Pathology:   Hemostasis, Thrombosis, Shock    Compiled Questions  1994-2000

Practical Q’s

HEMOSTASIS

2000       NOTE: The following clinical history pertains to questions 8 through 10. You may refer to the coagulation diagram on the following page.

You are asked to evaluate an 18 year-old female who is scheduled for an elective outpatient breast augmentation surgery. On physical examination, you notice that her oral mucosa exhibits multiple petechial hemorrhages. She is otherwise asymptomatic.

    8.  The first laboratory study you should order is:

    A.   Platelet aggregation studies

    B.   Platelet count

    C.   Coagulation Factor assays

    D.  Ivey Bleeding time

    9.  The laboratory study which you should absolutely not order first is:  [all answers accepted]

    A.   Platelet aggregation studies

    B.   Platelet count

    C.   Coagulation Factor assays

    D.   Ivey Bleeding time

    10.  You find that her PT and aPTT are both prolonged. The least likely cause of this finding is:

    A.   Factor X deficiency

    B.   Vitamin K deficiency

    C.   Factor XIII deficiency

           D.   Hypoprothrombinemia (factor 11 deficiency)
98,99,00
Matching:   The following pertain to questions 8 through 10.  You may use an answer once, more than once, or not at all.  Please refer to the coagulation pathways diagram on the following page.

A.
Factor VIII deficiency

B.
Factor VII deficiency

C.
Factor X deficiency

D.
Thrombocytopenia

E.
All of the above
B  8.
Prolonged prothrombin time (PT) and normal activated partial thromboplastin time (aPTT) 

A  9.
Prolonged activated partial thromboplastin time (aPTT) and normal prothrombin time (PT)

E  10.
Disseminated intravascular coagulation (DIC) 
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Written

2000--EXTENDED-MATCHING SETS: The following pertain to questions 41 through 50. Each group of items in this section consists of lettered options followed by a set of numbered items. For each item, select one lettered option that is most closely associated with it. Each lettered option may be selected once, more than once, or not at all.

    A.  Chronic passive congestion 

    B.  Ascites

    C.  Ansacara

    D.  Thromboembolism

    E.  Transudate

    F.  Edema

    G.  Brawny edema

    H.  Elephantiasis

    I.   Petechiae

    J.   Hemarthrosis 

    H  
41. A cause of inflammatory lymphedema

    C  
42. Generalized swelling of organs and tissues as seen with nephrotic syndrome

    B  
43. A complication of hepatic cirrhosis due to increased intravascular hydrostatic

      pressure secondary to portal hypertension and decreased protein synthesis

    [all] 
44. A complication of radiation therapy following radical breast surgery

    J   
45. Most suggestive of coagulation factor-related bleeding

    I   
46. Most suggestive of platelet-related bleeding

    E  
47. Inflammatory, protein-rich effusion

    A  
48.  Long-standing passive hyperemia leading to hypoxia and parenchymal injury

    F  
49.  An imbalance between intravascular hydrostatic pressure and colloid osmotic pressure

    D       50.  Fragmented portion of a clotted mass of blood within the noninterrupted cardiovascular

       system

EDEMA/HYPEREMIA/CONGESTION

98,99  Matching:  The following pertain to questions 37 through 4 1. You may use an answer once, more than once, or not at all.

A. Exudate

B. Hydrothorax

C. Hematoma

D. Hemopercardium

E. Transudate


            A  37. 
Inflammatory, protein-rich effusion [98,99]

            E  38.       Non-inflammatory,protein-poor effusion [1996,98,99]


     D  39.
Bleeding into the potential space surrounding the heart [98,99]


     B  40. 
Non-inflammatory,protein-poor effusion into the pleural space  [1997,98,99]

 C  41.       Accumulation of blood within a tissue [1997,98,99]

99       
Anasarca differs from localized edema in that:


A.
Anasarca is seen only with sarcoomas.


B.
Anasarca is an arcumulation of excess fluid in the intercelluler (interstitial) tissue spaces.

              
C.      
Anasarca is an accumulation of excess fluid in body cavities.  

   
D.        Anasarca is generalized swelling of organs and tissues.


E.       
Anasarca is due to lymphatic obstruction.

98
Which of the following is not a mechanism of edema:


A. 
Increased intravascular hydrostatic pressure


B. 
Reduced plasma oncotic pressure (hypoproteinemia)

         
C. 
Accumulation of excess fluid in body cavities

         
D. 
Sodium retention

         
   E.  
Lymphatic obstruction
HEMORRHAGE

96
Hemorrhage, the rupture or laceration of blood vessels with escape of blood, may be classified according to size. Choose the correct order of increasing size.


A.
purpura - petechiae - ecchymoses


B.
ecchymoses - purpura - petechiae

x 3 
C.
petechiae - purpura - ecchymoses


D.
hematoma - purpura - petechiae


E.
none of the above

96
Bleeding into a joint.

A. ascites

B. hydrothorax

C. hemopericardium

D. hemarthrosis
E. exudate

HEMOSTASIS

96,98,99,00  The first hemostatic response (primary hemostasis) to exposure of subendothelial connective   

    tissue to the blood stream is

   A.
Platelet aggregation

   B.
Activation of factor XII

   C.
Platelet adhesion
   D.
Activation of fibrin(-ogen)olysis

   E.
None of the above

   F.         Fibrin polymerization

99,00     
   In the process of platelet adhesion, von Willebrand factor acts as:

   A.  
A catalyst in crosslinking of fibrin monomers

   B.  
A molecular bridge between platelets and collagen

   C.  
A trigger for the release reaction

   D.  
A molecular bridge between aggregating platelets

   E.  
A stimulator of fibrinolysis

95,98,99
 After taking a thorough clinical and family history, which would be the most useful in the initial 
laboratory evaluation of a patient with "easy bruising” and  mucosal petechiae:

A.   
bleeding time and platelet aggregation 


B.    
serum calcium and platelet factor 3

              
C.   
serum thromboxane A2 and fibrin(ogen) degradation


D.
bleeding time and platelet count


E.   
coagulation factor assays

95,98,99
 After taking a thorough clinical and family history, which would be the most useful in the initial 
laboratory evaluation of a patient with spontaneous hemarthrosis (bleeding into a joint space):


A.
coagulation factor assays


B.
bleeding time and platelet count


C.
Prothrombin time (PT) and activated Partial Thromboplastin time (aPTT)   


D.
serum calcium and platelet factor 3


E.   
serum thromboxane A2 and platelet aggregation tests

THROMBOSIS/ ANTITHROMBOTICS
95,97,98,00    Major influences of thrombogenesis [factors that predispose one to thrombosis] include all of the following except:

          A.    
Altered blood flow

          B.    
Endothelial injury 

          C.    
Altered coagulability 

          D.    
Systemic fibrinolysis 

                 A.    
Platelet function defects

98,99         Post-thrombolytic events may include:

A.   
Clot lysis

B.   
Clot propagation

C.   
Organization/recanalization

D.   
Embolization

E.   
All of the above

98,99
Bone marrow embolism may occur following:

A.  
Fracture of long bones 

B.
Pulmonary embolism

C.
Antithrombotic therapy

D.
Acute decompression sickness

E.
All of the above
95,96
Post-thrombolytic events may include all of the following except:


A.
clot lysis


B.
clot propagation


C.
organization / recanalization


D.
embolization


E.
granuloma formation

Questions 49 and 50 relate to the following clinical history: You are asked to see a 50 year old female patient admitted to the Emergency Room with sudden onset of shortness of breath and chest pain. She was recently discharged from the hospital following prosthetic hip joint replacement. Your examination demonstrates a positive Homan’s sign and you make a presumptive diagnosis of pulmonary embolism.
96
The thromboembolism most likely originated in:

x 2
A.
a deep vein of a lower extremity


B.
a branch of the pulmonary artery


C.
an atherosclerotic aortic plaque


D.
a mural thrombus of the left atrium

96
You decide to treat your patient with heparin. The two laboratory studies which should be 


                  performed to monitor a patient on heparin are:


A.
Ivey bleeding time and activated partial thromboplastin time (aPTT)


B.
thrombin time and fibrin (ogen) split products (FSP)


C.
platelet count and activated partial thromboplastin time (aPTT)


D.
prothrombin time (PT) and platelet aggregation studies


E.
coagulation factor assays and platelet count  




95    
A frequent site of thrombi which embolize to the pulmonary artery(‑ies) is:


A.
large arteries of the lower extremities 


B.
large veins of the lower extremities 


C.
mesenteric veins


D.    
Mesenteric arteries


E.    
all of the above

95
Mural (nonocclusive) thrombi are typically seen in:

          
A.   
capillaries and veins



 B.  
large arteries and cardiac chambers

                  C.   
small arteries and capillaries

          
 D.  
veins of the lower extremities

95  
T.
Post mortem clots are a nonadherent gelatinous coagulum which have been described as   resembling chicken fat. 
[I believe this was a true/false question…ASH]

DISSEMINATED INTRAVASCULAR COAGULATION (DIC)

00             Disseminated Intravascular Coagulation (DIC) represents:

A.    
A secondary abnormality resulting in consumptive coagulopathy, microangiopathic hemolysis, systemic fibrin(ogen)olysis and a bleeding diathesis

B.  
Systemic activation of the coagulation and fibrinolytic systems by circulating Fibrin(ogen) Degredation products (FDP)

          C.    
An inherited abnormality resulting in deep vein thrombosis

          D.    
A primary abnormality resulting in systemic cloning within the microvasculature

96,98,99
Features of disseminated intravascular coagulation (DIC) include all of the following except:

A.
Consumptive coagulopathy

B.
Microangiopathic hemolysis

C.
Prolongation of Ivey Bleeding time

D.
Prolongation of Prothrombin time (PT) and activated Partial Thromboplastin time (aPTT)

E.        Prolongation of Thrombin time corrected by protamine sulfate

95
Laboratory findings associated with disseminated intravascular coagulation (DIC) include:

        
A.   
thrombocytopenia

              
B.   
prolonged prothrombin time (PT)

              
C.   
prolonged bleeding time (BT)

              
D.   
prolonged activated partial thromboplastin time (aPTT) 

   E.        all of the above
INFARCTION/SHOCK

98,99,00
    Ischemic damage in survivors of shock may result in:

    A.  
Adult respiratory distress syndrome

    B. 
Hypoxic encephalopathy

    C.
Acute tubular necrosis

    D.
Susceptibility to infection

    E.
All of the above
00              Anemic infarcts
    A.   
Form as the result of severe anemia

    B.  
Form as the result of venous occlusions

    C.   
Form as the result of arterial occlusions

    D.   
Form as the result of pulmonary emboli

97,98,99 
The type of infarction which most commonly occurs from vascular occlusions in loose tissues (e.g.  Lung) and in tissues with a double circulation is a(n):

 A.       Anemic (white) infarct

 B.       Hemorrhagic (red) infarct

 C.       Septic infarct

 D.       Ischemic infarct
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