Lecture 11

B-ADRENERGIC BLOCKING AGENTS

Mainly for beta blockers Lgilslasicl desantl la oo Lga¥l oo 8,05 degans i@

Bl present in the heart it causes and it increase the cardiac output and increase heart rate , so when I
block this receptor , the cardiac output will decrease and heart rate also.

al receptors present in the smooth muscles and blood vessels , it cause vasoconstriction, on blood
vessels also we have B2 receptors and it causes vasodilation , when I block this receptor it causes
vasoconstriction.

-The effect of al receptors on blood vessels is higher than B2.

-B2 receptors also presented in the bronchioles , it causes bronchodilatation , when we block this
receptor it causes Bronchoconstriction.

-B1 receptors presented on the kidney , it causes increases the producing of renin , in the case of
blocking this receptor , renin producing will be decreased.

@1n the case of blocking B1 receptors in all your body , it will cause hypotension due to the effects we
talked about.

@ B-ADRENERGIC BLOCKING AGENTS

¢ Nonselective B- blockers act at both g1 and B2 receptors.
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® whereas cardio selective B antagonists primarily block Bl receptors
® They do not induce postural hypotension
e Clinically important class with various therapeutic uses.
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I. HTN

I1. Angina

III. MI

IV. CHF

V. Cardiac Arrhythmias (tachycardia)
VI. Glaucoma

VIIL Migraine prophylaxis (dia.ull)
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Non selective , it blocks both B1 , B2 receptors
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@ Effects : of Propranalol

e Cardiovascular :

1. Decrease in Cardiac output & Work
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2. Decrease in O2 consumption
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v HTN :

- via CO (mainly) & Renin production

v Migraine : decrease incidence of migraine

- Both incidence & Severity of attacks

v/ Angina pectoris and MI

v/Hyperthyrodism

@Adverse effects of Propranalol (Inderal)

1. Bronchospasm

IL. Arrhythmias

III. Sexual impairment (Reversible)

IV. Metabolic disturbances

V. Depression, dizziness, lethargy, fatigue, weakness,
visualdisturbances, hallucinations.

@0Drug drug interaction

Enzyme inhibitors CYP450 inhibitors

cimetidine, fluoxetine, paroxetine,and ritonavir,

may potentiate its antihypertensive effects

Propranolol J! ,8G w1, cimitidine JI ae propranolol JI Lulaei 13

Enzyme inducer (increase metabolism and decrease propranolol effect)

Enzyme Inducers :such asbarbiturates, phenytoin, and rifampin, can

decrease its effects.
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@ Timolol and nadolol

¢ Non-selective B-Antagonists

® Block B1- and B2- adrenoceptors and are more potent than

propranolol

¢ Nodalol has long half life

¢ Timolol used in open- angle glaucoma
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@ Seclective Bl antagonists

e Acebuftolol

e Atenolol

® Metoprolol

e Bisoprolol

e Betaxolol

¢ Nebivolol,

e Esmolol
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> Cardioselective b blockers are useful in diabetic
hypertensive patients who are receiving insulin or oral
hypoglycemic agents.

>Also safe in Asthma & COPD patients
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Pindolol (Non selective B- Antagonist)

Acebutol (Selective B1- Antagonist)

« Antagonist with partial agonist activity agecis Jsia

Agonist of B receptors is NE

NE is full agonist (100% effect)
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@ Antagonists of both a and B adrenoceptors (Non selective)

> Labetalol and Carvedilol

e Non-selective - blockers with concurrent al-blocking actions that

produce peripheral vasodilation®, thereby reducing blood pressure.
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v/ Elderly or black hypertensive patient

v/ Alfernative to Methyldopa in pregnancy-induced HTN
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v/ IV administration in ER, fast onset

e Carvedilol also used to prevent cardiovascular
mortalities in patients with stable chronic heart

failure

% Orthostatic hypotension and dizziness are associated
with al blockade.
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@ DRUGS AFFECTING NEUROTRANSMITTER RELEASEOR UPTAKE

-Reserpine

e A plant alkaloid

e Blocks the Mg2+/adenosine triphosphate-dependent

transport of biogenic amine.
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@ Guanethidine

QBlocks the release of stored norepinephrine as well

as displaces norepinephrine from storage vesicles

(thus producing a transient increase in blood

pressure)

U Leads to NE depletion peripherally

Q causes Orthostatic Hypotension
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