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1. ideal| & &
Bernard

Ehrlich
Langley

2. =54
a. confers specificity
b. confers selectivity of response

c. confers sensitivity




B. Ligand Binding (2/2t= 2]

1. cl2t=2 E2

2. Chemical bondsJ} &0210| &= &2 &

a. covalent

b. ionic

c. hydrogen

d. Van der Waals

3. Radioligand Z & &4

a. components
b. usefulness
c. limitations




C. Transduction of Binding into a Cellular Response

1. signal transduction 0iHLIZ 2| 0f
a. NIZUW 2Xt M H=SH 2| MA
-- cyclic AMP
-- phosphatydyl inositides 2t diacylglycerol
-- cyclic GMP

b. receptor2 & 2= jon channel2 &€&

-- nicotinic receptor/sodium channel

-- GABA receptor/chloride ion channel

c. ChHoH SkA

LI Sy | o




S AO12] 2t H Gl CHet Ol 2
a. Occupation 0|2
--A.J.Clark D+ R < DR = RESPONSE
: occupied receptors2 220 H|d|dt= BtS

ie. E DR [D] C

) KD = Kact (ECSO)

E R [D] + K, C+ K,

max

: 2= receptorsJt AFES &0 20 =OHE BHSO0| & O L




-- Ariens

: occupied receptors2| 22 2t intrinsic activity (a) 0l Hl &5t BtS

a [D] C

[D] + Ky
& EZ Ml (agonist), a=1
Z &Kl (antagonist), a=0
2258 & &l (partial agonist), 0<a<1

-- Stephenson

: occupancy® J|s0l BtS

: 100% occupation 210| £[l EtS S MALE &~ QUCH

i.e. tissues have spare receptors

O

KD = Kact (EC50)
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Threshold & 1}
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D. Receptor &~ &

. & &d (Homeostasis)
p and down =&
0l Z (Desensitization)

. L4 (Tolerance)
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ii . transduction &2 & &
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LA ®EH e

: _15}9| target proteins.
SN SIS 20 AL Bt
(probably accounts for the majority of variation in drug response

among patients)
HESIA HO|HS EE SR/t SEHE EAGH)| Rl AFEE = &

idiosyncratic drug responses
hyporeactive, hyperreactive
hypersensitivity

tolerance

tachyphylaxis

(Quantal dose response curves= &t Xl & S0l A
Ol At= &L
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