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Abstract: Objective To analyze the target and mechanism of (- asarone in the treatment of depression in
Parkinson’ s disease (DPD) based on network pharmacology. Methods TCMSP, Swiss Target Prediction and
PharmMapper databases were used to retrieve the targets of B—asarone. Genecard and OMIM databases were used to
retrieve the DPD related targets, and Uniprot database was used to standardize the targets of B—asarone. The Venn
diagram of common targets, PPI network and key targets’ information table of B—asarone and DPD were constructed.
GO annotation and KEGG pathway enrichment analysis were carried out, and - asarone— DPD- pathway— target
network diagram was established to show the active characteristics of disease—target of B—asarone in the treatment of
DPD. Results There were 64 common targets of B—asarone and DPD, including ALB, c¢-FOS, EGFR, JUN,
CASP3, PTGS2, IGF1, ESR1, APP, and so on. These targets involve learning or memory, the intrinsic

components of postsynaptic membrane, the activities of neurotransmitter receptors, the activities of postsynaptic
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neurotransmitter receptors, and other biological processes closely related to the intersynaptic interaction of
neurotransmitters and their receptors, molecular functions and cell compositions, and signal pathways such as the
interaction between serotonergic synapse , dopaminergic synapse and neuroactive ligand receptors. Conclusion
[B —asarone may exert curative effects in the treatment of DPD through the ¢—FOS, JUN, ALB, EGFR, CASP3,

MAP2K1, MAPKI14 and other proteins and related pathways, and then play a role in the repair of serotonergic

synapse and dopaminergic synapse.
Keywords:
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pathway; serotonergic synapse pathway
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Table 1 Key targets and topological parameters of B—asarone therapy for depression in Parkinson’ disease

75 LR APk HWICAH HATHIAH JEfE
1 ALB Albumin 135 FEE 47
2 FOS Proto—oncogene c—Fos D LR AR 36
3 EGFR Epidermal growth factor receptor REAERHFZE 35
4 JUN Transcription factor AP—1 TSk AP-1 35
5 CASP3 Caspase—3 P I R R 1 34
6 PTGS2 Prostaglandin G/H synthase 2 HIFIRZR P E £ 2 FEDA 33
7 IGF1 Insulin-like growth factor I R FERFEAREF 1 32
8 ESR1 Estrogen receptor HERER Z K 31
9 APP Amyloid-beta precursor protein TEMFE B A IIHTA 30
10 CCND1 G1/S-specific cyclin-D1 S D1 29
11 MMP9 Matrix metalloproteinase—9 TG JE AR G 9 28
12 HSP90AA1 Heat shock protein HSP 90-alpha PURTEIE T 90 24
13 NOS3 Nitric oxide synthase, endothelial — ARG 24
14 PPARG Peroxisome proliferator—activated receptor gamma I AR R G GO SZ A y 24
15 MAPK14 Mitogen—activated protein kinase 14 22 ZUR AR 0 14 23
16 JAK2 Tyrosine—protein kinase i 2 A L 21
17 REN Renin (£ 20
18 AR Androgen receptor MR Z Ak 19
19 F2 Prothrombin 58 1 Pt st 19
20 MAP2K1 Dual specificity mitogen—activated protein kinase kinase 1 22 ) EAL R AR TR G- 1 18
21 MPO Myeloperoxidase i At 18
22 GSK3B Glycogen synthase kinase—-3 beta WEIEG LRG3 17
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Figure 5 Drug—disease—target—pathway network diagram of B—asarone therapy for depression in Parkinson’ disease
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