I. PATHOPHYSIOLOGY OF RED BLOOD
1.Picture of blood at B12-folic deficiency anemia:
anisocytosis                                       anulocytosis
poikilocytose                                     microcytosis
target-cell                                           macrocytosis
megalocytes with Jolly's bodies       megalocytes with Kebot's rings
2.Reasons of inherited hemolytic anemias:
action of biological poisons
transfusion of incompatible blood group
enzyme's deficiency (glucose-6-phsphate dehydrogenaze)

ATP deficiency in erythrocytes
action of drugs
abnormal hemoglobin presence
3.Reasons of congenital hemolytic anemia:
action of biological poisons
transfusion of incompatible blood group
enzyme's deficiency (glucose-6-phsphate dehydrogenaze)

ATP deficiency in erythrocytes
action of drugs
abnormal hemoglobin presence
4.Erythrocytosis is observer at:
mountain sickness
poisoning with charcoal gas
inborn defect of heart 

hemoglobinopathy 
5.Reasons autoimmune hemolytic anemias are:
transfusion of incompatible blood group
systemic diseases of connective tissue
hemoglobinuria due to decreased temperature action
hemoglobinopathy
action of drugs
7.Signs of aplastic anemia:
blood volume is increased (hypervolemia)                 reticulocytes are decreased
secondary infection                                                     erythropoetins are increased
megaloblastosis
8.Etiology of aplastic anemia:
ionizing radiation                                               vitamin's deficiency
drugs (cytostatic)                                                protein's deficiency
 9.  lmportant role in pathogenesis B12-deficiency anemia play next factors:
insufficient erythrocyte saturation by hemoglobin
disorders of DNA synthesis in nucleus of erythroblasts
period of erythrocyte's life is decreased
10.Common sings of anemia:
pain                                     tachycardia
dyspnea                               hypertension
paleness
11.What reasons can cause hypo-aplastic anemia:
stomach resection                                       ionizing radiation
chronic kidney failure                                 toxic mania
vitamin B12 deficiency
12.Syroptoms B12-folic acid deficiency anemia are:
jaundice                                                          polyneuritis
normoblastosis                                                megaloblastosis
airophy of mucous in stomach                        splenomegaly
13.Erythrocyte's shape at thalassemia:
target-liked cells                 sickle-liked cells                   microspherocytes
14.Bilirubinemia presence at:
sideroachristic anemia                              hemoglobinopathy
hemolytic disease at newborns                aplastic anemia
15.Reasons of iron deficiency anemia:
hypoacidic gastritis                                      tumor
acute hemorrhage                                         chronic hemorrhage
16.Urgent compensative mechanisms at hemorrhage:
spasm peripheral vessels
tachycardia
hyperpnoea
increased blood coagulation
increased hemopoesis (increased hemopoetic activity of bone marrow)
increased protein's synthesis in liver
intratissue liquid comes in vessels
17.Factors can cause iron-deficiency anemia:
deficiency intrinsic Castle's factor                 non-compensated loss of iron
suppression HCL secretion in stomach         disorders of folic acid activation
vitamin В12 deficiency                                  decreased erythropoetin's production
increased expenditure of iron                        exhaustion of iron's depot
18.Choose factors which can cause megaloblastic anemia:
hypoxia of myeloid tissue                                 chronic iron deficiency
vitamin В12 deficiency in food                        disorders of folic acid activation
deficiency of intrinsic Castle's factor

inherited disorders of hemoglobin's synthesis
competitive consumption of vitamin В12       

disorders of vitamin В12 utilization in bone marrow

19. At what case iron deficiency anemia can develop?
chronic blood loss                                      rhesus conflict
folic acid deficiency                                   stomach resection
acute blood loss                                          chronic enteritis
20. At what case hemolytic anemia can develop?
hemophilia                                              rhesus conflict
protein starvation                                    gastromucoprotein's deficiency
hemoglobinopathy                                  malaria
21.Hematoiogicai signs of hypoplastic anemia are:
hypochromia of red cells
neutrophilia
normochromia of red cells
relative lymphocytosis
neutrophile's number is decreased in peripheral blood
latent ability of iron's consumption is decreased in blood

22.Hematoiogicai signs of hypo-aplastic anemia are:
non-effective erythropoesis is increased
period of erythrocyte's life is decreased
neutrophile's number is decreased in peripheral blood
hyperchromia of red cells
norm-megaloblastic type of hemopoesis
latent ability of iron's consumption is increased in blood

23.Моге often reasons of iron deficiency anemia are:
chronic blood loss                             inborn deficiency of Castle's factor
ionizing radiation                              folic acid's deficiency in meal
chronic enteritis                                hypo-acidic gastritis
24.Hematological signs of chronic post hemorrhage anemia are:
iron's level is increased in blood
iron's level is decreased in blood
coefficient of transferrin' saturation is increased
coefficient of transferrin' saturation is decreased
sideroblast's number is increased in bone marrow
sideroblast's number is decreased in bone marrow
25.Choose anemias with megaloblastic type of hemopoesis:
post hemorrhage anemia                   anemia at folic acid's deficiency
inherited hemolytic anemia               anemia at worm invasion
Addison-Birmer's anemia

26.Reasons of hypo-aplastic anemia:
stomach' resection                           ionizingradiation
leukemia                                        toxin'and poison'action
vitamin В12 deficiency in meal
27.Factors, which can cause iron deficiency anemia more often:
acute blood loss                                            immunodepressants
chronic blood loss                                         chronic enteritis
tiredness at training                                       hypoacidic gastritis
folic acid's deficiency
28.Choose more often reasons of iron deficiency anemia:
iron' deficiency in meal                              inherited deficiency of transferrin
chronic blood loss                                      kidney diseases
pregnancy and lactation                              disease of gastro-intestinal tract
2.     PATHOPHYSIOLOGY OF WHITE BLOOD
1.Which changes in peripheral blood are characteristic for neutrophilic leukocytosis:
percentage concentration of lymphocytes is decreased
leukocyte's number is increased
presence of myeloblasts
percentage concentration of stabs neutrophiles is increased
percentage concentration of juvenile neutrophiles is increased
percentage concentration of eosinophiles and basophiles is increased
2.Which changes in peripheral blood are characteristic for chronic myeloleukemia at flare:
percentage concentration of lymphocytes is decreased
leukocyte's number is increased
presence of myeloblasts
percentage concentration of stabs neutrophiles is increased
percentage concentration of juvenile neutrophiles is increased
percentage concentration of eosinophiles and basophiles is increased

3.Which leukemia is accompanied acute disorders of maturation ("leukemic gap"): myeloblasts leukemia                                   erythremia
lympholeukemia                                            monocytic leukemia
myeloleukemia                                              monoblastic leukemia
 lymphoblastic leukemia 

 4.More possible reasons of agranulocytosis: 

vitamin В12 deficiency                                 viral infection

lupus erythematosus                                     acute  infection

fungal intoxication
5.More possible reason of patient's death with agranulocytosis is:
uremia                                              secondary infection
acute heart failure                            hypoxia
acidosis
6.More possible reason of patient's death at leukemia: 

hypoglycemia                                     hemorrhage in brain
acute heart failure                               hypoxia
edema of brain 

7.Which changes in peripheral blood are characteristic for acute myeloblasts leukemia? 

all type myeloid cell presence in peripheral blood (from myeloblasts to granulocytes) 

"leukemic gap" absence of pre-matured cells 

anemia
thrombocytopenia

8.Which changes in peripheral blood are characteristic for chronic myeloleukemia: presence of all cell's types (from myeloblasts up to granulocytes) 

absence of pre-matured cells - "leukemic gap" 

anemia 

thrombocytopenia
9.Clinical symptoms arc characteristic for leukemia:
anemia, leukocytosis, jaundice
hemolytic anemia, splenomegaly, jaundice
megaloblastic anemia, polyneropathy, atrophy of stomach' mucosa
metaplastic anemia, secondary infections, thrombocytopenia
aplastic anemia, leucopenia, thrombocytopenia
10.Which reasons can cause physiological leukocytosis:
glucocorticoid's abuse                                       infection
infarction of myocardium                           newborn state+meal loading                                                     physical loading+mental loading
11.Which reasons can cause "pathological" leukocytosis:
glucocorticoid's abuse                                      infection
infarction of myocardium                                 newborn state
meal loading                                                       physical loading
mental loading

12.Which disorders of hemostasis accompany chronic leukemia?

bleeding due lo fibrinogen's deficiency 

bleeding due to thrombocyte's deficiency 

bleeding due to vitamin С deficiency 

bleeding due to vitamin К deficiency 

3.      PATHOPHYSIOLOGV OF HEMOSTASIS
1.Which diseases are coagulopathy?
Shonlein-Henoch disease                        afibrinogenemia
hemophilia                                              vitamin С deficiency
vitamin К deficiency
2.Which mechanisms are thrombocyte's factor of hemostasis:
thrombocyte's adhesion                       cloth's retraction
active thromboplastin's formation        adhesive molecule's formation
vessel's spasm                                       white agglutinative thrombus's formation
thrombin's formation                             contact factor's activation
3.Which mechanisms are vascular factors of hemostasis:
thrombocyte's adhesion                          cloth's retraction
active thromboplastin's formation         adhesive molecule's formation
vessel's spasm                                       white agglutinative thrombus's formation
thrombin's formation                             contact factor's activation

4.Which mechanisms are coagulative factors of hemostasis:
thrombocyte's adhesion                           cloth's retraction
active thromboplastin's formation          adhesive molecule's formation
vessel's spasm                                         white agglutinative thrombus's formation
thrombin's formation                               contact factor's activation 

5.Factors of coagulation system:
heparin                                                     antithromboplastin
antithrombin                                             tissue thromboplastin
fibrinogen                                                plasmin 

6.Factors of anti-coagulation system:
heparin                                                  antithromboplaslin
antithrombin                                         tissue thromboplastin
fibrinogen                                              plasmin

7.Hemorrhagic diathesis linked with vascular disorders:
vitamin С deficiency                                           Shonlein-Henoch disease
hemophilia                                                           Werlgoff disease
Rendu-Osler disease (angiotelectasia)                afibrinogenemia

8.Which mechanisms can cause activation of coagulation at DIC-syndrome?
decreased blood viscosity
increased tissue thromboplastin in blood
disseminated damages of vessel's wall
decreased thrombocyte's number
increased blood viscosity
intensive inter-vascular aggregation of blood cells

9.Reasons of coagulopathies:
absence of anti-hemophilic globulins              thrombocytopenia
vitamin С deficiency                                         obturative jaundice
vitamin К deficiency                                        afibrinogenemia

10.Which plasma factor is absence at hemophilia A?
Hagemann' factor
anti-hemophilic globulin С (Rosental' factor)
anti-hemophilic globulin В (Christmas' factor)
VIII factor
11.Reasons of DIC-syndrome:
sepsis                                                       lupus erythrematosis

hey fever                                                   bronchial asthma

vitamin С deficiency                                 cardiogenic shock
trauma with tissue damages
12.Factors promoted of thrombus formation:
reduced thrombocyte's number                

vessel's wall damages                             

decreased blood velocity

change of endothelium's charge from negative on positive
decreased coagulants activity

13.Thrombocylopathy is:
changes of physiological function of thrombocytes independently from their number
changes of physiological function of thrombocytes obligatory combined with changed thrombocyte's number
changes of physiological function of thrombocytes obligatory combined with decreased thrombocyte's number
14.Reasons of DIC-syndrome:
sepsis
shock
damages of placenta
acute leukemia

15.Vascular-thrombocytic hemostasis is changed at:
decreased of thrombocyte's number
disorders of thrombocyte's function
inherited angiopathy
deficiency VIII factor
deficiency of Willebrand's factor
expression on the surface of thrombocytes receptors to fibrinogen
absence on the surface of thrombocytes receptors to Willebrand's factor

16.Hemorrhagic syndrome is result:
increased vessel's permeability              decreased activity of plasminogen system
deficiency of procoagulants                    functional disorders of thrombocytes
increased activity of plasmin system       decreased of thrombocyte's number
increased concentration of fibrinolysis's inhibitors
17.Choose clinical signs characteristic for thrombocytopenic purpura (Werlgoff's disease):
increased of thrombopoetin's production              disorders of vessel's wall
short time of capillary bleeding                             short time of thrombocyte's life
disorders of cloth's retraction                                +petechial type of bleeding
hematomic type of bleeding 
increased of anti-thrombocytic antibodies in plasma (IgG3)

18.Choose changes characteristic for hemophilia:
long time of capillary bleeding        decreased procoagulant activity of VIII factor
long time of coagulation                 disorders in synthesis of VIII factor
positive ligature test                          deficiency of Willebrand's factor

19.Choose disorders characteristic for thrombocytopathy:
decreased synthesis of thromboxan A2
deficiency of thrombostenin in thrombocytes
absence of thrombocyte's aggregation
defreased releasing from thrombocytes ADP and serotonin
+decreased cloth's retraction
20.Choose factors which can cause thrombocytopenia:
suppression of megacariocyte's proliferation
suppression of megacariocyte's locus by tumor cells at leukemia
activation of Leukocytic locus in bone marrow at inflammation
increased "consumption" of thrombocytes at thrombopoesis
immune damages of thrombocytes
large doze of ionizing radiation
leukolysis
21.Reasons of long-time coagulation:
excess of anticoagulants                                      inhibition of fibrinolysis
activation of fibrinolytic system                           deficiency of procoagulants
decreased activity of natural coagulants 

increased concentration of procoagulants in blood
4.     PATHOPHYSIOLOGY OF CARDIO-VASCULAR SYSTHEM 
1.Clinical manifestation of right-ventricular cardiac insufficiency:
portal hypertension                     tachycardia
lung's edema                                circulatory hypoxia-gaseous acidosis      
cyanosis
ascites
2.Which from listed mechanisms is initial for cardiac edema:
decreased of sodium and water reabsorption in kidney
increased vessel's permeability
venous congestion
decreased oncotic pressure in blood
decreased cardiac output
3.Mixed hyperfunction of myocardium develops at next diseases:
essential hypertension                   thyreotoxicosis
emphysema of lungs                    infarction of myocardium
combined aortal defect                 mitral stenosis
4.Inter-cardiac reasons of cardiac insufficiency: 

stenosis of aorta                               essential hypertension
lung's emphysema                             renal hypertension
myocarditis

5.Extra-cardiac reasons of cardiac insufficiency: 

myocarditis                                       thyreotoxicosis
myocardiodystrophy                         renal hypertension
endocarditis
6.Which diseases can cause isometric hyperfunction of myocardium:
defect of inter-atrial septum                                    essential hypertension
caorctation (narrowing) of aorta                            infarction of myocardium
7.Choose inter-cardiac reasons of cardiac insufficiency:
thyreotoxicosis                                                 pericarditis
myocarditis                                                      ischemic disease of heat
essential hypertension                                      endocarditis
8.Choose possible reasons of right ventricle cardiac insufficiency:
infarction of forward wall left ventricle              thyreotoxicosis
exudative pericarditis                                          lung's emphysema
essential hypertension

9.How blood velocity change in coronary vessels at chronic coronary insufficiency: 
doesn't change                                                is decreased non-significantly
is decreased significantly                               is increased

10.Which states can cause myocardium's over-loading by pressure: 

anemia                                                             insufficiency of aortal valve
general atherosclerosis                                   insufficiency of mitral valve
arterial hypertension                                       aortal stenosis
11.Choose reasons can cause myocardium's overloading by volume: 

aortal valve insufficiency                              arterial hypertension
diabetes mellitus                                      stenosis of left atrio-ventricular foramen
excessive production of norepinephrine          mitral valve insufficiency

12.Clinical manifestation at left ventricular cardiac insufficiency:
edema on legs                                                 decreased cardiac output
dyspnea                                                          hepatomegaly
tachycardia                                                bubbly sounds in basal fields of lungs
angiotelectasis
13.Coronary insufficiency is result of:
paroxysmal tachycardia                                         endocarditis
spasm of coronary arteries                                     hypercapnia
adenosine cumulation in myocardium                     stenotic coronarosclerosis
14.Choose events and factors at increased epinephrine's concentration causing myocardium's damages:
oxygen's consumption by myocardium is decreased 

oxygen's transport to myocardium is decreased absolutely 

oxygen's transport to myocardium is decreased relatively 

phosphorilation and aerobic oxidation in cardiomyocytes are decreased 

phosphorilation and aerobic oxidation in cardiomyocytes are increased 

glycogen's storage is decreased in cardiomyocytes 

15.Which diseases can cause right-ventricular cardiac insufficiency:
lung's emphysema                                            defect of inter-ventricular septum
thyreotoxicosis                                                   caorctation (narrowing) of aorta
acute myocarditis
16.What events are characteristic for renin-depended hypertension:
increased tonus of peripheral vessels at the expense of adrenoreceptor's sensitivity
increased tonus peripheral vessel is result activation RAAS
significant increasing of blood volume
 increased excretion Na+ and water by kidney
decreased excretion Na+ and water by kidney
activation of JGZ

17.Mechanism of arterial hypertension:
cardiac work is decreased                                  blood volume is decreased
blood volume is increased                                 vessel's tonus is decreased
18.Choose secondary (symptomatic) arterial hypertension:
hypovolemic (blood volume is decreased)                pituitary
renal                                                                           reflexogenic
thyroid                                                                       adrenal
essential                                                                     portal
19.Choose main differences between essential hypertension and secondary hypertension:
increased arterial pressure develops without organic damages internal organs
develops as result primary renal disorders
inherited predisposition has important role
develops as result adrenal glands disorders
develops as result primary damages of aortal receptors
important role have hypothalamic disorders (vaso-motor center)
20.Risk factors at hypertension:
obesity                                                   decreased activity of sympathetic system
weight loss                                             increased activity of sympathetic system
diabetes mellitus                                    hyperthyroidism
21.Mechanisms of reno-vascular hypertension is:
activation of RAAS
insufficiency of prostaglandin and kinin system in kidney
insufficiency of RAAS

22.Which substances produced in kidney can cause direct vasodilatation: 

renin                                                                           prostaglandin F2alpha
bradikinin                                                                  callidin
prostaglandins A, E
23.Endocrine hypertensions develop at:
total hypofunction of adrenal cortex

hyperfunction of adrenal cortex (zone glomeruloza)
hyperfunction of adrenal medulla                     

hypophyseal cachexia
hypofunction of thyroid gland                          

thyreotoxicosis

24.Complications at hypertonic disease:
acute renal failure                                           extrasystoles
chronic renal failure                                       lung's edema
cardiac asthma                                               atrio-ventricular block 1st degree
fibrillar palpitation

25.Which disorders can develop at acute arterial hypotension:
blood type of hypoxia                                      disorders of microcirculation
circulatory hypoxia                                         cardiac insufficiency
coronary insufficiency                                     syncope
anuria
PATHOPHYSIOLOGY OF LIVER
1.Which signs characteristic for physiological jaundice of newborns: 

increased concentration of indirect bilirubin in blood 

increased concentration of direct bilirubin in blood 

yellow color of skin and mucous 

feces is normal color 

feces is black color 

presence of biliary pigments in urine 

2.Which symptoms characteristic for aholia:
increased arterial pressure                                     diarrhea   
steatorrhea                                                            constipation
disorders of vitamin resorption                            disorders of intestinal digestion
bleeding                                                                meteorism
tachycardia
3.What variant of symptom complex characteristic for mechanical jaundice:
result of hepatocyte's damages at infections or intoxication, direct and indirect bilirubin in blood, decreased urobilin in urine, biliary acids and pigments, decreased stercobilin in feces
result of hemolysis, increased indirect bilirubin in blood, negative urobilin in urine, absence of biliary acids, increased stercobilin in feces
result of bile congestion, direct and indirect bilirubin in blood, decreased urobilin in urine, positive biliary acids and pigments, decreased stercobilin in feces
4.CIinical signs characteristic for mechanical jaundice:
cholemia
increased concentration indirect and direct bilirubin in blood
increased concentration indirect bilirubin in blood
acholia
hypercholia
bradycardia
yellow color skin, mucous and while of the eye
itch
5.At what types of jaundice indirect bilirubin is in urine?
mechanical                                                   with one of listed
hemolytic                                                     parenchial

6.Mechanism of bradycardia at cholemia:
increased of n. vagus activity
direct action of bile acids on sinus nodes
decreased activity of adrenoreceptors
7.Which from listed signs are characteristic for total hepatic failure?
hyperglycemia without meal loading             bilirubin in blood
hypoglycemia without meal loading             decreased oncotic pressure of blood
increased oncotic pressure of blood
8.Which from listed signs are characteristic for cholemia?
tachycardia                                                      skin itch
bradycardia                                                     hyporeflexia
arterial hypertension                                        hyperrreflexia
arterial hypotension

9.Choose signs characteristic for pre-hepatic (hemolytic) jaundice:
increased non-conjugated bilirubin in blood

increased reticulocyte's number in blood
increased conjugated bilirubin in blood                        foamy urine
bilirubin in urine                                                          hypoxia
urobilin in urine                                                           decreased arterial pressure
tachycardia
10.Syndrome cholestasis is characteristic for next jaundice :
pre-hepatic (hemolytic)
hepatic (parenhial)
post-hepatic (mechanical)
11.Reasons of hepatic (parenhial) jaundice:
viral hepatitis                          hypoxia
hemolytic anemia                    rheumatism
toxic hepatitis                          intoxication of hemolytic poisons
cirrhosis of liver                      cancer of liver
sepsis                                        pneumonia
GASTROINTESTINAL TRACKT PATHOPHYSIOLOGY
1.Achilia:
deficiency of bile                                               absence of pepsin in stomach juice
absence of HC1 and pepsin in stomach juice   absence of tripsin in intestine juice
absence of HC1 in stomach juice

2.Disorders of digestion can cause:
starvation                                                   auto-allergic diseases
autointoxication                                         psycho-emotional stress
chronic cardiac failure                               dyspeptic disorders
chronic renal insufficiency
3.Which states can cause functional disorders of parietal digestion?
stress
cholera
changes in composition and structure of enzymes in surface of intestine
spry
ionizing radiation
action of antibiotics
4.Complications of ulcer disease:
decreased of blood supply in coronary vessels

chronic adrenal cortex insufficiency
hyperchromic anemia                                                   penetration
cancer (malignant tumor)                                             peritonitis
decreased blood volume

5.Choose possible mechanisms of hyposecretion in stomach:
excessive parasympathetic stimulation of stomach
excessive sympathetic stimulation of stomach
decreased production and secretion of histamine
decreased production and secretion of secretin
increased formation of enterogastron
decreased secretion of cholecystokinin

6.Which factors play role in ulcers development of stomach and duodenum?
infection                                                     excessive glucocorticoid's production
increased mucosa production                     increased parasympathetic stimulation
increased sympathetic stimulation            duodenal reflex
7.Mechanisms resistance of Helicobacter pylori to bactericide action of stomach juice:
adaptation to inhabit under mucosa of stomach        ability to decompose of urea
adaptation to inhabit in mucosa of stomach               decreased catalyze activity
8.Factors play role in pathogenesis of "aspirin" ulcers in stomach:
decreased synthesis of prostaglandins E         

decreasing inverse diffusion H+ in mucous of stomach
increased synthesis of prostaglandins E          

increasing inverse diffusion H+ in mucous of stomach
increased production of mucus                       

decreased production of mucus
9.Choose characteristic signs for increased secretion of stomach juice:
rapid evacuation meal from stomach
slow evacuation meal from stomach
increased secretion of stomach juice before meal
absence of pepsin activity
long-time spasm of pylorus
heartburn
decreased production of pancreatic juice
increased motility of intestine, diarrhea

10.Which diseases can cause disorders of parietal digestion?
mechanical jaundice                                   lactaze insufficiency
chronic pancreatitis                                    duodenitis
11.Choose sequences of acholia:
bile absence in duodenum                          increased rotting in intestine
decreased pH in duodenum                        fatty diarrhea
absence of lipase                                         disorders of fatty acids absorption
decreased lipaze activity                              absence of lipids decomposition
disorders of lipids emulgation
12.Symptoms at malabsorption:
meteorism                                                   vitamin В12 deficiency
diarrhea                                                      vitamins A, D, E, K deficiency
constipation                                                fatty diarrhea
weight loss                                                  decreased ammonia in blood
decreased oncotic pressure of blood

13.Choose reasons of decreased intestinal absorption:
inflammation caused by infection
inflammation caused by toxins action (diabetes, uremia)
resection 25% of small intestine
resection 50% of small intestine
resection 75% of small intestine
atrophy of mucous in small intestine

RESPIRATORY SYSTHEM PATHOPHYSIOLOGY
1.What type of respiration is characteristic for pneumonia?
frequent deep respiration (hyperpnoe)   Kussmaul' respiration
deep редкое respiration                        frequent superficial respiration (polipnoe)
Biot' respiration

2.What types of respiration can develop at suppression of respiratory center?
polipnoe                                                 hyperpnoe
Chain-Stocks' respiration                       Kussmaul' respiration
Biot' respiration                                     oligopnoe
3.Kussmaul' respiration takes place at patients with:
respiratory alkalosis                                metabolic acidosis
metabolic alkalosis                                  respiratory acidosis
4.Inspiratory dyspnea develops at next diseases:
1st stage of asphyxia                             closed pneumothorax
pulmonary emphysema                        trachea stenosis
lагуnх edema                                      attack of bronchial asthma
5.Chose possible reasons of respiratory insufficiency obstructive type:
spasm of bronchus
pleuritis
pneumothorax
collapse of bronchioles
increased intrapulmonary pressure
decreased surfactant production
bronchial asthma
6.Chose possible reasons of respiratory insufficiency restrictive type:
inflammatory damage of bronchioles           pneumofibrosis
diffuse fibrous alveolitis                               spasm of bronchioles
massive pulmonary inflammation               collapse of lung
7.Disorders of diffusion in alveolar-capillary membrane plays main role in development of respiratory insufficiency at:
bronchial asthma                                        decreased surfactant production
larynx edema                                             silicosis
interstitial edema of lungs 

8.Disorder of perfusion plays main role in development of respiratory insufficiency at next pathological states:
bronchial asthma                                           Fallow' tetrad
larynx edema                                                 left-ventricular cardiac insufficiency
tuberculosis                                                   blood loss
myasthenia                                                     hysteria
9.Which from listed diseases and pathological states can cause development of respiratory insufficiency?
bronchial asthma                                           emphysema
asphyxia                                                        acute renal failure
anemia
10.Mechanisms disorders of gases exchange at emphysema:
increased air in pulmonary tissue                      decreased respiratory surface
decreased oxygen in alveolar air                   

increased perfusion in pulmonary vessels
11.Which from listed diseases develop due to disorders of perfusion?
emphysema                                                 pulmonary collapse
embolism of pulmonary vessels                  pneumothorax
12.Which reasons can cause pulmonary collapse?
cardiac insufficiency                                       chronic renal insufficiency
chronic bronchitis                                          pneumofibrosis
surfactant insufficiency
13.Respiratory insufficiency is characterized by:
dyspnea                                                         hypoxia
tachycardia                                                   cyanosis
changes of 02 and CO2 levels in blood        anemia
changes of acid-base balance
14.Reasons of restrictive disorders of ventilation:
chronic bronchitis
intercostals myositis
closed pneumothorax
15.Internal respiration is process of gases exchange between:
environmental air and tissue
blood and tissue
alveolar air and blood

16.Dyspnea is:

increased frequency and deepness of respiration, accompanied with sensation of air deficiency 

increased frequency and deepness of respiration 

sensation of air deficiency 

