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[Abstract] Objective: To explore the mechanism of traditional Chinese medicine (TCM) in treating
androgenetic alopecia (AGA). Methods: Clinical journal articles on the treatment of AGA were retrieved from
databases including CNKI, Wanfang, VIP, China Biology Medicine (CBM), PubMed, and Web of Science.
Prescriptions for AGA treatment were collected from the literature. High-frequency herbs were analyzed for
their frequency, properties, flavors, meridian tropism, and efficacy. Association rules and Ward’s clustering
analysis were performed. After comprehensive analysis, a core group of seven herbs for AGA treatment was
identified. Network pharmacology was used to analyze the active components, target proteins, and related
pathways of the core herb group. Molecular docking was employed to verify the binding ability between core
targets and active components. Results: A total of 501 prescriptions meeting the criteria were screened, involving
512 Chinese herbs. High—frequency herbs were primarily tonifying and blood—activating, with pungent and bitter
properties dominating. Ward’s clustering analysis categorized high—frequency herbs into four groups, with the

third group [Chuanxiong (Chuanxiong Rhizoma), Shengdihuang (Rehmanniae Radix), Zhiheshouwu (Polygoni
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Multiflori Radix Praeparata), Cebaiye (Platycladi Cacumen), Fuling (Poria), Danggui (Angelicae Sinensis Radix),
and Baixianpi (Dictamni Cortex)] appearing most frequently across different analytical methods and thus identified
as the core herb group. Fifty—nine active components, 1 128 potential targets, and 944 AGA —related targets
were identified. Protein —protein interaction (PPI) network analysis revealed core target proteins, including
AKR1C3, EP300, and HPGDS. Molecular docking confirmed strong binding affinity between core target pro—
teins and active components. Conclusion: The core herb combination for treating AGA includes Chuanxiong
(Chuanxiong Rhizoma), Shengdihuang (Rehmanniae Radix), Zhiheshouwu (Polygoni Multiflori Radix Praeparata),
Cebaiye (Platycladi Cacumen), Fuling (Poria), Danggui (Angelicae Sinensis Radix), and Baixianpi (Dictamni Cortex),
which tonify the liver and kidneys, activate blood circulation, and resolve stasis. The core herb group regulates

multiple signaling pathways through various target proteins, reduces androgen effects, improves scalp microcir—

culation, and stimulates hair growth.
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