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[Abstract] Objective Discussion the mechanism of “Same Treatment for Different Diseases” of Chaihu Shugan Powder in treat-
ing Type 2 Diabetes (T2DM) , Non—Alcoholic Fatty Liver Disease (NAFLD) and Depressive Disorder (DD). Method The main active
components and potential target proteins of Chaihu Shugan Powder were obtained from TCMSP. Related targets for T2DM, NAFLD, and
DD were collected from the GeneCards database and imported into Cytoscape 3.7.0 software to create a “Component—Target—Gene—
Disease” network diagram. Gene ontology and KEGG pathway enrichment analysis were completed using DAVID Bioinformatics Re-
sources. The molecular docking and visualization of the screened active compounds with key target proteins were performed using
Autodock vina and Pymol software. Results A total of 123 effective components and 251 effective targets were identified. Additionally,
1 622 effective targets for T2DM, 1 513 for NAFLD, and 1 600 for DD were selected, and 70 common targets were found for drugs and
diseases. Gene ontology analysis and KEGG pathway enrichment analysis demonstrated that signal pathways involved in Chaihu
Shugan Powder’ s treatment of T2DM, NAFLD and DD mainly included the AGE-RAGE signaling pathway, HIF-1 signaling pathway,
MAPK signaling pathway, Toll-like receptors signaling pathway, and others. Molecular docking showed that most key targets and main
active components could be docked together stably. Conclusions The mechanism of “Same Treatment for Different Diseases” of Chaihu
Shugan Powder for treating T2DM, NAFLD and DD may involve improving insulin resistance, inflammatory response, and lipid metabo-
lism disorder through targets including IL6, TNF, IL1B and the other targets and HIF-1 signaling pathway, MAPK signaling pathway,
Toll-like receptors signaling pathway etc.

[Key words] Chaihu Shugan Powder; Non—alcoholic fatty liver disease; Type 2 diabetes; Depressive disorders; Same treatment

for different diseases; Network pharmacology; Molecular docking
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Table 1 Common active ingredients in Chaihu Shugan Powder
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Figure 2 Network diagram of Drug—Ingredient—Disease—Target
R2 LS

Table 2 Screening of core targets
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Figure 3 PPI network diagram of key targets
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Table 3 Information of key targets
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Figure 4 GO enrichment analysis
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Figure 5 KEGG enrichment analysis of intersecting targets



324

PIREERR 244 20234F 46 4l
Journal of Southwest Medical University Vol.46 No.4 2023

2.7 S FITEIIE

PRAC 2y BT F IO, Sl v ) S 0 S
B a PG BT dEPTR PUIAR ey i 2o
VR . St S g R 0 24, Ol AR A
FE R LA K3 2 W Degree (HFERTHY 6 2590 41 5
K00 &5 (TNF . IL6 . VEGFA .PPARG .IL1B . AKTI) 47
JEA AT F X 45 R R 45 G B < -6.0 keal/mol , 3R
W LA b 36 135 A0 O 22 ) B0 i BB RS e 45 L B
I XL 5 RBAS SRR U A s i B h &5
AR XA T AT R, UL 6 KT 7

kh 740 |20 €30 | 7.00 Quercetin
khk €80 610 870 Kaempferol

270 860 630 B70 P Siosterol —
Y 9.50
750 | .40 |00 6.50 | $40 680 Naringenin 9.00
| 8.50
A 8.00
%m 7.00 |#70 630 600 600 Nobietin b

k@k 740 830 790 Luteoln 00
8.00

kkk 340 | ®£0 90 Saikosaponin A

khk R B 5t

(el 2 % ©
& §
W q}p hd

é‘p\é‘vﬁﬁ‘
E6 oFIfEiE

Figure 6 Heat map of molecular docking
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