 

c.mechanoreceptors of the alveoli

d.stretch receptors of the lungs

e.irritant receptors of the lungs 
 6. What are the manifestations of diaphragmatic and intercostals muscles dysfunction?

a.decreased excursion of the thoracic cavity 

b.restrictive lung diseases

c.obstructive lung disease

d.increased excursion of thoracic cavity

e.increased lung compliance 
7. What does the Kreichmer reflex represent?

a.the reflex that prevents development of pulmonary edema

b.the reflex that protects against inspiration of toxic substances

c.the reflex that protects against lung congestion 

d.the reflex that stimulates diaphragm contraction

e.the reflex that stimulates perfusion of the lungs 
8. What stimuli provoke protective reflex Kreichmer?

a.inspiration of air containing huge amount of antigens

b.inspiration of air containing SiO2

c.inspiration of air containing substances with strong odor

d.inspiration of air containing  H2O

e.inspiration of air containing microorganisms 
9. What does the Hering-Breuer reflex represent?

a.the reflex that prevents development of pulmonary edema

b.the reflex that protects against inspiration of toxic substances

c.the reflex that protects against lung congestion 

d.the reflex that stimulates diaphragm contraction

e.the reflex that prevent overinflation of the lungs 
10.What does hypercapnia represent? 

a.partial pressure of carbon dioxide in the venous blood more than 46 mm  Hg.

b.partial pressure of carbon dioxide in the alveolar capillaries less than 100 mm Hg

c.partial pressure of carbon dioxide in the arterial blood more than 46 mm Hg

d.partial pressure of carbon dioxide in the alveolar capillaries more than  100 mm Hg

e.partial pressure of carbon dioxide in the arterial blood less than 40 mm Hg
11.What does hypoxemia represent?

a.partial pressure of oxygen in pulmonary capillaries more 46 mm Hg.

b.partial pressure of oxygen in arterial blood more than 100 mm Hg

c.partial pressure of oxygen in pulmonary capillaries less than 46 mm Hg

d.partial pressure of oxygen in venous blood less than 100 mm Hg

e.partial pressure of oxygen in arterial blood less than 50 mm Hg
12.What does hyperpnea mean? 

a.increased breathing frequency

b.increased amplitude and frequency of breathing 

c.decreased frequency of breathing

d.decreased amplitude of breathing

e.increased respiratory minute volume
13. What does polypnea represent? 

a.frequent and shallow breathing  

b.increased amplitude of breathing 

c.decreased frequency of breathing

d.decreased amplitude of breathing

e.frequent and deep breathing
14.What does bradypnea represent? 

a.increased frequency of breathing 

b.increased amplitude of breathing

c.decreased frequency of breathing 

d.decreased amplitude of breathing 

e.increased respiratory minute volume 
15. What does hyperventilation represent? 

a.increased respiratory minute volume

b.decreased respiratory minute volume

c.increased frequency of breathing

d.decreased frequency of breathing

e.decreased amplitude of breathing 
 16. What changes of alveolar air composition are found in condition of hyperventilation? 

a.partial pressure of oxygen bellow 100 mmHg

b.partial pressure of oxygen over 100 mm Hg

c.partial pressure of carbon dioxide bellow 40 mm Hg

d.partial pressure of nitrogen bellow 60 mm Hg

e.partial pressure of nitrogen over 60 mm Hg 
17. What changes of arterial blood gas composition are attested in condition of hyperventilation? 

a.partial pressure of oxygen bellow 100 mm Hg

b.partial pressure of oxygen over 100 mm Hg

c.partial pressure of carbon dioxide bellow 40 mm Hg

d.partial pressure of oxygen over 40 mm Hg

e.partial pressure of nitrogen over 600 mm Hg 
18. What acid – base imbalance is attested in condition of hyperventilation? 

a.respiratory acidosis

b.respiratory alkalosis

c.metabolic acidosis

d.metabolic alkalosis

e.excretory alkalosis
19.What does hypoventilation represent? 

a.increased respiratory minute-volume

b.decreased amplitude of breathing

c.increased frequency of breathing

d.decreased frequency of breathing

e.decreased respiratory minute – volume
20.What changes of alveolar air composition is attested under condition of hypoventilation?   

a.partial pressure of oxygen bellow 100 mm Hg

b.partial pressure of oxygen over 100 mm Hg

c.partial pressure of carbon dioxide bellow 40 mm Hg

d.partial pressure of nitrogen bellow 60 mm Hg 

e.partial pressure of carbon dioxide over 40 mm Hg 
21.What changes of arterial blood gas composition are attested in condition of hypoventilation? 

a.partial pressure of oxygen bellow 100 mm Hg

b.partial pressure of oxygen over 100 mm Hg

c.partial pressure of carbon dioxide bellow 40 mm Hg

d.partial pressure of carbon dioxide oxygen over 40 mm Hg

e.partial pressure of nitrogen over 600 mm Hg 
22. What acid- base imbalance is attested in hypoventilation? 

a.respiratory acidosis

b.respiratory alkalosis

c.metabolic acidosis

d.metabolic alkalosis

e.excretory alkalosis
23. What are the causes of extrapulmonary restriction?

a.pleural disorders 

b. trauma of thoracic cage

c.pulmonary fibrosis

d.pneumoconiosis

e.pulmonary edema
24. What are the causes of intraparenchymatouse restrictive lung diseases? 

a.pleural affection

b.pulmonary primary diseases

c.affection of upper respiratory tract

d.affection of lower respiratory tract 

e.affection of the lungs caused by anorganic dusts
25. What does the pulmonary emphysema mean?

a.decreases lumen of inferior pulmonary airways

b.irreversible overdistension of airways distal to the terminal bronchiole

c.irreversible overdistension of pulmonary arterioles

d.collapse of pulmonary parenchyma

e.irreversible overdistension of airways distal to lobar bronchioles   
 26. What are the sources of proteolytic enzymes which damage pulmonary alveoli?

a.mast cells

b.neutrophils 

c.monocytes

d.exocrine pancreas

e.hepatocytes

27.What are the causes of transudate accumulation into the pleural cavity?

a.congestive heart failure

b.liver cirrhosis

c.pulmonary infarction

d.pulmonary infections

e.bacterial pneumonia 
28.What are the causes of exudate accumulation into the pleural cavity?

a.pulmonary infections

b. pulmonary emphysema

c. vasculitis

d. tuberculosis

e.liver cirrhosis
29.What are the causes of exudate accumulation into the pleural cavity?

a. nephrotic syndrome

b. pulmonary emphysema

c. pancreatitis

d. perforation of the esophagus

e. congestive heart failure 
30.What types of pneumothorax are? 

a.open pneumothorax

b.with valve – like pneumothorax

c.spontaneous pneumothorax

d.persistent pneumothorax

e.exudative pneumothorax

31. What are the causes of pneumosclerosis?

a.pneumonias with different etiology 

b.persistent pulmonary haemo- lymphocirculatory disturbances 

c.atelectasis 

d.lung resection 

e.pulmonary hyperventilation 
32. What are the causes of pneumosclerosis?

a.silicosis

b.acute respiratory distress syndrome 

c.atelectasis 

d.lung resection

e.pulmonary hyperventilation 
33. What does pulmonary atelectasis mean? 
a. alveolar collapse 

b. stopping ventilation of one part or of all lung 

c. increased volume, dilation of one part or of all lung 

d. excessive persistent overdistention of pulmonary arias distal to terminal bronchioles 

e. excessive persistent overdistention of terminal bronchioles 
34. What types of atelectasis are? 

a.obstructive

b.nonobstructive

c.bronchospastic

d.panacinar

e.paraseptal
35. What are the causes of nonobstructive atelectasis? 

a.bronchial asthma 

b.increased intrapleural pressure 

c.deficiency of surfactant 

d.pulmonary emphysema

e.bronchial spasm 
36. What does pulmonary obstruction mean? 

a.disturbance of blood influx to the lungs

b.increased blood pressure in the pulmonary circulation 

c.increased resistance of respiratory airways concomitantly with pulmonary ventilation disturbance 

d.decreased blood pressure in the pulmonary circulation

e.decreased resistance of respiratory airways concomitantly with pulmonary ventilation disturbance 
37. What factors provoke obstruction of respiratory superior airways? 

a.presence of thrombi in the trachea

b.stenosis of larynx

c.presence of foreign bodies in the trachea  

d.presence of foreign bodies in the trachea and bronchi 

e.pulmonary hypertension 
38.What factors provoke obstruction of inferior respiratory airways?  

a.hypersecretion of bronchial mucosa

b.spasm of smooth muscles of the segmentary bronchi 

c.presence of foreign bodies in trachea and bronchi  

d.stenosis of larynx 

e.mediastinal tumours 
39.What are the key elements which define the bronchial asthma?

a. chronic inflammatory perssistent disease of airways 
b. there are characteristic disturbances of lung perfusion

c. bronchyal hyperreactivity as a consequence of inflammation;

d.  obstruction at the level of superior airways;

e. there are characteristic disturbances of lung distribution

40. What are the main manifestations in bronchial asthma?

a. expiratory dyspnea with wheezing; 

b. inspiratory dyspnea with weezing
c.  hypotension in the pulmonary system
d. cough, especialy in the morning of during night

e. frequent and shallow breathing 
41.What biological active substances have bronchoconstrictor effect? 
a. anaphylatoxins
b. prostaglandin E1
c. bradikinina

d. leucotriens
e. acethylcoline

42.What active biological substances have bronchodilator effect?

f. PGE1

g. PGE2

h. serotonin
i. anaphylatoxins
j. PGF2-alfa

43.What can be a consequence of lung congestion?

a. development of lung fibrosis
b. development of open pneumothorax 
c. development of tension pneumothorax 
d. development of bronchial asthma
e. development of pulmonary emphysema
44.What can be a consequence of lung congestion ?

a. development of cardiac asthma with orthopnea 

b. development of open pneumothorax 
c. development of tension pneumothorax 
d. development of lung atelectasis
e. development of pulmonary emphysema
45.What does represent pulmonary edema?
k. accumulation of transudate in the lung interstitium 
l. accumulation of exudate in the lung interstitum 
m. accumulation of transudate in the alveoli

n. accumulation of transudate in the inferior airways 
o. accumulation of exudate in the superior airways 
46.What factors can trigger development of pulmonary edema?
p. enhanced hydrostatic pressure in the lung capillaries 
q. enhanced vascular permeability 
r. enhanced hydrostatic pressure in the lung interstitium 
s. reduced oncotic pressure in the lung interstitium 
t. enhanced  oncotic pressure in the lung capillaries

47.What are the local anti-pulmonary edema compensatory reactions?

a.reduced oncotic pressure in the lung interstitium   

b.enhanced fluid resorbtion in the lung capillaries
c.reduced fluid resorbtion in the lung capillaries 

d.enhanced oncotic pressure in the lung interstitium  

e.reduced lymphatic drainage from the lung parenchyma
48. What are the main characteristics of acute respiratory distress syndrome?

a. development of hyalin membranes  
b. development of emphysematous cavities 
c. development of acute hypoxemic respiratory failure which is corrected after oxygen administration  
d.   development of pulmonary congestion with atelectasis
e. development of acute hypoxemic respiratory failure which is resistant to oxygen administration  
49.What factors can lead to development of acute respiratory distress syndrome in adults?
a. all forms of shock 
b. intravascular disiminated coagulation 
c. sistemic arterial hypertension 
d. pulmonary hypertension 
e. spasm of inferior airways 
50.What factors control the diffusion coeficient of gas in the fluid environment in the body (blood) ?
a. gas solubility 

b. gas molar mass 
c. blood osmolarity 
d. hemoglobin level 
e. time of interaction between the gas and the fluid environment

What does represent steatorrhea?

a. presence of lipids in the blood

b. excessive elimination of lipids with feces

c. excessive accumulation of lipids in the liver parenchyma

d. elimination of lipids with urine

e. decoloration of feces

What are the causes of steatorrhea?

a. obstruction of choledocus

b. deficiency of pancreatic lipase

c. cholalemia

d. deficiency of pancreatic amylase

e. hyperlipidemia

What does represent acholia?

a. lack of bile in the blood

b. lack of bile in the intestine

c. presence of bile in the blood

d. decoloration of feces

e. lack of bilirubin in the bile

What factors lead to intestinal maldigestion?

a. epithelial injury at the level of intestinal brush border

b. inflammatory processes in the small intestine

c. excessive bacterial colonization of small intestine

d. intestinal hyperperfusion

e. atrophy of small intestine mucosal layer

What are the consequences of disaccharide maldigestion?

a. hypovolemia

b. steatorrhea

c. constipation

d. hyperhydration

e. hypoglycemia

What are consequences of protein maldigestion?

a. hypoproteinemia

b. increased oncotic pressure

c. edema

d. proteinuria

e. steatorrhea

What are the consequences of protein maldigestion?

a. hypoalbuminemia

b. proteinuria

c. reduced creatinine level in the blood

d. reduced urea level in the blood

e. reduced aminoacid concentration in the blood

What are consequences of protein maldigestion?

a. hypooncotic edema

b. proteinuria

c. reduced creatinine concentration in the blood

d. reduced urea level in the blood

e. reduced aminoacid concentration in the blood

What can be the consequences of protein maldigestion?

a.  disturbances in regenerative processes

b. proteinuria

c. reduced creatinine level in the blood

d. reduced urea level in the blood

e. reduced aminoacid concentration in the blood

What are the consequences of lipid maldigestion?

a. steatorrhea

b. blood hypocoagulation

c. deficiency of Vit. B12

d. hyperlipidemia

e. constipation

What can be the causes of gastrointestinal autointoxication?

a. intensification of intestinal putrefaction

b. excessive intake of protein

c. deficiency of  bile

d. excessive intake of lipids

e. diarrhea

What are manifestations of gastrointestinal autointoxication?

a. arterial hypotension

b. arterial hypertension

c. diarrhea

d. hyperglycemia

e. hypoglycemia

How the stomachal tonus and motility is changed in hypochlorhydria?

a. reduced tonus

b. increased tonus

c. stomachal chymostasis

d. vomiting

How the stomachal tonus and motility is changed in hyperchlorhydria?

a. reduced tonus

b. increased tonus

c. stomachal chymostasis

d. vomiting

e. accelerated stomachal evacuation

What changes in stomachal digestion can be attested in gastric hypochlorhydria?

a. polysaccharide maldigestion

b. lipid maldigestion

c. protein maldigestion

d. maldigestion of starch

e. improvement of stomachal digestion

What changes in stomachal digestion can be attested in gastric hyperchlorhydria?

a. polysaccharide maldigestion

b. lipid maldigestion

c. protein maldigestion

d. maldigestion of starch

e. improvement of stomachal digestion

What digestive changes can be found in bile deficiency?

a. polysaccharide maldigestion

b. steatorrhea

c. intestinal atonia

d. amylorrhea

e. creatorrhea

What digestive changes can be found in small intestine mucosal dysfunction?

a. disorders in breakdown of polysaccharides

b. disorders in breakdown of disaccharides

c. disorders in breakdown of polypeptide

d. disorders in breakdown of lipids

e. disorders in breakdown of dipeptide

Absorbtion of what substances is disturbed in dysfunction of small intestine mucosa?

a. proteins

b. monosaccharides

c. aminoacids

d. disaccharides

e. water

What processes are disturbed in large intestine disorders?

a. digestion of polysaccharides

b. digestion of proteins

c. digestion of lipids

d. water reabsorbtion

e. synthesis of vitamins from group B

Absorbtion of what substances is disturbed in large intestine disorders?

a. proteins

b. aminoacids

c. mineral salts

d. monosaccharides

e. water

What are changes in carbohydrate metabolic processes in liver failure?

a. increased glucose level after meal

b. reduced lipid storages in the liver

c. Development of steatorrhea

d. reduced glycogen storages in the liver

e. increased glycogen storages in the liver

What are changes in protein metabolic processes in liver failure?

a. development of hyperglobulinemia

b. development of hypoalbuminemia

c. disturbances in synthesis of gama-globulins

d. increased urea level in the blood

e. reduced  level of aminoacids in the blood

What are changes in lipid metabolic processes in hepatic failure?

a. increased lipolysis in the liver

b. liver steatosis

c. hyperlipidemia with VLDL

d. hyperlipidemia with HDL

e. development of hyperlipidemia with esterified free fatty acids

What are biochemical changes in the blood in liver failure?

a. hyperammoniemia

b. reduced albumin level

c. reduced globulin level

d. reduced urea level

e. reduced ammonia level
What are biochemical changes in the blood in liver failure?

a. hyperammoniemia

b. increased albumin level

c. reduced uric acid level

d. increased HDL level

e. reduced ammonia level
What are biochemical changes in the blood in liver failure?

a. reduced albumin level

b. increased albumin level

c. reduced uric acid level

d. increased HDL level

e. reduced ammonia level
What are biochemical changes in the blood in liver failure?

a. reduced prothrombin level

b. increased albumin level

c. reduced uric acid level

d. increased HDL level

e. reduced ammonia level
What are blood biochemical changes in cholestasis?

a. increased level of conjugated bilirubin

b. increased level of biliary salts in the blood

c. decreased globulin level in the blood

d. hyperbilirubinemia with unconjugated bilirubin

e. hyperlipidemia
What are blood biochemical changes in cholestasis?

a. hyperbilirubinemia with conjugated bilirubin

b. reduced level of biliary salts in the blood

c. increased level of ALAT and ASAT

d. hyperbilirubinemia with unconjugated bilirubin

e. hyperlipidemia

What are blood biochemical changes in cholestasis?

a. hypercholesterolemia

b. reduced level of biliary salts in the blood

c. increased level of ALAT and ASAT

d. hyperbilirubinemia with unconjugated bilirubin

e. hyperlipidemia
What are the biochemical changes of cholestasis in the blood?

a) cholemia

b) Hyperbilirubinaemia with free bilirubin

c) Hyperlipidemia

d) Higher levels of chylomicrons in the blood

e) Increase activity of aminotransferases
What are the biochemical changes of cholestasis in the blood?

a) decrease level of prothrombin

b) Hyperbilirubinaemia with free bilirubin

c) Hyperlipidemia

d) Higher levels of chylomicrons in the blood

e) Increase activity of aminotransferases
What are the consequences of choledocus obstruction?

a) Acholia

b) Higher level of conjugated bilirubin in the blood

c) Hyperlipidemia

d) Increase level of aminotransferases in the blood

e)  Higher level of free bilirubin
What are the consequences of choledocus obstruction?

a) Acholia

b) Lipid maldigestion

c) Hyperlipidemia

d) Higher level of chylomicrons in the blood

e) Increase level of aminotransferases

What process of bilirubin metabolism changes in premicrosomial hepatic jaundice?

a) Uptake of free bilirubin from the blood

b) Conjugation of free bilirubin captured from the blood

c) Excretion of conjugated bilirubin from hepatocyte in biliary  canalicules

d) Evacuation of the bile via the biliary intrahepatic ducts

e) Evacuation of the bile via the extrahepatic biliary ducts
What process of bilirubin metabolism changes in microsomial hepatic jaundice?

a) Uptake of free bilirubin from the blood

b) Conjugation of free bilirubin captured from the blood

c) Excretion of conjugated bilirubin from hepatocyte in biliary  canalicules

d) Evacuation of the bile via the biliary intrahepatic ducts

e) Evacuation of the bile via the extrahepatic biliary ducts

1813. What process of bilirubin metabolism changes in postmicrosomial hepatic jaundice?

a) Uptake of free bilirubin from the blood

b) Conjugation of free bilirubin captured from the blood

c) Excretion of conjugated bilirubin from hepatocyte in biliary  canalicules

d) Evacuation of the bile via the biliary intrahepatic ducts

e) Evacuation of the bile via the extrahepatic biliary ducts

 What process of bilirubin metabolism is disturbed in intrahepatic mechanical jaundice?

a) Uptake of free bilirubin from the blood

b) Conjugation of free bilirubin captured from the blood

c) Excretion of conjugated bilirubin from hepatocyte in biliary  canalicules

d) Evacuation of the bile via the biliary intrahepatic ducts

e) Evacuation of the bile via the extrahepatic biliary ducts

What is the pathogenetic mechanism of glomerular hematuria?

a) Passage of erythrocyte via the increased permeability of glomerular filter

b) Passage of erythrocytes via the contort proximal tubes

c) Passage of erythrocytes via the contort distal tubes

d) Trauma of the urinary pathway by the renal stones

e) Inflammation of the renal pelvis

In what disorder can be attested leucocyturia?

a) Urethritis

b) Glomerulonephritis

c) Acute tubular necrosis

d) Congenital tubulopathy

e) Nephritic syndrome

In what disorder can be attested leucocyturia?

a) Inflammation of the pelvicalyceal system

b) Glomerulonephritis

c) Acute tubular necrosis

d) Congenital tubulopathy

e) Nephritic syndrome

In what disorder can be attested leucocyturia?

a) Inflammation of the urinary bladder 

b) Glomerulonephritis

c) Acute tubular necrosis

d) Congenital tubulopathy

e) Nephritic syndrome

In what disorders can be attested lipiduria?

a) Nephrotic syndrome

a) Nephritic syndrome

b) Lipodystrophy of tubular epithelium

c) Liver failure

d) Hyperlipidemia

 What factors lead to reduced water reabsorbtion in proximal renal tubes?

a) Increased concentration of osmotic active substances in primary urine

b) Insufficiency of antidiuretic hormone

c) Dystrophy of tubular epithelium 

d) Areactivity of the tubular epithelium to the vasopressin

e)  Inflammation of the renal glomeruli

 What factors lead to reduced water reabsorbtion in distal and collector renal tubes?

a) Degenerescence of tubular epithelium

b) Reduced reactivity of tubular epithelium to vasopressin

c) Inflammation of the renal glomeruli

d) Insufficiency of natriuretic peptide

e) Hypersecretion of aldosterone

 What factor leads to reduced water reabsorbtion in distal and collector renal tubes?

a) Reduced ADH secretion

b)  Inflammation of the renal glomeruli

c) Insufficiency of natriuretic peptide

d) Hypersecretion of aldosterone

e) Hypersecretion of rennin

 What disorders are manifested by tubular proteinuria?

a) Inflammatory tubulopathy

b) Disturbances of lymphatic flow in the kidney

c) Glomerulonephritis

d) Urolithiasis

e) Hydronephrosis

What disorder is manifested by tubular proteinuria?

a) Inflammatory tubulopathy

b) Glomerulonephritis

c) Urolithiasis

d) Hydronephrosis

e) Nephrosclerosis

What disorder is manifested by tubular proteinuria?

a) Dystrophic tubulopathy

b) Glomerulonephritis

c) Urolithiasis

d) Hydronephrosis

e) Nephrosclerosis
What factors lead to reduced glucose reabsorbtion in the kidneys?

a) Congenital insufficiency of the hexokinase in the renal epithelium

b) Glomerulopathy

c) Distal tubulopathy

d) *Proximal tubulopathy

e) Diabetes mellitus
What factors lead to aminoaciduria?

a) Congenital insufficiency of the hexokinase in the renal epithelium

b) Congenital distal tubulopathy

c) Congenital proximal tubulopathy

d) Liver disorders followed by aminoacidemia

e) Glomerulopathy 

In what disorders can be attested hyposthenuria?

a) Diabetes mellitus

b) Diabetes insipidus

c) Acute Glomerulonephritis

d) Dehydration

e) Hyperhydration

In what disorders can be found hypersthenuria?

a. diabetes mellitus

b. diabetes insipidus

c. tubular necrosis

d. dehydration

e. hyperhydration
In what disorders can be attested isosthenuria?

a. chronic renal failure

b. acute glomerulonephritis

c. cystitis

d. urethritis

e. hypoaldosteronism 
What disorders involves nephrotic syndrome?

a. massive proteinuria

b. hyperlipidemia

c. arterial hypertension

d. hyposthenuria

e. leucocyturia

What disorders involves nephritic syndrome?

a. hematuria

b. arterial hypertension

c. hyperlipidemia

d. hypolipidemia

e. lipiduria

What pathological phenomena involves nephritic syndrome?

a. periorbital edema

b. oliguria

c. hypolipidemia

d. lipiduria

e. hyperlipidemia

What disorders involves nephritic syndrome?

f. hematuria

g. arterial hypertension

h. hyperlipidemia

i. hypolipidemia

j. lipiduria

What processes lead to proximal canalicular acidosis?

a. disorders in H+ secretion

b. disorders in NAHCO3 reabsorbtion

c. disorders in ammonia reabsorbtion

d. administration of diuretics from carboanhydrase inhibitors

e. administration of loop diuretics 
What process leads to distal canalicular acidosis?

a. disorders in H+ secretion

b. disorders in NaHCO3 reabsorbtion

c. disorders in ammonia reabsorbtion

d. administration of diuretics from carboanhydrase inhibitors

e. reduced glomerular filtration rate
What factors stimulate rennin production?

a. renal hypoperfusion 

b. hypercalcemia

c. hyperaldosteronism

d. hypokalemia

e. Hypernatremia

What factors stimulate rennin production?

a. hyponatremia

b. hypocalcemia

c. hyperaldosteronism

d. hypokalemia

e. Hypernatremia

What are endocrine functions of the kidneys?

a. release of erythropoietin

b. production of calcidiol

c. release of angiotensin

d. local activation of kallikrein system

e. renin production

What are prerenal causes of acute renal failure?

a. severe hypovolemia

b. reduced oncotic pressure in the blood

c. dilation of renal artery

d. hyperhydration

e. hemodilution

What are prerenal causes of acute renal failure?

a. shock of any origin

b. reduced oncotic pressure in the blood

c. dilation of renal artery

d. hyperhydration

e. hemodilution

What are the causes of intrinsic acute renal failure?

a. action of nephrotoxic factors

b. massive hemolysis

c. Crush syndrome

d. constriction of renal artery

e. dilation of renal artery

What are postrenal factors of acute renal failure?

a. action of nephrotoxic factors

b. massive hemolysis

c. obstruction of urinary pathway

d. constriction of renal artery

e. dilation of renal artery

What are main syndromes in acute renal failure?

a. urinary syndrome

b. humoral syndrome

c. clinical syndrome

d. nephrotic syndrome

e. nephritic syndrome

What are manifestations of urinary syndrome in acute renal failure?

a. oliguria

b. isosthenuria

c. hyposthenuria

d. hypersthenuria

e. hematuria

What are manifestations of humoral syndrome in acute renal failure?

a. hyperazotemia

b. hyperhydration

c. alkalosis 

d. anemia

e. erythrocytosis

What are manifestations of clinical syndrome in acute renal failure?

a. anemia

b. hypertension

c. disturbances of breathing rhythm

d. neuropsychic disorders

e. hypothermia

What is the normal sequence of stages in acute renal failure?

a. onset, phase of oligo-anuria, phase of polyuria, recovery

b. onset, phase of polyuria, phase of oligo-anuria, recovery

c. onset, phase of polyuria, recovery

d. onset, phase of oligo-anuria, recovery

e. onset, compensatory phase, phase of polyuria, recovery

