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Medication Patterns and Mechanism of Patented Traditional Chinese Medicine Compound in the
Treatment of Parkinson Disease Based on the Traditional Chinese Medicine Inheritance Support
Platform and Biological Network Analysis*
REN Xiangyi, TANG Feng, XU Yuqin ( Dept. of Pharmacy, the First Hospital of Hunan University of
Chinese Medicine, Changsha 410007, China)

ABSTRACT OBJECTIVE: To explore medication patterns and mechanism of patented traditional Chinese medicine
compound in the treatment of Parkinson disease based on the Traditional Chinese Medicine Inheritance Support
Platform V2.5 and biological network analysis. METHODS: Patented traditional Chinese medicine compound for
Parkinson disease were collected from the official website of the China National Intellectual Property Administration,
and the retrieval time was from the database establishment to Mar. 22nd, 2024. The compound patents which was
accorded with criteria were analyzed in terms of drug properties, flavor, meridian tropism, application frequency and
prescription patterns. The potential action targets of high-frequency drugs on Parkinson disease were explored, the
mechanism was elucidated through the Kyoto encyclopedia of genes and genomes pathway enrichment analysis and gene
ontology functional enrichment analysis. RESULTS: A total of 129 patented traditional Chinese medicine compounds
were enrolled, including 401 kinds of traditional Chinese medicine. The medicinal properties were mainly
characterized by warmth and cold, the flavors were mainly bitter, sweet and pungent, and the meridians were mainly
liver, lung, and spleen. In addition, there were 22 single traditional Chinese medicine whose frequencies were more
than 14 times, totally 25 drug combinations were included under specific conditions. After screening, 41 intersection
targets of high-frequency drug pairs such as serum albumin, androgen receptor and estrogen receptor 1 were obtained.
There were 34 common pathways for the treatment of Parkinson disease by Gastrodia elata and Uncariae ramulus
cumuncis , including the tricarboxylic acid (TCA) cycle, prolactin signaling pathway, and estrogen signaling pathway.
CONCLUSIONS; Patented traditional Chinese medicine compound in the treatment of Parkinson disease primarily
consist of tonifying herbs for deficiency syndrome and liver-calming agents. This therapeutic approach emphasizes
targeting the cause while comprehensively addressing both deficiency and excess patterns. The mechanism of high-
frequency drug pairs on the treatment for Parkinson disease may be related to regulating TCA cycle, prolactin signaling
pathway, estrogen, finally increasing ATP content and endocrine hormone levels.
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