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Study on the Mechanism of Chaihu Longgu Muli Decoction in the Treatment of Epilepsy
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(Abstract] Objective To study potential mechanism of Chaihu Longgu Muli Decoction (CLMD) in the treatment of epilepsy
based on network pharmacology, bioinformatics and other methods. Methods Potential bioactive components of CLMD were
screened and predicted through Traditional Chinese Medicine Systems Pharmacology Database and Analysis Platform (TCMSP) and
their targets were predicted. By using Therapeutic Target Database (ITD), epilepsy —related targets were mined. CLMD
pharmacodynamic molecule —target network and CLMD pharmacodynamic molecule —epileptic target network were constructed.
Possible molecular mechanism of CLMD in the treatment of epilepsy was analyzed through ClueGo. Lithium—pilocarpine epilepsy
rat model was used to verify the mechanism. Results A total of 42 bioactive components of CLMD and 110 pharmacodynamic molecular

target genes were obtained from TCMSP. A total of 213 epileptic targets were screened out through the database. Through CLMD
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bioactive component—epileptic target network construction analysis, finally, 169 key genes for CLMD treatment of epilepsy were

obtained, including 11 common targets: CHRNA2, CYP1A2, CYP3A4, etc. Pathway enrichment analysis showed that these important

targets could be enriched in pathways that played an important role in the development of epilepsy, such as GABA -A

receptor, dopaminergic, glutamatergic, neurotransmitter receptor and other signaling pathways. Animal experiments showed that

CLMD could increase the level of GABA, decrease the level of DA, and protect neurons in hippocampal CAl area in rats with

epilepsy induced by lithium—pilocarpine. Conclusion CLMD has characteristics of multi-system, multi-component, and multi—target

in the treatment of epilepsy, and it can especially regulate neurotransmitter metabolic level.
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