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[D] = the concentration of free drug,
[DR] = the concentration of bound drug,

[Rt] = the total concentration of receptors and is equal to the sum of the
concentrations of unbound (free)receptors and bound receptors,

Kd = the equilibrium dissociation constant for the drug from the receptor.
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Compaiféive Fe\/erﬁbleg

Propranolol (inderal 10,20,40 mlg) =l pwliegall 35401 Jlza

e.g: inderal |10 mlg half \§ for stress,Antagonist for adrenaline/ Beta 2 receptor blocker

= in situation makes you feel stressed you get half \§ to block adrenaline from binding to
beta2 receptors ,but if the situation gets more terrible, the secretion of adrenaline will
increase ,in turn the concentration o f adrenaline raise above the antagonist ,so you will
need higher dose (from graph get higher dose 3x1 times ) ,so you will get inderal 20 mig to
decrease your stress and so on

move terrible =inderal 40 mig ( to graph its |IOx1 dose)
(compitilive between inderal and adrena line )

»The affinity of competitive antagonist K; to its receptors is
calculated from :

C*C =1 +[1]1/ K,
where C* is concentration of agonist that restores response
in presence of antagonist concentration [I], and C is agonist
concentration giving this response in absence of antagonist.

Examples: e

-~ atropine is a competitive reversible antagonist to Ach at
muscarinic receptors;

» Beta-blockers are competitive antagonists to adrenalir‘ )-) UP —fegu Ja t)Oﬂ
at beta —adrenergic receptors.

Non - Compaéfl;‘vc Allosteric  Enhancemenls

benzodiazepines to GABA-A receptors can enhance the
depressant GABA effect on brain neurons.
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2. INDIVIDUALS USUALLY SHOW VARIATION IN
INTENSITY OF RESPONSE TO DRUGS DUE TO :

1. Variation in concentration of drug that reaches
the tissue receptors : due to pharmacokinetic factors

2. Abnormality in receptor number or function :
either genetically-determined or acquired due to up-
regulation or down-regulation

3. Post-receptor defect inside cells :
This is an important cause of response variation

4. Variation in Concentration of an Endogenous
Receptor Ligand

contributes greatly to variability in responses to
pharmacologic antagonists.

1. variation= e.g: ! JSle e Sy chusa JSle axlg duse

and both of them got vitamin D , the amount of drug reached the target tissue in first guy is
higher than in second guy

Due to the high amount of lipids helped absorption of drug

this called = gastric reten tion time Jecadl aladll sas o>

3. pos t_receptor defect=> mean that signaling (biological response ) may differ from
Patiant to another

4. Endogenous receptor ligand= as Ach,which is endogenous substance, may differ in
amount between Paiants, So if we give atropine 10mlg ,someone will have Emax while other
will have lower due to the low amount of Ach or the endogenous receptor



