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hypertension. What physiological factor
contributed most to her increased risk

2. A patient with a BP of 145/92 mmHg and type 2

. A45- -ol I ith i BP
S L St A NS ClEe diabetes is classified by his physician. According

of 155/95 mmHg. He is a chronic smoker. Which 3 : i S 5

A . T to the discussion on 'Optimum’ vs ‘Normal’, why
of the following best describes the initial is his BP target lower than a healthy individual? s
pathological change in his blood vessels induced compared to her premenopausal state?
by both hypertension and smoking?

Because the Baroreceptors in diabetics only - . -

A sudden decrease in Renin production
respond to low pressure
Increased synthesis of Estrogen

Increased synthesis of atrial natriuretic

Because diabetic patients have higher ANP )
peptide (ANP)

Immediate development of collateral levels naturally
circulation

Loss of Estrogen's protective effect on
vascular thickness and elasticity

Because he is in the prehypertension stage

Hypertrophy of the tunica externa
Because diabetes is an additional risk factor . )
requiring an optimum BP to prevent organ . Activation of the Parasympathetic nervous

Endothelial dysfunction in the tunica intima damage system

4. A patient is prescribed a non-selective Beta- 5. During a physical exam, a patient's BP is 180/110
blocker. During a follow-up, his heart rate is 55 mmHg. He complains of blurry vision and 6. Aresearcher is studying a hormone that causes
bpm (bradycardia). Which receptor inhibition is headache. Which clinical term best describes ‘Natriuresis' and 'Vasodilation' to counteract
this presentation? high blood volume. Which hormone is being

primarily responsible for this side effect?
studied?

Beta-2 receptors in the lungs . Isolated Systolic Hypertension A. ANP (Atrial Natriuretic Peptide)

Nicotinic receptors at the neuromuscular . Hypertensive emergency with target organ B. Angiotensin I
junction damage
C. ADH (Antidiuretic Hormone)

Alpha-1receptors in the peripheral vessels . Silent Stage 1 Hypertension
D. Aldosterone

Beta-1receptors in the heart . Optimally controlled hypertension




7. Why did the doctor warn a 70-year-old patient 8. Which of the following mechanisms explains why
with chronic hypertension against stopping his a patient with severe hypertension might
Beta-blocker medication abruptly? experience chest pain (Angina)?

Because it will cause immediate metabolic . The heart rate becomes too slow to pump
syndrome blood to the brain

To avoid rebound tachycardia due to . Excessive peripheral vasodilation causes
receptor up-regulation blood to pool in the legs

Because Beta-blockers are the only drugs . ANP levels drop so low that the heart muscle
that activate ANP becomes toxic

To prevent the development of collateral . Increased workload on the heart leads to a
circulation mismatch between oxygen demand and

supply

. Ayoung athlete is found to have a BP of 135/85
mmHg. Based on the notes, what is the most
appropriate first-line recommendation?

9. A patient is taking an ‘Alpha-1 antagonist’ for
hypertension. What is the direct physiological
effect of this drug on the peripheral blood
vessels?

Lifestyle modifications like salt restriction

st . . and exercise
Vasodilation of smooth muscles in the tunica

media
Taking oral contraceptive drugs to stabilize

: . ) , _ P
Stimulation of the Renin-Angiotensin system CANEE

Thickening of the endothelial layer Immediate start of ACE inhibitors and Beta-
blockers

Vasoconstriction of the arterioles ; : .
Nothing, as 135/85 is considered the

‘Optimum’ level
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