HYPOXIA

3. Urgent compensatory reaction at acute hypoxia (reduced pO2 in air):

 tachypnoe

 stimulation of erythropoesis

redistribution of blood

tachycardia

 increase blood supply in liver

spasm vessels into internal organs

4. Choose the reasons of  hypoxie hypoxia:

mountain sickness

increased pO2 in air

emphysema

reduced pO2 in air

 poisoning by aniline

5. Choose the reasons of blood type hypoxia:

poisoning by charcoal gaze

  mountain sickness

  reduced pO2 in air

anemia

poisoning by methemoglobin-complexes

  presence into closed space
6.Which changes in cells яге adaptive in the case of hypoxia?
    inhibition of glycolysis

    reduced act ivity of  Na/K t and Ca2+ ATP-enzymes

      activation of' glycolysis

        mobilization of kreatinphosphate

         mobilization of glycogen from depot

           activation of  peroxidative oxidation of lipids 

         increased concentration of Sodium into cells

7. Which factor can promote oxygenic capacity of blood at hypoxia?

  tachypnoe

mobilization of blood from depot

  tachycardia

stimulation of erythropoesis into bone marrow

activation of erythropoietins

  increased cardiac output

8. Choose clinical signs of long-time adaptation to hypoxia:

hypertrophy of lungs

  tachypnoe

hypertrophy of myocardium

  tachycardia

increased number of mitochondria into cells

stimulation of erythropoesis

 mobilization of blood from depot

9. Choose the reason of blood type hypoxia:

poisoning by CO (charcoal gaze)

  vit. D deficiency

vit. В12 deficiency

shperocytosis

  gaseous embolism

10. Choose the reason of blood type hypoxia:

hemoglobinosis S

  reduced activity of respiratory enzymes in tissues

  poisoning by cyanides

poisoning by nitrates

chronic blood loss

11. Choose the reasons of tissue type hypoxia:

 vit. A deficiency

 poisoning by methemoglobin-complexes

poisoning by cyanides

 acute blood loss

 increased formation of prostaglandins E1

12. Choose cases when hemoglobin affinity to oxygen is reduced?

metabolic acidosis

sickle-cells disease

  metabolic alkalosis

  reduced activity 2,3-diphosphoglycerate in red blood cells

 reduced body temperature

increased body temperature

 hypocapnia

13. Choose cases when hemoglobin affinity to oxygen is increased?

  metabolic acidosis

  sickle-cells disease
 metabolic alkalosis

 reduced activity 2,3-diphosphoglycerate in red blood cells 

reduced body temperature

  increased body temperature
hypocapnia

14. Choose changes in human body at long presence in mountains:

increased activity 2,3-diphosphoglycerate in red blood cells

increased hematocrit

hypertrophy of myocardium

  hypoventilation in lungs

  reduced activity of respiratory enzymes in cells

  inhibition of nucleonic acids' synthesis

increased concentration of endogenous opiates

  increased vascularisation in peripheral organs and tissues

  increased basal metabolism

15. Choose the reasons of respiratory hypoxia:

  anemia

pneumonia

  poisoning by nitrates

lung's collapse

 poisoning by charcoal gaze 

pneumothorax

17.Choose the reasons of tissue type hypoxia:

 poisoning by charcoal gaze 

poisoning by cyanides 

 poisoning by aniline 

poisoning by monoiodineacetate 

poisoning by barbiturates 

18. Choose the signs of circulatory hypoxia: 

increased arterio-venous difference of oxygen 

reduction of linear blood velocity 

 respiratory acidosis -hypertension 

 braducardia

reduction of volumetric blood velocity into capillaries 

 reduced arterio-venous difference of oxygen. 

19.Choose the mechanisms of long-time adaptation to hypoxia: 

  mobilization of blood from depot 

increased number of capillaries 

increased number of mitochondria 

 dyspnea

hyperplasia of bone marrow 

 tachycardia

hypertrophy of myocardium 

20. Choose the mechanisms of circulatory hypoxia:

reduction of oxygen transport to tissues 

 reduction of oxygen utilization in tissues 

 reduced activity of respiratory enzymes in tissues 

chronic heart insufficiency

           increased consumption of oxygen at physical loading 

21. Choose the reasons of respiratory hypoxia: 

emphysema 

pneumonia

 collapse

lung's collapse

 chronic heart insufficiency

pneumothorax

  reduction of blood volume

 22.  Choose clinical signs for circulatory hypoxia:

hypotension

 decreased arterio-venous difference of oxygen

 reduced concentration of oxygen into arterial blood

reduction of volumetric blood velocity into capillaries

tachycardia

23. Choose reaction in organism at hyperoxia:

inhibition of chemo-receptors into vessels

 dyspnea

suppression of heart rate and rhythm of respiration

 activation of chemo-receptors into vessels

reduced cardiac output

 tachycardia
DISORDERS OF MICROCIRCULATIOIN

1. Give types of venous hyperemia due to pathogenesis:

 myoparalytic

obstructive

cardiogenic (at heart failure)

compressive

 neuroparalytic

2. Which factors can increase permeability of vascular wall?

 increased blood velocity in capillaries

 increased viscosity of blood

products of must cells degranulation

acidosis

 leucopenia

activation of hydroiyzes in interstitial liquid

3. Give types of arterial hyperemia due to pathogenesis:

neurotonic

 obstructive

neuroparalytic

myoparalytic 

comprcssive

4. Which changes of microcirculation are characteristic for ischemia?

  increased arlerio-venous difference into vessels 

  reduction of hydrostatic pressure in arterioles and pre-capillaries 

  incretled linear blood velocity

  increased reabsorption of liquid from tissues into capillaries 

 reduced number of capillaries with blood 
5. Which factors can promote development of thrombosis? 

  reduction of blood velocity 

  increased blood velocity 

  reduced number of platelets 

aggregation of platelets 

exudation 

atherosclerosis 

6. "Sludge" phenomenon is: 

  the first stage of cloth formation

 vital aggregation of red blood cells into microcirculatory vessels at increased blood viscosity and separation of  

  blood

  formation of thrombo-leucocytic aggregates on the vessel's wall

  separation of btood on cells and plasma

  coagulation of blood

7. "Sludge" phenomenon can develop at the next types pathology:

   acute heart failure

   massive burn

   shock

   massive blood loss

  hypervolemia (increased blood volume)

  hyperhydratation

8. Which factors can promote development of thrombosis?

damages of vascular wall

decreased blood velocity

activation of coagulation

increased blood viscosity

activation of anti-coagulant system

vit. К deficiency

excess of epinephrine in blood

9. Choose the normal level of hydrostatic pressure into arterial part of capillaries:

  15 mm of Mercury

  25 mm of Mercury

  35 mm of Mercury

  55 mm of Mercury

10. Which changes can develop in the focus of ischemia?

necrosis

acidosis

hypofunction

hyperfunction

 excess of K+ into cells

deficiency of Na+ into cells

excess of Си++ into cells

11.  Stasis is:

complete stop of blood circulation into vessels

increased blood supply in organs or tissues due to dilatation of arterioles

decreased blood supply in organs or tissues due to spasm of arterioles

12. True stasis is:

increased blood supply in organs or tissue due to reduced blood outflow

local spot of blood circulation due to increased blood viscosity

13. Choose pathogenic factors of neuroparalytie arterial hyperemia:

  activation of parasympathetic system

  irritation of cholinergic system

  blockade of adrenergic system

  activation of histamine and serotonin system

  activation of vegetative system

14. Heat in the focus of arterial hyperemia can be explained by:

increased inflow of arterial blood

activation of oxidative processes

 excessive formation of lymph

increased number of capillaries with blood

15. Choose the reasons of true (capillary) stasis:

 compression of arteries by scar-tissue

direct action temperature on vascular wall
damages of tissues by acid and alkaline

 thromboembolism

spasm of peripheral vessels

actions of toxins on organism

16. Rheological state of blood depends on:

 cardiac output

concentration of proteins in plasma

ratio between blood cells and plasma

deformation's properties of red blood cells

 functions of collateral vessels

17. Which changes of microcirculation are characteristic for arterial hyperemia?

increased number of capillaries with blood

 reduction of hydrostatic pressure in capillaries

increased blood velocity in capillaries

increased outflow of lymph

increased filtration of liquid from vessels into tissues
18. Choose the sequences of venous hyperemia:

infarction

embolism

atrophy

hemorrhage into tissues

thrombosis

stasis

sclerosis

19. Choose the sequences of venous hyperemia:

growth of connective tissue

 increased function of organs

dystrophy of tissues

hemorrhage into tissues

20. Which changes of microcirculation are characteristic for venous hyperemia?

decreased blood velocity in small arteries, capillaries and veins

pendulum-like circulation

 increased outflow of lymph

 reduced number of capillaries with blood

21.  Filtrative pressure is:

 difference between oncotic pressure in blood and in tissues

 difference between hydrostatic arterial and hydrostatic venous pressure

difference between hydrostatic presuure and oncotic pressure in blood

 oncotic pressure and osmotic pressure in blood

22. Venous hyperemia can localize focus of inflammation:

yes

 no
23. Physiologic arterial hyperemia is:

arterial hyperemia in the focus if inflammation

 post-ischemic arterial hyperemia

activation of thyroid gland function

  action of turpentine on skin

 Choose the types of endogenous embolism:

fatty

air

tissue

 gaze

thromboembolism

embolism by foreign bodies

embolism by amniotic water

parasite

25. Give characteristics of microcirculation for arterial hyperemia:

increased hydrostatic pressure in capillaries

 reduced number of capillaries with blood 

increased number of capillaries with blood

  increased reapsorption of liquid from tissues into capillaries

  decreased linear and volumetric blood velocity

increased linear and volumetric blood velocity

  reduced outflow of lymph

26. Choose correct sentences:

thrombus, foreign bodies, tissues, fat,  bubbles of air, parasites can be embolus

  arterial embolus can stay in lung's vessels, but venous embolus can stay in any organ

embolus of pulmonary vessels, coronary vessels and cerebral vessels are dangerous 

27 Choose я possible reasons of gaseous embolism:

rapid increasing of barometric pressure 

wounding of big veins
 rapid change of barometric pressure from increased level to normal level 
 inspiration of inert gazes

 sudden change of barometric pressure from normal level to reduced level 
28 Which substances can cause arterial hyperemia?

acetylcholine 

epinephrine 

histamine 

bradykinin 

 thromboxane A2 

29  Which pathogenic factors can cause arterial hyperemia?

cutting of peripheral nerves 

mechanical irritation of tissues and organs. 

remove of ligature 

occlusion of arteries by cloth 

action of mustard plaster on skin 

 compression of veins by tumor V

30 Which substances can cause ischemia?

histamine 

epinephrine 

acetylcholine 

bradykinin 

thromboxane A2
31. Which pathogenic factors can cause venous hyperemia?

  cutting of peripheral nerves

increased pressure into big veins

thrombosis of veins at insufficient collaterals

compression of veins at pregnancy

  increased concentration of epinephrine in blood

  mechanical irritation of organs
32. Aggregation of erythrocytes can be promoted by:

increased concentration of globulins in blood
 decreased concentration of fibrinogen in blood

 change of electrical charge in red blood cells

damages of small vessels

 reduction of arterial pressure

extra-cellular dehydration
33. Choose the types of stasis:

  hyperemia

congestive

ischemic

true

34. Give characteristics of microcirculation for ischemia:

 primary dilatation of arteries and secondary dilatation of veins and capillaries

spasm capillaries and veins after occlusion in arteries

 increased linear and volumetric blood velocity

decreased linear and volumetric blood velocity

 increased temperature of organs and tissues

decreased temperature of organs and tissues

35. "Sludge-phenomenon" is a main mechanism of:

 arterial hyperemia

 venous hyperemia

 thrombosis

stasis

ischemia

36. Choose clinical symptoms of venous hyperemia:

 redness of organs and tissues

 paleness

cyanosis

edema

 increased turgor

 increased temperature of organ or tissue
3. INFLAMMATION

1. Mechanisms of glucocorticoids effects at inflammation:

 increase permeability of vascular wall 

decrease permeability of vascular wall 

inhibit of kinins production 

stabilizeof lysosomal membranes 

inhibit growth of connective tissue

2. Intra-vascular factors of exudation:

ncreased viscosity of blood

 hyperosmia in the focus of inflammation

 hyperoncm of tissues in the focus of inflammation 

margination of leucocytes

3. Choose properties of activated components of complement system:

provide lyses of foreign cells

play role of chemo-attractive substances for neutrophiles and monocytes

can activate phagocytosis

can cause degranulation of must cells

 can reduce permeability of vascular wall

4. Choose characteristics of neutrophiles:

can recognize and neutralize host dead cells

participate in acute inflammation

can produce mediators of inflammation

 can form giant multi-nuclear cells in the focus of inflammation

present in the focus of inflammation about 1-2 days

5.   Which   pathogenic   factors   can   promote   transformation   arterial hyperemia into venous hyperemia in the focus of acute inflammation?

increased permeability of vascular wall

increased blood viscosity

increased adhesion of endothelium and blood cells

6.  Which   biological  active  substances  play  role  of chemo-attractive substances for neutrophiles?

C3a-component of complement

C5a- component of complement

eukotriens B4

 prostaglandins E2

7 Enzyme systems of macrophages which have direct bacteriostatic and bacteriolytic effects?

katalaze

neutral proteazes

myeloperoxidaze

katepsines

8. Which from listed substances are contained in neutrophiles?

   lyoscim

  myeloperoxidaze 

  serotonin 

  prostaglandins 

9. Which   mediators   are   produced   from   phospholipids   of   cellular membranes?

prostaglandins 

leucotriens

factor of platelet's activation 

 bradykinin 

10. Which cells play main role in chronic inflammation? 

 micro-phages 

tissue macrophages 

 macrophages (monocytes) 

11. Inflammation is a specific response of organism on injury: 

  yes 

no 

12. Which substance will be loss at cell's destruction: 

Potassium 

 Sodium 

 Calcium  

13. Permeability of vascular wall at alteration is: 

  reduced 

 not changed

ncreased

14. Inflammation is developed in three stages: 

  yes

no
.

15. Which physical-chemical changes in tissues are characteristic for acute inflammation? 

H+-hyperionia 

hyperoncia 

K+-hyperionia

 hypooncia 

hyperosmia 

 hypoosmia  

16. Which    from listed substances are contained in granules of neutrophiles? 

  bradykinin 

 prostaglandins 

lactoferrin 

kationic proteins 

17. Mediators (stimulators) of proliferation: 

  histamin 

  serotonin 

polyamines 

  keylones

platelet's growth factor 

18. Which biological active substances have chemo-attractive properties for neutrophiles?

kallidin 

 rkujlicrein 

 histamin

 Cl-component of complement  

19. Which substances can cause pain at inflammation? 

histamine 

 Sodium ions 

 epinephrine 

Potassium ions 

bradykinin 

 prostaglandins 

20. Which  pathogenic  factors  can  promote transformation  of arterial hyperemia into venous hyperemia?

 dilatation of venules 

exudation

margination of leucocytes 

aggregation of platelets V

21. Effects of glucocorticoids on inflammation: 

stimulate proliferation of connective tissue

 activate histaminaze

inhibit of antibodies production

 cause edemas

22. Primary mediators of inflammation:

 complement system (C)

biogenic amines

elasthaze

bradykinin

serotonin

 23. Choose effects of kinins:

  fibrinolysis

activation of all components in guard system of blood

pain

 alteration of cellular membranes

spasin of smooth muscles

 hemostasis

chemotaxis of leucocytes

24. Mediators of late (steadfast) exudation:

  serotonin

leucotriens

 histamine

factor of platelet's activation

 bradykinin

 25. Local reactions at inflammation:

heat

 fever

redness

edema

 general adaptive syndrome

 increased RSE

 26. Choose cellular mediators of inflammation:

  kinins

ysosomal enzymes

vaso-active amines

 components of complement (C)

 lymphokins

27. Choose mediators - inhibitors of proliferation:

  monokins

keylones 

 immunoglobulins 

 endothelial factor of chemotaxis 

prostaglandins 

filldin 
28. Factors of exudation are linked with intra-vascular changes in the focus of inflammation:

aggregation of fed blood cells

increased hydrostatic pressure into vessels

increased viscosity of blood

 inter-cellular edema of endolhelium

 destruction of desmosomes

29. Enervation of tissues at inflammation can cause the next effects:

 activation of energy metabolism

inhibition of energy metabolism

immune depression

 immune stimulation

 activation of proliferation

inhibition of proliferation

30. Choose hormones which have anti-inflammatory effects:

  mineralocotricoids

giucocorticoids

 thyroxin

epinephrine

ACTH

 TSH

31. Effects of activated components in complements system:

stimulation of histamine's releasing from must cells

destruction of attacked cells

activation of leucocytes

 activation of pain terminals

32. Which processes can cause adhesion of leucocytes on the surface of endothelial cells at acute inflammation?

neutralization of negative charge in leucocytes and endothelium by positive ions and kationinc proteins

reduction of blood supply in venous vessels

exposition of P-selectines on the surface of endothelium

 arterial hyperemia

 ischemia

33. Acute inflammatory response is characterized by:

  formation of inflammatory granules

increased permeability in micro-circulatory vessels

  accumulation of giant poly-nuclear cells

accumulation of neutrophiles in the focus of inflammation

34. Which processes can be stimulated by neutrophiles at inflammation:

  chemotaxis of monocytes

  degranulation of must cells

    reduced permeability of vascular wall

 destruction of cells

35. Choose effects of bradykinin:

  increased arterial pressure in aorta

spasm of smooth muscles in organs

increase permeability of vascular wall

irritate pain terminals

 reduce permeability of vascular wall

36. Adhesion of leucocytes to endothelium primary develops in:

 arterioles

 capillaries

post-capillary venules

37. Choose characteristics for histamine:

 belongs to preformed mediators of inflammation

 can cause dilatation of micro-circulatory vessels

  can cause late vascular permeability at acute inflammation

irritate pain terminals

38. Which types of exudates are more often at pericarditis?

  purulent

serous 

  hemorrhagic 

fibrinous 

39. Choose obligate (professional) phagocytes: 

neutrophiles 

monocytes 

 lymphocytes 

eosinophiles 

40. Which cells can produce mediators at inflammation? 

basophiles 

platelets 

  smooth muscles 

endothelium 

41. Choose characteristics for histamine: 

belong to a new-formed mediators of inflammation 

can cause immediate permeability of vascular wall at acute inflammation 

  can cause degranulation of must cells 

product of histidin decarboxilation

42. Choose characteristics for neutrophiles: 

belong to obligate (professional) phagocytes 

can produce free radicals 

have myeloperoxidaze activity 

 contain azurophilic granules 

 can differentiate into focus of inflammation 

43. Which substances can activate phagocytosis? 

IgG 

  IgE

  prostagiandins E2

fragment C3b of complement system 

44. Aspirin inhibits cyclic-oxygenize and suppress the next mediators of inflammation:

prostaglandin E2 

factor of platelet's aggregation *prostaglandin D2 

thromboxane A2

45. Which cells participate in chronic inflammation?

macrophages 

lymphocytes 

epithelial cells 

 must cells

46. Which factors promote exudates formation at acute inflammation?

difficulties of venous outflow

 reduction of hydrostatic pressure into micro-circulatory vessels

retraction of endothelial cells in post-capillary venules

destruction of basal membrane in micro-circulatory vessels by enzymes of leucocytes

 47. Which cells can produce mediators of inflammation?

must cells

 red blood cells

monocytes

lymphocytes

48. Choose mechanisms of anti-inflammatory effects of glucocorticoids:

inhibit activity of phospholipaze A2

reduce permeability in vessels

inhibit of interleukins

 inhibit of complement system

49. Choose effects of complement system at inflammation:

chernotaxis

increase permeability in vessels

 dilatation of vessels

50. Choose correct sequence of leucocyte's emigration in the focus of acute inflammation:

1 .monocytes

2.lymphocytes

3.neutrophiles

3-1-2

 1-2-3

 2-3-1
4. PATHOPHYSIOLOGY OF THERMOREGULATION. FEVER

51. Choose negative sequences of fever:

 renal failure

vascular failure

 heart failure

hyperthermia

damages of liver

52. Effects of endogenous pyrogens on center of thermoregulation:

  increased production of 1L-1

increased activity of cold-sensitive receptors

 increased activity of warm-sensitive receptors

 decreased production of prostaglandins E

increased production of prostaglandins E

53. Heat-stroke can develop at the next body temperature:

 39°C

 40°C

 41°C

 42°C

54. Which changes of metabolism cam develop at fever?

 hypoglycemia

 positive nitrogen balance

metabolic acidosis

activation of lipolysis

 inhibition of glycolysis

55. Adaptive reactions of organism to cold temperature:

shivering

hypertonus of muscles

 increased sweating

 decreased excitability of cold-sensitive receptors

reduction of respiratory rhythm

increased affinity receptors to epinephrine

hyperglycemia

 dilatation of peripheral vessels

 56. Choose substances with pyrogenic activity:

 histamine

 prostaglandins E
lypopolysachrids 

1L-1 

  IL-2 

1L-6

 kinins

 factor of platelet's aggregation .

57. Exogenous pyrogens can influence on:

 cerebral cortex 

 hypothalamus 

 peripheral thermoreceptors 

neutrophiles 

monocytes 

 B-lymphocytes 

 red blood cells V

58. Adaptive reactions of organism to cold temperature: 

increased activity of metabolic processes 

«muscular shivering» 

 hyperventilation +hypoventilation 

 reduction of basal metabolism 

spasm of peripheral vessels 

 dilatation of peripheral vessels 

reduction of sweating 

 increased sweating 

59. Choose mechanisms of physical thermoregulation: 

 production of primary heat

 production of secondary heat («muscular shivering») 

increased circulation into superficial tissues 

spasm of peripheral vessels 

sweating 

convection V

60. Choose symptoms of the 1Ststage of fever: 

shivering 

 heat

 intensive perspiration 

spasm of peripheral vessels 

 hyperemia into superficial tissues 

 prevalence heat-loss over heat-production

prevalence heat-production over heat-loss

61. Choose signs of overheating:

 activity of termoregulative center is saved 

depends on environmental temperature 

absence of shivering 

 anti-pyretic therapy is effective

62. Choose signs of overheating:

 is caused by pyrogens

disorders of thermoregulation

 active regulation of body temperature

 63. Choose mediators with pyrogenic activity:

L-1

 IL-2

IL-6

 G-colony-stimulating factor

*factor of tumor necrosis alpha (TNF)

 IL-8

64. Defense-adaptive reaction at exogenous hyperthermia:

 shivering

intensive perspiration

 dryness of skin

 paleness of skin

hyperemia of skin

dyspnea

65. Mechanisms of urgent adaptation to cold:

spasm of peripheral vessels

 stimulation of fatty tissues

«muscular shivering»

 morphologic-functional changes into muscles

increased activity of metabolic processes

 increased sensitivity of receptors to epinephrine

66. Which action on CNS can promote fever:

injection of psychostimulators (phenamin, caffeine)

 deep narcosis

bilateral decortication

 injection of sedative and neuroleptics (bromides, aminazin)

67. Choose inductors of IL-1:

bacterial lipopolysacharides

  IL-2

IL-1

IL-6

factor of tumor necrosis alpha (TNF)

G-colony-stimulating factor

68. Choose effects of IL-6:

 induction of IL-1 synthesis

 induction of TNF synthesis

fever

neurtophilia

induction of stress-reaction

 69. Choose clinical symptoms of compensatory stage in the case of hyperthermia:

tachycardia

 bradycardia

dyspnea

 suppression of respiration

dilatation of peripheral vessels

 dilatation of vessels in internal organs

 hemodilution

hemoconcentration

70. Choose clinical symptoms of non-compensatory stage in the case of hyperthermia:

 tachycardia
 bradycardia

dyspnea

dilatation of peripheral vessels

 dilatation of vessels in internal organs + suppression of respiration * hemodilution

hemoconcentration
71. Successful reanimation is possible at the next body temperature:

 24°C

 25°C

26°С
 27°С
28°С
72. Which protein's concentration is increased at response of acute phase?

C-reactive protein

 transferrin

fibrinogen

alpha-2-macroglobu 1 in

serum amyloid A

73. Neurtophilia at response of acute phase is caused by:

IL-1

IL-6

 IL-2

TNF alpha

 IL-8

74. Which proteins of acute phase have anti-inflammatory effects:

 C-reactive protein

alpha-2-macroglobulin

alpha-1 -antitripsin

cerulloplasmin

 fibrinogen

crotisol

alpha-1 -chemotripsin

75. Choose effects of IL-6:

fever

activation of T-lymphocytes

activation of B-lymphocytes

stimulation of immunoglobulins synthesis

synthesis of proteins acute phase in liver

 anorexia

 activation of endothelial cells

76. Which cytokine can cause synthesis of proteins acute phase in liver?

  IL-1

 TNF alpha

11-6

26

77. Choose urgent adaptive reactions at hypothermia:

spasm of peripheral vessels

 dilatation of peripheral vessels

 reduction of metabolism

activation of glycogenolysis into liver and muscles

 increased perspiration

muscular shivering

 dyspnea

78. Choose clinical symptoms for non-compensatory stage of hypothermia:

reduction of basal metabolism

 activation of basal metabolism

 spasm of peripheral vessels

dilatation of peripheral vessels

arterial hypotension

 arterial hypertension

 tachycardia

bradycardia

79. Choose the main mechanism of sun-stroke:

 hyperemia of skin covers

dilatation of cerebral vessels

 dyspnea

 increasing of arterial pressure

 reduction of inter-cerebral pressure

80. Endogenous hyperthermia is caused by endogenous pyrogens:

  yes

no

81. Choose correct sentences:

pyrogenic activity of microbes is not equal their pathogenic properties 

 only endotoxins have pyrogenic activity 

components of bacterial membranes have pyrogenic activity 

 nucleonic acids of phagocytes have direct pyrogenic activity
5. ALLERGY

1. Give definition of "hypoergia":

  State of organism with abnormal (deviated) reactivity and resistance

State of organism with reduced non-specific reactivity and resistance

 State of organism with increased specific reactivity and reduced resistance

2. Give characteristics for phase sensibilization of delayed type allergy:

antigen presentation by macrophages

 reduced number of T-helpers

increased number of T-helpers

production of 1L-2

 increased number of T-suppressors

 activation of B-lymphocytes

formation of sensibilizeted T-lymphocytes

 synthesis of antibodies by B-lymphocytes (Ig)

3. Target-cells of the 1st order at reaginic type of allergy:

  monocytes  

must cells

eosinophiles  

neutrophiles
   lymphocytes

 basophiles

  smooth muscles

4. Choose clinical manifestation of Arthus' phenomenon:
 periodical edema and blisters into skin, mucous membranes, itch, fever

 periodical conjunctivitis, rhinitis caused by pollen

ocal inflammatory-necrotic reaction in skin and subcutaneous tissue caused by multiply injection of alien proteins

5. Is it correct that medicinal allergy can develop due to the II and the IV types of allergic reactions?

yes

 no

 6. Choose allergic reaction of III type:

Arthus' phenomenon

 pollen allergy

 medicinal agranulocytosis (leucopenia)

 allergic orhitis

acute glomerulonephritis 

 Hashimoto' thyroiditis 

 rhesus-conflict between mother and fetus 
7. Choose allergic reactions of the III type: 

 anaphylactic shock 

 reaction of transplantation rejection 

serum sickness 

 bronchial asthma 

 urticaria

 contact dermatitis 

8. Is it possible to release mediators from must cells without complement participation? 

yes

  no 

9. Choose allergic reaction of the IV type: 

 Arthus' phenomenon 

 pollen allergy

 medicinal agranulocytosis (leucopenia) 

allergic orhitis 

acute glomerulonephritis 

Hashimoto' thyroiditis 

 rhesus-conflict between mother and fetus 

10. Choose allergic reactions of the IV type: 

 anaphylactic shock 

reaction of transplantation rejection 

 serum sickness 

 bronchial asthma 

 urticaria

contact dermatitis 

11. Mechanism of tissue injury at reaginic type of allergy: 

 excess formation super-oxide anion-radicals 

 activation of complement-depended cytotoxity 

 activation of antibody-depended cytotoxity 

degranulation of must cells and releasing of mediators 

12. Mechanism of tissue injury at reaginic type of allergy: 

releasing of mediators from eosinophiles, platelets, neutrophiles

 releasing of lymphokins

 activation of complement fragments C3, C5, C8, C9

 activation of к in in system

 activation of phagocytes and effects of lysosomal enzymes

13. Methods of desinsibilizaton at delayed type allergy:

 injection of anti-histamine medicine

injection of glucocorticoids

 gradual injection of allergens

 blockade of kinin system

 activation of adenylatecyclaze

 inhibition of phosphodiesthraze

inhibition of lymphokins

inhibition of 1L-2

14. Primary mediators of anaphylaxia:

serotonin

 interleucins

 factor causing stimulation of neutropiles migration

histamine

 prostaglandins E, F

 factor causing inhibition of macrophage's migration

15. Primary mediators of anaphylaxia:

 kinins

heparin

histamin

 interferon
eosiniphilic factor of chemotaxis

 lysosomal enzymes
16. Is it correct sentence "specific degranulation of must cells is accompanied by their destruction"?

  yes

no

17. Red blood cells destruction at autoimmune hemolytic anemia is a result interaction between allergen and fixed on their surface antibodies:

  yes

no

18. Main role in pathogenesis of the IV type allergy belongs to mediators released from must cells:

  yes

 no

19. Can allergic diseases develop due to different mechanism of tissue injury?

 yes

 no

20. Is specific hyposensibilization effective at atopias?

 yes

 no

21. Is specific hyposensibilization effective at the IV type of allergy?

  yes

no

22. Choose characteristics of complete antigen:

  molecular mass less than 1000 Dalton

molecular.mass more than 50000 Dalton

 has 1-2 antigenic determinants

has more than 5-10 antigenic determinants

can induce formation of specific antibodies and sensibilizated lymphocytes directly

 receives immunogenic properties after combination with host proteins

can interact with antibodies and sensibilizated lymphocytes

23. Production which factors can reduce tissue injury at allergy:

 factor of platelets activation

 histamin

arylsulfataze

histaminaze

hosphodiesthraze cGMP

 leucotriens

24. Choose allergic reaction of immediate type:

Quinke edema

 Hashimoto's thyroiditis

urticaria

bronchial asthma

 rheumatic myocarditis

acute glomerulonephritis
25. Choose allergic reaction of immediate type:

anaphylaxia

serum sickness

 tuberculin test

 contact dermatitis

pollen allergy

medicinal allergy

26. Which from listed allergens can cause atopies?

domestic dust

 bacterial toxins

 viruses

 bacteria

micro-anthraces

epidermal allergens

pollen

spores

cow' milk

27. Which from listed allergens can cause pollen allergy?

 domestic dust

cereal's pollen

 micro-anthraces

tree's pollen

flower's pollen

 antibiotics

 spores

28. Choose allergic disease of the I type immune injury:

urticaria

 myasthenia gravis

«pollen» bronchial asthma

anaphylactic shock

Qunke's edema

 serum sickness

pollen allergy

insect allergy

29. Which from listed diseases are atopies?

pollen allergy

urticaria

Qunke's edema

 serum sickness

30. Choose allergic reactions of the II type immune injury:

 serum sickness

immune agranulocytosis

autoimmune hemolytic allergy

31. Choose allergic reactions of the III type immune injury:

serum sickness  

local reactions (Arthus' phenomenon)

 immune agranulocytosis


 allergic alveolitis

acute glomerulonephritis


 autoimmune hemolytic anemia

32. Choose allergic reactions of the IV type immune injury:

contact dermatitis

 Arthus' phenomenon

bacterial allergy

 food allergy

transplantation rejection

Hashimoto's thyroiditis

33. Choose autoimmune diseases:

Hashimoto's thyroiditis

 Arthus' phenomenon

rheumatoid arthritis

myasthenia gravis

immune agranulocytosis

lupus erythrematous

autoimmune-hemolytic anemia

34. Choose allergic reactions of the II type immune injury:

thyroiditis

 tuberculin test

 contact dermatitis

acute glomerulonephritis

autoimmune hemolytic anemia
35.Which allergic diseases have been need for diagnostics of skin test with allergen?

allergic rhinitis

 medicinal allergy

bronchial asthma

pollen allergy

 immune agranulocytosis

tuberculosis of lung

brucellosis

36. Choose characteristics for the I (reaginic) type immune injury:

main role in pathogenesis play Ig E

clinical manifestations develop in a 15-20 minutes after repeated contact with allergen

 clinical manifestations develop in a 6-8 hrs after repeated contact with allergen

histamine, kinins, leucotriens, factor of platelet's aggregation participate in this type immune injury

 lymphokins play main role in this type immune tissue injury

37. Choose time of appearance clinical manifestation of the 1 type immune tissue injury after repeated injection allergen:

 15-30 minutes

   6-8 hrs

  24-48 hrs

  10-14 days

 38. Choose types of Ig which participate in the I type allergic reactions:

  IgGl

IgO4

IgE 

 IgA

 IgM

39. Choose correct sentences:

the 1st stage of allergic reaction starts after primary contact with allergen

 the 1st stage of allergic reaction starts after secondary contact with allergen 

specific antibodies or sensibilizated lymphocytes are produced during the 1st stage of allergic reaction

mediators are produced during the 2nd stage of allergic reaction

the 3rd stage of allergic reaction is characterized by clinical manifestations

40. Choose events for the 1st stage allergic reaction reaginic type:

cooperation of T-, B-lymphocytes and macrophages

 cooperation of must cells, neutrophiles and eosinophiles
formation of plasmatic cells clone
 formation of specific T-effectors clone

 synthesis and accumulation of antibodies

 activation of must cells

41. Choose cells which play main role in the I type of immune tissue injury:

B-lymphocytes

T-lymphocytes

macrophages
eosinophiles

 neutrophiles

 must cells

plasmatic cells

42. Choose processes which play main role in the II type of immune tissue injury:

interaction circulated antibodies (igG, IgM) with antigen fixed on the surface target-cells a.t participation complement, phagocytes and NIC-cells

 interaction circulated antibodies (IgG, IgM) with antigen at formation soluble immune  complexes with complement participation

 interaction sensibilizated lymphocytes with antigen

 interaction antibodies fixed on the surface target-cells (IgG, IgM) with antigen without complement participation

43. Choose processes which play main, role in the IV type of immune tissue injury:

interaction circulated antibodies (IgG, IgM) with antigen fixed on the
surface target-cells at participation complement, phagocytes and NK-cells;

interaction circulated antibodies (IgG, IgM) with antigen at formation
soluble immune complexes with complement participation;

interaction sensibilizated lymphocytes with antigen

interaction antibodies fixed on the surface target-cells (IgG, IgM) with
antigen without complement participation;

44. Which mediators and enzymes can produced by activated must cells?

histamine
eucotrins C4, D4

prostaglandins

 arylsulfateze

 histaminaze

 oxidants

 lysosomal enzymes

 factor of platelet's activation
45. Can Iodine, Gold, Platinum, Cobalt cause state of sensibjlization?

yes

  no

46. Which from listed allergens can be more frequent reason of atopies?

domestic dust

 bacterial toxins

 viruses

 microbes

micro-anth races

epidermal allergens

pollen

mycosis spores

47. Choose correct sentences:

reagines and skin-sensibilizating antibodies are produced at atopia

 IgG] and IgG2 are produced at atopia

antibodies have cellular affinity at atopia

 reagines can cause cell's destruction after fixation on the surface of target-cells;

 main role in pathogenesis of atopia play oxidants, anaphylotoxins and lysosomal enzymes;

48. Which events develop in the 1st stage of rcaginic type?

formation of complexes Ag+Ab

 cooperation of T-,B-lymphocytes and macrophages

 cooperation of must cells,neutrophiles and eosinophiles

contact of antigen (allergen) with specific antibodies

 activation of must cells

 47. Can serum sickness develop:

 at primary injection of small dozes alien serum

at primary injection of large dozes alien serum

at repeated injection of large dozes alien serum

48. Can complement participates in the IV type allergy:

  yes 

no

49. Main role in pathogenesis of the I type of allergy belongs to Jg E:

yes
 no

50. Main role in pathogenesis of the I type of allergy belongs to Jg M:

 yes

no

51. Fixed antigens present:

 1 type

П type

 Ш type 

IV type

52. Activation of complement system (C) due to classic way is caused by:

 super-oxide anion-radical

immune complex

 bacterial lipopolysacharides

 endogenous enzymes (plasmin, trypsin, kallikrein)

53. Alternative way activation of complement system (C):

 activation of fragments C5-C9

 activation of C1

activation of C3

54. Activation of complement system (c) is accompanied by:

 lysis of target-cells

 reduction of vascular permeability

destruction of cellular membranes and releasing of lysosomal enzymes

 stabilization of cellular membranes and inhibition of lysosomal enzymes

activation of kinin system

 inhibition of chemotaxis

activation of chemotaxis

55. Choose correct sentences:

allergy and immune response can be caused by the same antigens

 allergy and immune response can't be caused by the same antigens

 allergy unlike immune response can't be caused by physical factors

immune response unlike allergy can't be caused by chemical factors

allergy is reduction, but immune response is activation resistance to antigen

 allergy is increasing, but immune response is reduction of resistance to antigen

56. Reactivity is:

 state of organism which characterized by resistance to different pathogenic factors;

 state of organism which characterized by inadequate reactions on ordinary factors and predisposition to action of pathogenic factors;

ability of organism to response on environmental actions

57. Types of reactivity:

biological (primary)
individual

pathological

age

 sexual

58. Primary mechanisms of tissue injury at allergic reactions of the IV type:

 complex AB+AG which can activate complement (C)

sesibilizated T-lymphocytes (effectors)

lymphokins

 lysomal enzymes of macrophages

 lysosomal enzymes of neutrophiles

 mediators which released after formation complex (AG+lgE) on the surface of cells

59. Which cells can produce iminunoglobulins:

B-lymphocytes

 macrophages

plasmatic cells

 T-helpers

 T-inductors

60. Mechanisms of ig E-depended allergic reactions:

action of 1L-4

presentation of antigen by B-lymphocytes

 deficiency of T-helpers

 excess of T-helpers

 excess of cytotoxic T-effectors

prevalence of T-helpers 

61. Choose tissues isolated from immune system during embryogenesis (primary endogenous allergens):

 heart

 kidney

lens of eye

 adrenal glands

thyroid gland

testicules

myelin of neurons

 liver
62. Clinical-physiological manifestation of sensibilization:

 reduction of arterial pressure

 urticaria

 leukocytosis

absence of clinical symptoms

 fever

 local edemas

increased concentration of specific Ig

increased number of T-lymphocytes
7. PATHOPHYSIOLOGY OF TISSUE'S GROWTH. TUMORS

1. Choose endogenous cancerogenes:

a) estrogens, 

b) aniline, 

c)cholic acid, 

d) litocholic acid, 

e)methylcholantren, 

Oderivates of triptophane 

 a, b, с 

 b, c, d 

 c, d, e 

a, d, f 

2. Choose functions of oncoproteins: 

stimulate of neoplastic progression 

 stimulate of tissue respiration 

 inhibit of glycolysis 

stimulate of neoplastic transformation
3. Which cells can produce TNF (tumor necrotic factor)?
 neutrophiles

 eosinophiles

monocytes

 platelets

 red blood cells

tissue macrophages

4. Give the  mechanisms of growth  and  differentiation  at neoplastic transformation:

excessive activity of cGMP

 excessive activity of с AMP

 reduced activity of tyrosine-dependent proteinkinazes

increased activity of tyrosine-dependent proteinkinazes

hyper-activity of Ca- dependent proteinkinazes

 presence of proteins which phosphorilated by tyrosine

increased concentration of phosphotirosines

5. which "host" factors can kill the tumors?

T-kiIlers

 blocking antibodies

allogenic inhibition

NK. (natural kiilers)

phagocytosis

 antigenic simplification

 masking of antigenic structures

6. Which metabolites can be endogenous cancerogenes

cholesterol

 galactose

cholic acid

tryptophane

estradiol

 acorbinic acid (vit. C)

7. Which effects belong to morphologic atypism?

a) negative Pasteur's effect, b) reduced number of nexuses, c) reduced number of mitochondria, d) defective receptors, e) increased synthesis of P-proteins

 a, b, с
 a, c, d

b, c, d

 b, d, e 

8. Choose the possible reasons of tumor's return:

 suppression of local immunity

 reduced activity of anti-cellular mechanisms anti-tumor resistance

surviving of tumor's cells after their extraction or destruction

insert of DNA tumor cells into genome of normal cells

9. Which effects belong to functional atypism?

loss of specific functions

 aerobic glycolysis

 reduced number of nexuses

infiltrative growth

 utilization of substrates at low concentration

 reduced number of mitochondria

 antigenic transformation

metastasis

10. Choose oncogenes of initiation stage at tumor process:

a) c-rnyc, b) c-fos, c) c-sis, d)c-jin, e)c-erb

a, b, d

 a, c, d

 c, d

 b, d, e

11. Choose typical forms of pathology in tissue growth:

 necrosis

pathologic hypertrophy

pathologic hyperplasia

 sarcoma

 hyperplasia of mitochondria

dysplasia

 carcinoma

 12. Choose functions of oncoproteins:

 inductors of oxidative phosphorilation

inductors of protein's phosphorilation by tyrosine

inductors of cGMP

 inductors of cAMP

 hormones - growth factors

receptors to growth factors

 receptors to steroid hormones

homologies to growth factors

13. Choose features of carbohydrate metabolism in tumors:

ability to utilize glucose in low concentration 

 excessive activity of oxidative phosphorilation 

excessive activity of glycolysis 

 positive Pasteur's effect 

negative Pasteur's effect 

14. Which metabolites can be endogenous cancerogenes: 

 thyroxin fcorticosterone 

estradiole 

 epinephrine 

 growth hormone 

 insulin 

15. Choose the signs of benign tumors: 

  metastasis 

expansive growth 

 return (relapse)

 formation of blocking antibodies 

 high level of neoplastic progression 

 absence of contact breaking 

 infiltrative growth 

high level of proliferation 

 block of cellular maturation 

16. Absence of Haiflik's limit presence at: 

 normal regeneration of tissue 

 low regeneration of tissue 

 high regeneration of tissue 

stage of "initiation" 

stage of "transformation"

 equilibrium between growth and differentiation in tissues 

17. Choose correct definition for "pathological hypertrophy of tissue": 

 increase mass and size of structural elements in tissue 

 increase mass and size of structural elements after excessive physical load 

 increasing mass and size of structural elements in tissue inadequate to their function

18. Choose the main mechanism of dysplasia:

 disorders in mitosis

disorders in meiosis

disorders of metabolic regulation

 extra-cellular acidosis

disorders in cellular differentiation

 acute hypoglycemia

disorders in genetic program of cells

19. Choose factors which can cause cell's division:

 cAMP 

keylones

reduction of superficial stretching 

growth factors 

cGMP V

20. Malignant tumors after ionizing radiation develop more in the next organs: 

 lungs 

 breast 

 stomach 

bone marrow 

skin

hemopoetic tissue 

21. Choose states with increased risk of tumor's development:

 acute inflammation 

chronic inflammation 

old age

onizing radiation 

immune deficiency 

vaccination 

22. Choose the signs of malignant tumors: 

absence of contact breaking in tissue 

 increased concentration of keylones 

ctivation of anaerobic glycolysis 

 inhibition of protein's phosphorilation by tyrosine 

presence of factors which stimulate angiogenesis in tissues 

nhibition of cell's differentiation

23. Which cellular structure is target for chemical cancerogenes?

 cytoplasmatic membranes
 lysosomes

 sarcoplasmatic reticulum
 inter-cellular matrix

 mitochondria
DNA

24. Choose the signs of neoplastic progression:

anaplasia

 loss of autonomy

invasive growth

infiltrative growth

 terminal differentiation is saved

 antigenic stimulation of organism by tumors

 inability to metastasis

25. Choose effects of TNF (tumor necrotic factor):

cahexia

activation of cytotoxic function of macrophages

nduction of terminal differentiation in tumor cells

 reduce antigenic abilities in tumor cells

activation of natural killers

 increase activity of lipoproteinlipaze in tissues

26. Choose virues which contain DNA:

 virus of Raus's sarcoma

Epstein-Barr's virus

вирус папилломы шейки матки
 virus of adult T-leukemia

virus of Showp's papiloma

 virus of mouse leukemia

 Brittner's virus















