
Clinical case  1
A 47-year-old patient presents to the dental clinic with complaints of persistent pain in the oral cavity, burning sensations on the tongue and difficulty swallowing. The patient also complains of the following complaints: asthenia, irritability, unsteady gait, headache, dizziness, paraesthesia. From the patient's history - one year ago he underwent gastric resection.
Objective: pale integument, bright red tongue (Hunter's glossitis) with fissures.

	CBC
	VALUES
	REFERENCE RANGES 

	Hematocrit
	35
	Men39-49%
Women 35-45%

	Hemoglobin 
	11,7
	Men 13,6-17,5 g/dL
Women 12,0-15,5 g/dL

	Red blood cells (RBC)
	3,6
	 4,7-6,1 million/mm3

	Reticulocyte count
	0,3
	0,5-1,5%

	MCV
	114
	80 -100 fL

	MCH
	38
	26 – 34 pg

	MCHC
	33
	31 -36 g/dL

	White blood cell (WBC) count, 
	4,6
	4,800–9,000/cumm

	Neutrophil count
	70
	60 -62%

	Segmented mature neutrophils
	65
	40-60%

	Non-segmented neutrophils (band)
	5
	1-6%

	Metamyelocytes 
	0
	0%

	Myelocytes
	0
	0%

	Basophil count

	0
	0- 1,0%
10 -120/cu mm

	Eosinophil count
	2
	1-4%
4- -500 cu mm

	Lymphocyte count
	25
	25-35%
800 -3,500/cu mm

	Monocyte count
	3
	3-7%
200-800/cu mm

	Platelet count
	143

	150,000-450,000/cu mm

	
Morphological changes of blood cells
	Anizocitoză , poikilocitoză,
Neutrofile gigante cu 
nucleu hipersegmentat, eritrocite cu inele Cabot şi incluziuni Jolly

	



Questions:
1. What pathology of the erythrocyte system is present in this patient and what is the etiologic factor? Argue by the changes in the hemogram.
2. What is the mechanism of vitamin B12 malabsorption in this patient?
3. The values of the parameters MCV and MCH are plotted in the hemogram. What do these parameters indicate in this patient?
4. What is the pathogenetic mechanism of Hunter's glossitis (bright red tongue) (reread by pathogenetic chain)?
5. What is the pathogenetic mechanism of the neurologic signs present in the patient?
Clinical case  2

The 37-year-old patient presented to the dentist with the following complaints: for several months she has been suffering from bleeding gums, especially after brushing. She also complained of extreme tiredness and weakness. She reports a diet low in red meat and occasional heavy menstrual periods, but no other chronic health problems.
Objectively: pronounced pallor, labial commissures and taste paresthesias, pale mucosa of the oral cavity with greenish-gray tinge, fragile nails and hair.
CBC:

	CBC
	VALUES
	REFERENCE RANGES 

	Hematocrit
	32
	Males 39-49%
Females 35-45%

	Hemoglobin 
	9,0
	Males 13,6-17,5 g/dL
Females 12,0-15,5 g/dL

	Red blood cells (RBC)
	4,0
	4,7-6,1 mln/mm3

	Reticulocyte count
	0,5
	0,5-1,5%

	MCV
	74
	80 -100 fL

	MCH
	22
	26 – 34 pg

	MCHC
	28
	31 -36 g/dL

	White blood cell (WBC) count, 
	5,7
	4,800–9,000/mm3

	Neutrophil count
	60
	60 -62%

	Basophil count

	0,5
	0- 1,0%
10 -120/ mm3

	Eosinophil count
	3
	1-4%
4- -500  mm3

	Lymphocyte count
	32
	25-35%
800 -3,500/ mm3

	Monocyte count
	5
	3-7%
200-800/ mm3

	Platelet count
	258
	150,000-450,000/ mm3

	
Morphological changes of blood cells
	Anisocytosis, poikilocytosis, anulocytosis.
	




Questions:

1. What type of pathologic process of the erythrocyte system is present in the patient? Argue by the changes in the hemogram.
2. Describe the mechanism of iron absorption in the body.
3. Explain the changes of MCH, MCV and MCHC in the hemogram.
4. What is the pathogenetic mechanism of clinical signs such as brittle nails and hair, labial commissures and taste paresthesias?
5. What are anisocytosis, anisocytosis, poikilocytosis, and what is the mechanism of these morphologic changes?


[bookmark: _Hlk182922809]Clinical case  3

A 45-year-old patient presents to the dentist's office complaining of severe pain in the right mandibular area and gingival swelling in the molar region. The symptoms started a few days ago and gradually worsened, the patient also had mild fever, generalized fatigue and facial discomfort.
On oral examination: gingival edema, accentuated erythema and purulent discharge around the affected molar was noted.


	CBC
	VALUES
	REFERENCE RANGES 

	Hematocrit
	45
	Males 39-49%
Females 35-45%

	Hemoglobin 
	15,1
	Males 13,6-17,5 g/dL
Females 12,0-15,5 g/dL

	Red blood cells (RBC)
	5,6
	 4,7-6,1 million/cu mm

	Reticulocyte count
	1,3
	0,5-1,5%

	MCV
	97
	80 -100 fL

	MCH
	27
	26 – 34 pg

	MCHC
	34
	31 -36 g/dL

	White blood cell (WBC) count, 
	13,7
	4,800–9,000/cumm

	Neutrophil count
	80
	60 -62%

	Segmented mature neutrophils
	55
	40-60%

	Non-segmented neutrophils (band)
	20
	1-6%

	Metamyelocytes 
	5
	0%

	Myelocytes
	0
	0%

	Basophil count

	0
	0- 1,0%
10 -120/cu mm

	Eosinophil count
	2
	1-4%
4- -500 cu mm

	Lymphocyte count
	15
	25-35%
800 -3,500/cu mm

	Monocyte count
	3
	3-7%
200-800/cu mm

	Platelet count
	357
	150,000-450,000/cu mm

	
Morphological changes of blood cells
	
	



[bookmark: _Hlk182923065]Questions:

1. What changes in the white blood count are seen in the patient? Argue your answer.
2. What is the pathogenetic mechanism of this pathologic process as the leukocyte system?
3. Explain what type of nuclear deviation is present in the patient's CBC?
4. In what type of pathology is eosinophilic and basophilic leukocytosis present?
5. In what type of pathology is absolute and relative lymphocytic leukocytosis present?





Clinical case  4
[bookmark: _Hlk181012239_0]A 34-year-old female patient presents to the dental clinic with complaints of severe oral pain, difficulty swallowing and a persistent sore throat. She reports that her symptoms started about 2 weeks ago and gradually worsened after treatment with penicillin antibiotics. 
On oral examination: hyperemic, swollen and inflamed buccal mucosa, multiple ulcerations on tongue, buccal mucosa and oropharynx.
	CBC
	VALUES
	REFERENCE RANGES 

	Hematocrit
	45
	Males 39-49%
Females 35-45%

	Hemoglobin 
	14,1
	Males 13,6-17,5 g/dL
Females 12,0-15,5 g/dL

	Red blood cells (RBC)
	5,6
	 4,7-6,1 million/cu mm

	Reticulocyte count
	1,3
	0,5-1,5%

	MCV
	97
	80 -100 fL

	MCH
	27
	26 – 34 pg

	MCHC
	34
	31 -36 g/dL

	White blood cell (WBC) count, 
	2,0
	4,800–9,000/cumm

	Neutrophil count
	18
	60 -62%

	Segmented mature neutrophils
	18
	40-60%

	Non-segmented neutrophils (band)
	0
	1-6%

	Metamyelocytes 
	0
	0%

	Myelocytes
	0
	0%

	Basophil count

	0
	0- 1,0%
10 -120/cu mm

	Eosinophil count
	0
	1-4%
4- -500 cu mm

	Lymphocyte count
	75
	25-35%
800 -3,500/cu mm

	Monocyte count
	7
	3-7%
200-800/cu mm

	Platelet count
	357
	150,000-450,000/cu mm

	
Morphological changes of blood cells
	
	



Questions:

1. What changes in the CBC of white blood are seen in the patient? Argument.
2. What is the pathogenetic mechanism of this pathologic process of the leukocyte system?
3. Explain the pathogenetic mechanism of multiple ulcerations on the tongue, buccal mucosa and oropharynx.
4. Explain the pathogenetic mechanism of the clinical signs: hyperaemic, swollen and inflamed buccal mucosa.





Clinical Case 5
Patient R., 48 years old, presented to the dentist with the following complaints: moderate pain when chewing and sensitivity to cold and heat in the upper right molar (tooth 16). During the intraoral examination, a deep cavity was observed on the occlusal surface of molar 16.
Medical History: The patient has liver cirrhosis. He does not consume alcohol. He has been under the supervision of a cardiologist for several years.
Objective Findings: Generalized edema, acrocyanosis, presence of fluid in the abdominal cavity, dyspnea, fatigue, pale skin, dilation of superficial abdominal wall veins, hepatomegaly, and splenomegaly.
The family doctor gave a preliminary diagnosis of decompensated heart failure, and the patient was referred to a specialized cardiology center where the diagnosis was confirmed as heart failure with tricuspid valve stenosis due to rheumatic disease.
Considering the patient's medical history, the dental treatment should be planned so as not to interfere with his cardiovascular condition and treatment.

Questions:
1. Which compartment of the heart is predominantly affected in this patient? Justify your answer based on the presence of characteristic symptoms.
2. What type of cardiac overload develops in cases of valve stenosis? Describe the changes in intracardiac hemodynamics with right ventricular overload due to resistance.
3. What type of hypertrophy develops in these patients? Describe the pathogenic mechanism.
4. What is the mechanism of cardiac function exhaustion in hypertrophy?
5. Where does venous congestion develop in this patient, and by what mechanisms do generalized edema occur?
6. Describe the mechanism of fluid accumulation in the abdominal cavity as well as the dilation of superficial veins of the abdominal wall, hepatomegaly, and splenomegaly.









Clinical Case 6
Patient T., 55 years old, presented to the dentist for tooth prosthetics.
Medical History: The patient has had essential arterial hypertension for 15 years. He does not consume alcohol.
During the procedure, he experienced headaches, ringing in the ears, blurred vision, and was referred to a specialized cardiology center for further evaluation.
Complaints: Fatigue, headache, dyspnea, blurred vision.
Objective Findings: Red skin, plethoric appearance. Blood pressure – 210/100 mm Hg.

Questions:
1. Which compartment of the heart is predominantly affected in the patient with hypertensive disease? Justify your answer.
2. What type of cardiac overload develops in cases of arterial hypertension? Describe the changes in intracardiac hemodynamics with left ventricular overload due to resistance.
3. Describe the changes in intracardiac hemodynamics with left ventricular overload due to volume (preload).
4. What type of hypertrophy develops in patients with arterial hypertension, and which compartment of the heart is predominantly affected? Describe the pathogenic mechanism.
5. What is the mechanism of cardiac function exhaustion in concentric hypertrophy?
6. Where does venous congestion develop in this patient, and by what mechanisms do venous congestion in the lungs and pulmonary edema occur?










Clinical case  7
Patient D., 50 years old, complains of persistent epigastric pain, more intense after meals, associated with nausea and occasional vomiting. He also reported a weight loss of about 6 kg in the last 2 months. He suffers from constipation. The patient has a history of regular use of non-steroidal anti-inflammatory drugs (NSAIDs) for chronic back pain.
Objective: epigastric tenderness
Upper GI endoscopy demonstrates an ulcerative lesion on the anterior wall of the gastric antrum.


Questions:
1. What are the pathogenetic mechanisms that contributed to the gastric ulcerogenesis against the background of chronic nonsteroidal anti-inflammatory drug use?
2. What aggressive etiologic factors may contribute to gastric and duodenal ulcerogenesis?
3. List and explain the protective mechanisms of the gastric mucosa that oppose aggressive actions.
4. Which pathogenetic mechanisms contribute to gastric hyperacidity?
5. How is the motor, evacuation, absorptive, and reservoir function of the stomach altered under gastric hyperacidity.
6. How does digestion and intestinal motility change under conditions of gastric hyperacidity?
7. What factors and mechanisms contribute to gastric hypoacidity?
8. How does gastric motor, evacuation, absorptive, and reservoir functions of the stomach change under conditions of gastric hypoacidity.
9. How does digestion and intestinal motility change under conditions of gastric hypoacidity?
10.  What consequences may occur in the oral cavity in gastric hyperacidity?
11. What changes may occur in the oral cavity as a consequence of gastric hypoacidity?





















Clinical case 8
Patient A., 60 years old was admitted to the hepatology ward. Objective: patient underweight; visibly jaundiced skin and mucous membranes; moderate ascites.
History: 5 years of treatment for chronic hepatitis, because during a routine check-up he was found to have antibodies against hepatitis B virus, HBS- positive antigen and increased levels of ASAT, ALAT.
Biochemical examination: total bilirubin -45 µmol/l (N-3,4-22), conjugated bilirubin 25 µmol/l ( N-0 -5,1), free bilirubin 20 µmol/l (N-3,4-17);prothrombin- 1.0mcM/l (N -1,4-2,1);fibrinogen -2,0 µmol/l (N-4-10); ALAT-180Ul/l (N 7-55); ASAT- 120 UL/l (N- 11-47); G-Glutamyltransferase 100 Ul/l (20-76); protein (total fraction) -55 g/l (N-65-85); serum albumin 20g/l (N-36-50); albumin/globulin ratio 0.3(N -0.64); plasma ammonia - 60 mmol/l (N-19-43);
Urine: colour brownish-brown; conjugated bilirubin (++), urobilin (+++), stercobilin (+).

Questions:

1. What type of jaundice developed in the patient against the background of chronic viral hepatitis? Argue your answer based on clinical symptoms and laboratory findings.
2. Which tests indicate the presence of cytolytic syndrome in the patient? Please explain.
3. Which tests are indicative of altered liver protein synthetic function? Please explain.
4. What consequences may occur in the patient as a result of hypoalbuminemia?
5. Which tests show disturbed ammoniogenesis function of the liver? Argue? What may be the consequences of disturbance of this function?
6. Describe the disturbance of bile pigment metabolism and circulation in parenchymal jaundice. Argue on the basis of clinical case data?
7. Describe the disturbance of bile pigment metabolism and circulation in mechanical jaundice. What changes occur in the urine and feces?
8. Describe the disturbance of bile pigment metabolism and circulation in mechanical jaundice. What changes occur in the urine and feces?
9. How does intestinal digestion change in complete bile duct obstruction?




