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Establishment of screening method for y-aminobutyric acid transaminase
inhibitor and its application in screening constituents in Gastrodiae Rhizoma

LI Bi', FANG Xiong', GONG Yan', ZHANG Chen-ze', YAN Wen-giang', BI Si-ling’, YAO Qiu-li’,
ZHANG Yu-zhong’, WANG Peng-long', LEI Hai-min'

1. School of Chinese Materia Medica, Beijing University of Chinese Medicine, Beijing 100102, China

2. School of Preclinical Medicine, Beijing University of Chinese Medicine, Beijing 100029, China

3. School of Nursing, Beijing University of Chinese Medicine, Beijing 100102, China

Abstract: Objective To establish a screening model in vitro with y-aminobutyric acid transaminase (GABA-T) as a target for
screening the inhibitors of anti-epilepsy drugs for the treatment of nervous diseases and finish the structure-activity relationship
analysis of p-hydroxybenzaldehyde as effective components in Gastrodiae Rhizoma and its analogs. Methods Catalyst performed
temperature, reaction time, the concentration of NAD", o-ketoglutarate, and GABA were investigated to optimize the model. The test
of p-hydroxybenzaldehyde (HBA) and its 11 analogs were selected as verification of this model. Results The screening model in vitro
based on GABA-T was established. The testing result of p-HBA and its 11 analogs was consistent with the practical activity recorded in
the literature. Hydroxyl groups of -OH and -CHO in p-aldehyde on the benzene ring were pharmacophores. Conclusion The model
established in this paper can be used for high throughput screening the inhibitors of anti-epilepsy drugs, which provides the reference
for the study on the inhibitors of anti-epilepsy drugs for nervous diseases and their mechanisam.
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Table 1 Structures of HBA and its analogs

S5 RELARKR R, R, R, R,
1 HBA -OH H H -CHO
2 WA -OCH; H H -CHO

3 AR H H H -CHO
4 XNPRHEILHEEL  -OH H H -CH,OH
5 XREKRZEE  -OH H H -CH,CH,0H
6 XERHEXFER -OH H H -COOH
7 HEEE -OH -OCH; H -CHO

8 LN -OH -OCH; H -CH,0H
9 FHER -OH -OCH; H -COOH
10 JFULAE -OH -OH H -CHO
11 JFULRER -OH -OH H -COOH
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