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[ Abstract | Objective; To explain the “multi-components, multi-targets, multi-pathways” mechanism of
Erzhiwan in treating benign prostatic hyperplasia ( BPH) based the network pharmacology. Method: Ingenuity
pathway analysis (IPA) was used to construct components-targets-diseases network and PPI network, then the
classified enrichment analysis of gene ontology (GO) and pathway enrichment analysis (KEGG) were carried out
on the main function of its gene sets, so as to discuss the mechanism of Erzhiwan in the treatment of BPH. Result:
Erzhiwan has 19 components in IPA; and apigenin, luteolin, oleanolic acid and quercitrin were common
components of Ligustri Lucidi Fructus and Echiptae Herba and the main component of Erzhiwan. Muscarinic
acetylcholine receptor M3 ( CHRM3 ), muscarinic acetylcholine receptor M2 ( CHRM2) , urokinase plasminogen
activator receptor (PLAUR) , kinin releasing enzyme 3 ( KLK3), cadherin 1 (CDHI), chemokines 3 ( CCL3)
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and metalloproteinase-1 (MMP-1) were important targets for Erzhiwan to treat BPH. The target proteins in PPI
network were enriched with 20 GO functions and 5 main KEGG pathways, and Docking was verified for relevant
targets. Conclusion; Erzhiwan may play a role in treating BPH by activating MMP-1 and inhibiting KLK3 and
CCL3 protein expressions, inducing apoptosis, inhibiting cell proliferation and intervening relevant pathways of

mitogen-activated protein kinase/extracellular signal-regulated kinase ( MAPK/ERK) and nuclear factor (NF) -

kB (NF-kB).
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Fig.1 Network on compounds of Ligustri Lucidi Fructus and Ecliptae Herba
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