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Fig 1. Binding of [*H]QNB to rat brain homo-

genate,
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Fig 2. Effects of soman iv on specific binding

of [*HIQNB (4.0 nM)and AChE activity in rat
whole brain homogenates n = 4-6. X+ SD
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Fig 3. Effects of drugs iv on specific binding of
[*HJQNB in rat whole brain homogenates, n=75-6,
X+ SD,
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Fig 4. Double-reciprocal representation of pro-
duct formation in the absence or presence of soman,
All intercepts are in 95% confidence limit, Slope:
A~B(p<0.01), B~C (p<0.05), C~D~E (p>
0.05), Binding: pmol/50 mg wet weight of tissue,
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EFFECTS OF INTRAVENOUS INJECTION OF SOMAN ON SPECIFIC
BINDING WITH [*H]QNB IN RAT BRAIN HOMOGENATES

ZHAO De-Iu, PEI Shu-qiu, LIU Chuan-gui

(Inst Pharmacology and Toxicology, Academy of Military Medical Sciences, Beijing 100800)

ABSTRACT Rats were injected iv soman 25—
70ug/kg and, after 15 min, the specific binding
of [*H] QNB to their whole brains (except
cerebellum) homogenates was studied by radio-
ligandreceptor assay. Soman inhibited the [*H]
QNB binding in a dosedependent manner and
the ID,, was 66 ug/kg. But the inhibition was
diminished when the iv dose of soman was
over 70 ug/kg. Double-reciprocal plot of data

revealed that the inhibition of soman on
[*H]QNB binding was competitive. This inhi-
bition took place before complete inhibition of
cholinesterases (ChE) by soman. The dual
actions of soman on ChE and M-AChR in vivo
confirmed our previous results in vitro.

KEY WORDS soman; [*H]QNB; muscarinic
receptors; brain



