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Pathophysiology of CNS 
1. What process does increase the neuronal excitability?

2. How the resting membrane potential is changed when the activity of membrane Na+/K+ pumps is stopped?

3. How the intra-neuronal electrolytes concentration is changed when the activity of membrane Na+/K+ pumps is stopped?

4. How the cessation of membrane Ca++ pumps affects the intra-neuronal Ca++ concentration?
5. What are the consequences of increasing Ca++ in intra-neuronal space?
6. What is the mechanism of neuronal excitability disorders in condition of enhanced lipid peroxidation?

7. What is the mechanism of action of excitatory neurotransmitters?

8. What is the mechanism of action of inhibitory neurotransmitters?

9. What are the specific mechanisms of neuronal degeneration?
10. What are the non-specific mechanisms of neuronal degeneration?
11. What are the pathophysiologic mechanisms of trans-axonal transmission at the presynaptic level?

12. What are the pathophysiologic mechanisms of trans-axonal transmission at the postsynaptic level?
13. What is the mechanism of increased neuronal excitability in alkalosis?
14. What is the mechanism of decreased neuronal excitability in acidosis?
15. What are neurodegenerative diseases?
16. What are the factors and pathogenic mechanisms of elevated neuronal apoptosis?
17. What are the consequences of global ischemia at CNS level?
18. What is the definition of excitotoxicity?
19. What are the pathogenetic mechanisms of excitotoxicity?
20. What is the role of excitatory neurotransmitters in neuronal injury?
21. What is the role of N-methyl-D-aspartate receptors?
22. What is the pathogeny of neuronal excitability disorders in ischemia? 

23. What is the pathogenetic chain of neuronal degeneration in cerebral hypoperfusion?

24. What is the role of lipid peroxide in initiation of neuronal disorders?
25. What are the pathogenic mechanisms of neurodegenerative diseases?
26. What stages of neuromuscular transmission are affected by botulinus toxin?

27. What substances disturb the axonal transportation of neurotransmitters? What is the pathogenetic loop?
Pathophysiology of endocrine system
1. What does represent hypocortisolism?
2.    What is the main pathogenetic loop in tertiary hypocortisolism?
3. What is the main pathogenetic loop in secondary hypocortisolism?

4. What is the main pathogenetic loop in primary hypocortisolism?
5. What is a possible causing factor of primary hypocortisolism/secondary hypocortisolism?
6. What are the principles of pathogenetic therapy in primary/secondary and tertiary hypocortisolism?
7. What is the pathogeny of adrenal gland atrophy in exogenous administration of glucocorticoids?
8. What are the mechanisms of circulatory disturbances in lack of glucocorticoids? 
9. How the vascular tonus can be maintained in patients with hypocortisolism?
10. What is the mechanism of cardiovascular insufficiency in lack of glucocorticoids?
11. What hormonal investigations are necessary for differentiation of primary, secondary and tertiary hypocortisolism and how they will change in each one?
12. What are the hormonal changes in primary/secondary and tertiary hypocortisolism?
13. What is the pathogeny of skin hyperpigmentation in primary hypocortisolism?
14. What is the pathogeny of skin depigmentation in secondary hypocortisolism?
15. How the resistance to stress in changed in patients with hypocortisolism?
16. What is the risk of stress in patients with hypocortisolism? 
17. What is the mechanism of hypoglycemia in patients with lack of glucocorticoids?
18. What is the mechanism of arterial collapse in glucocorticoids lack?
19. What is the mechanism of cardiac failure in glucocorticoid lack?
20. How the adaptive ability to stressful conditions is changed in patients with hypocortisolism?
21. How does carbohydrate metabolism disturb in patients with hypocortisolism?
22. How does lipid metabolism disturb in patients with hypocortisolism?
23. How does protein metabolism disturb in patients with hypocortisolism?
24. How do insulin and glucagon secretion disturb in the hypocortisolism?
25. How does the inflammatory reaction occur in people with hypocortisolism?
26. What is the mechanism of exaggerated arterial hyperemia into inflammatory focus due to hypocortisolism?
27. What is the mechanism of exaggerated exudation into inflammatory focus due to hypocortisolism?
28. What are mechanisms of body weight loss due to hypocortisolism?
29. What is pathogenesis of adipose tissue atrophy due to hypocortisolism?
30. What is pathogenesis of atrophy of skeletal muscles due to hypocortisolism?
31. What is pathogenesis of muscle weakness in total hypocortisolism?
32. How is explained the decreased blood pressure in hypocortisolism?
33. How is tachycardia explained in hypocortisolism?
34. What is the direct cause of loss of consciousness in the orthostatic test in the patient with hypocortisolism?
35. How does BCC disturb due to hypocortisolism?
36. What is the direct cause of hypoglycemia due to hypocortisolism?
37. What is pathogenesis of hyponatremia and hyperkalemia due to total hypocortisolism?
38. What is the possible etiology of primary hypocortisolism?
39. What is hypercortisolism, what is the difference between Cushing disease and syndrome?
40. What is the main pathogenetic link of tertiary hypercortisolism?
41. What is the primary pathogenetic link of secondary hypercortisolism?
42. What is the primary pathogenetic link of primary hypercortisolism?
43. What is the possible cause of tertiary, secondary and primary hypercortisolism?
44. What are clinical manifestations of primary, secondary and tertiary hypercortisolism?
45. How does electrolyte balance disturb in hypersecretion of glucocorticoids?
46. What is mechanism of electrolyte imbalance in glucocorticoids hypersecretion?
47. How do calcium metabolism and bone status disturb due to glucocorticoids hypersecretion?
48. What are the cardiovasculary changes in glucocorticoids hypersecretion?
49. What are mechanisms of cardiovascular functions disorders due to glucocorticoids hypersecretion?
50. How does the immune system function disturb due to glucocorticoids hypersecretion?
51. How do digestive functions disturb due to glucocorticoids hypersecretion?
52. How does carbohydrate metabolism disturb due to glucocorticoids hypersecretion?
53. What is pathogenesis of hyperglycaemia due to hypersecretion of glucocorticoids?
54. How does lipid metabolism disturb due to glucocorticoids hypersecretion?
55. What is pathogenesis of fatty tissue hypertrophy due to hypercortisolism?
56. How does protein metabolism disturb due to glucocorticoids hypersecretion?
57. What are the biochemical disorders of the blood due to hypercortisolism?
58. How does wound healing occur due to glucocorticoids hypersecretion?
59. How does specific immune response disturb due to glucocorticoids hypersecretion?
60. How does the inflammatory reaction occur in excess of glucocorticoids?
61. What are mechanisms of body weight gain due to hypercortisolism?
62. What is the cause of pathological fractures due to hypercortisolism?
63. What is mechanism of muscle asthenia due to hypercortisolism?
64. What is the possible pathogenesis of diminishing libido due to hypercortisolism?
65. What is the possible pathogenesis of male sterility due to hypercortisolism?
66. What is the pathogenesis of skin atrophy and bleeding due to primary hypercortisolism?
67. What is the possible pathogenesis of skin depigmentation due to primary hypercortisolism?
68. What is the mechanism of edema due to hypercortisolism?
69. What is the mechanism of hypertension due to hypercortisolism?
70. What haematological disorders are specific due to hypercortisolism?
71. What is pathogenesis of hyperglycemia due to hypercortisolism?
72. What is pathogenesis of hypernatraemia and hypokalaemia due to hypercortisolism?
73. What is mechanism of hypercalcemia due to hypercortisolism? 
74. What is the pathogenesis of atrophy of healthy adrenal glands contra-lateral to tumor of the adrenal glands?
75. What is hyperaldosteronism and what are the causes of primary hyperaldosteronism?
76. What are the causes of secondary hyperaldosteronism?
77. What is pathogenesis of hyperaldosteronism due to liver failure?
78. What is pathogenesis of hyperaldosteronism due to renin-secreting tumor?
79. What is the pathogenesis of hyperaldosteronism in hypovolemia?
80. What is pathogenesis of secondary hyperaldosteronism in kidney ischemia?
81. What is the pathogenetic link of hyperaldosteronism in essential hypertension?
82. What are clinical manifestations of hyperaldosteronism?
83. How does the concentration of electrolytes change in case of hyperaldosteronism?
84. How does the hydroelectrolytic balance change in hyperaldosteronism?

85. How does the systemic hemocirculation change in case of hyperaldosteronism?

86. What are the causes of hypoglycemia?
87. How do the functions of endocrine glands change in lack of insulin?

88. What hormones lead to hyperglycemia in lack of insulin secretion?

89. What are the metabolic effects of glucagon?

90. What are the metabolic effects of catecholamines?

91. What are the metabolic effects of glucocorticoids?

92. What is the mechanism of circulatory hypoxia in long standing hyperglycemia?

93. What are the consequences of glycosylation of apoproteins from VLDL, LDL and their receptors?

94. What are mechanisms and consequences of hyperlipidemia with VLDL and LDL in diabetes mellitus type I?

95. What are the consequences of glycosylation of vascular basal membrane collagen?

96. What are the effects and consequences of exaggerated hyperglycemia in diabetes mellitus type I?

97. What are the mechanisms of transport hyperlipidemia in diabetes mellitus type I?

98. What are the consequences of transport hyperlipidemia for the liver in case of diabetes mellitus type I?

99. What is the mechanism of ketoacidosis in diabetes mellitus type I?

100. What acid-base imbalance is characteristic for diabetes mellitus type I?

101. What is the pathogenesis of polyphagia in diabetes mellitus type I?

102. What is the pathogenesis of weight loss in diabetes mellitus type I?

103. How do the metabolic processes change in lack of insulin?

104. What hormones intensify the catabolic processes of proteins in diabetes mellitus type I?

105. What hormones intensify the catabolic processes of lipids in diabetes mellitus type I?

106. What is the pathogenesis of muscular weakness and atrophy of muscles in diabetes mellitus type I?

107. How does the liver biochemical tests will change in diabetes mellitus type I? 

108. What are the consequences of inactivation of GLUT-4 receptors in diabetes mellitus type I?

109. What metabolic processes are disturbed in hepatocytes in diabetes mellitus type I?

110. What is the pathogenesis of hyperglycemia in diabetes mellitus type I?

111. What is the pathogenesis of coronary insufficiency in diabetes mellitus type I?

112. What is the pathogenesis of visual disturbances in diabetes mellitus?

113. What is the cause of predisposition to develop pyogenic infection of patients with diabetes mellitus?

114. What is the cause of decreasing microbicidial activity of phagocytes in diabetes mellitus?

115. What is the mechanism of glycosuria in lack of insulin?

116. What is the cause of polyuria in lack of insulin?

117. What is the mechanism of albuminuria in patients with diabetes mellitus type I?

118. What is the cause of polydipsia in diabetes mellitus type I?

119. What is the pathogenesis of erythrocytosis and hemoconcentration in diabetes mellitus type I?

120. What is the significance of glycosylated hemoglobin concentration in diabetes mellitus?

121. What is the pathogenesis of hyperlipidemia with non-esterified fatty acids in diabetes mellitus type I?
122. What investigations are informative to confirm the diagnosis “Diabetes Mellitus type I”?

123. What are the distinctive signs for diabetes mellitus type I?

124. What are the distinctive signs for insulin resistance?

125. What are the consequences of thyroliberin absence?

126. What are the consequences of thyrotropin absence?

127. What are the consequences of radioactive iodine administration for thyroid gland?

128. What is the cause and main pathogenetic link for tertiary hypothyroidism?

129. What is the cause and main pathogenetic link for secondary hypothyroidism?

130. What is the cause and main pathogenetic link for primary hypothyroidism?

131. What processes in thyroid gland are decreased in case of thyrotropin absence?

132. What is the pathogenesis of hypothyroidism caused by action of antibodies against thyroglobulin?

133. What is the pathogenesis of hypothyroidism caused by action of antibodies against thyropexidase I?

134. What hormonal changes are characteristic for primary, secondary and tertiary hypothyroidism?

135. What pathogenetic factors are characteristic for myxedema coma?

136. What is the pathogenesis of hypothermia in hypothyroidism?

137. What is pathogenesis of bradycardia in hypothyroidism?

138. What is the pathogenesis of arterial hypotension in hypothyroidism?

139. What is the pathogenesis of persistent hypoglycemia in hypothyroidism?

140. What is the pathogenesis of persistent hyperlipidemia in hypothyroidism?

141. What are the therapeutic principles for autoimmune primary hypothyroidism?

142. What are the consequences of thyrotropin excess?

143. What are the effects of thyrotropin excess?

144. What is the main pathogenetic link of primary, secondary and tertiary hyperthyroidism?

145. What is the pathogenesis of autoimmune hypothyroidism Hashimoto?

146. What is the pathogenesis of Grave’s disease?

147. What is the pathogenesis of weight loss in hyperthyroidism?

148. What is the pathogenesis of increased appetite in hyperthyroidism?

149. What is the pathogenesis of muscular asthenia in hyperthyroidism?

150. What are the consequences of hyperlipidemia in hyperthyroidism?

151. What is the pathogenesis of hyperthermia in hyperthyroidism?

152. What is the pathogenesis of tachycardia in hyperthyroidism?

153. What are the causes and manifestations of ADH hypersecretion?
154. What are the causes and manifestations of ADH hyposecretion?
155. What are the causes of growth hormone hypersecretion?

156. What are the causes of growth hormone hyposecretion?

157. How does the carbohydrate metabolism change in hypersecretion of growth hormone?

158. How does the protein metabolism change in hypersecretion of growth hormone?
159. What cardiovasculary events are present in patients with acromegaly?

