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Lecture 1 +2

1. Which of the following is a modifiable risk factor for atherosclerosis?
a) Hypercholesterolemia
b) Age
¢) Gender
d) Family history
2. Whatis the role of inflammation in atheroma plaque formation and rupture?
a) Inflammation reduces plaque formation
b) Inflammation has no impact on plaque formation
¢) Inflammation is present during all stages of plaque formation and rupture
d) Inflammation increases HDL levels

3. How does exercise impact HDL levels?
a) Raises HDL levels
b) Lowers HDL levels
¢) Has no effecton HDL levels
d) Increases LDL levels

4. Which of the following is NOT a modifiable risk factor for Ischemic Heart Disease
(IHD)?

a) Hypertension

b) Smoking

c) Age

d) Diabetes Mellitus

5. How does smoking cessation impact the risk of death from IHD?
a) Increases the risk
b) Has no effect
¢) Reduces the risk
d) Doubles the risk
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6. How does hyperhomocysteinemia contribute to atherosclerosis?

a) Decreases oxidant stress

b) Improves endothelial function

c¢) Promotes atherosclerosis through increased oxidant stress
d) Reduces the risk of stroke

7. Inwhich organ is necrotizing arteriolitis, prominent in cases of
malignant hypertension, often observed?

a) Liver

b) Kidney

¢) Heart

d) Brain

8. Which type of arteriolosclerosis is not clinically significant?
a) Hyperplastic arteriolosclerosis
b) Monckeberg medial sclerosis
¢) Atherosclerosis
d) Hyaline arteriolosclerosis

9. What s the pathological hallmark of hyperplastic arteriolosclerosis in cases of

malignant hypertension?
a) Calcified deposits in muscular arteries
b) Fibrinoid deposits and vessel wall necrosis
¢) Thickened, reduplicated basement membrane
d) Onionskin concentric, laminated thickening of walls

10. Which type of arteriolosclerosis is characterized by onionskin concentric,
laminated thickening of walls and luminal narrowing?

a) Hyperplastic arteriolosclerosis

b) Monckeberg medial sclerosis

¢) Atherosclerosis

d) Hyaline arteriolosclerosis

11. Which age group is commonly affected by Monckeberg medial sclerosis?
a) Children
b) Adolescents 1A
¢) Adults older than 50 years 2)C

d) Young adults 3)A
4)C

5)C
6)C




