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Fig 1. Conentrations and ¢ inhibitions of ChE

in blood and brain after ip TMDMC 1.5 mg/kg
(6 mice/point),
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Fig 2. Relationship between blood drug

concentrations and % inhibition of ChE in blood
and brain (g mice/point), Arrows denote the
directions of experiment sequence.
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Fig 4. Miosis of mice following im TMDMC
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5-(1,3, 3-trimethylindolinyl) N, N-dimethyl

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

ABSTRACT 5-(1,3,3-Trimethylindolinyl)
N,N-dimethyl carbamate (TMDMC) is a
strong cholinesterase inhibitor. The concen-
tration (C) in blood of mice was measured
after ip TMDMC 1.5 mg/kg and the Y
inhibition of blood and brain cholinester-
ases were calculated by following equations:
In[E 1000/ €100 ~ Epio0a) ]
=3.58 +0.9941 In Cyioeq
In[Ep;400/ (100 = Eprain) ]
=1.91+1InChio0a
The inhibition of brain cholinesterase
was estimated by the following equation
from the degree of blood cholinesterase

inhibited.

In Ey;yin =38.67 Eplooa +3.69

Measuring the extent of miosis (M)
of mice following in TMDMC 1.0, 0.5,
0.25 mg/kg the blood concentration (C)
was calculated by the equation:

In (M/(100-M))=3.65+1.0061n C

KEY WORDS blood cholinesterases;
brain cholinesterases; cholinesterase
inhibitors; pharmacodynamics; 5—

(1,3,3-trimethylindolinyl) N,N-dimethyl
carbamate;  miotics



