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beia L F & %5 e-dh 2T X
1 FE MOLO000519 coniferin C16H2208
2 FR MOL002670 Cavidine C21H23N0O4
3 FA MOL002714 baicalein C15H1005
4 FR MOLO005030 gondoic acid C20H3802
5 FA MOL006936 10,13—eicosadienoic C20H3202
6 FHE.EFT R LF MOL000358 beta=sitosterol C29H500
7 ARHE MOL000004 Procyanidin B1 C30H26012
8 AR MOL010485 EPA C20H3002
9 ARAR MOLO010489 Resivit C15H1407
10 % B MOLO005100 5,7-dihydroxy—2-(3—hydroxy—4-methoxyphenyl)chroman—4-one C16H1206
11 % B MOLO005815 Citromitin C21H2408
12 T B MOLO005828 mnobiletin C21H2208
13 T & H3E MOL004328 naringenin C15H1205
14 S MOL000296 hederagenin C30H4804
15 HE MOL000239 Jaranol C17H1406
16 HE MOL000392 formononetin C16H1204
17 3 MOL000417 Calycosin C16H1205
18 HE MOL000497 licochalcone a C21H2204
19 HE MOL000500 Vestitol C16H1604
20 HE MOL001484 Inermine C16H1205
21 HE MOL001792 DFV CI5H1204
22 HE MOL002311 Glycyrol C21H1806
23 HE MOL002565 Medicarpin C16H1404
24 HE MOLO003656 Lupiwighteone C20H1805
25 HE MOLO003896 7-Methoxy—2-methyl isoflavone C17H1403
26 HE MOLO004805 Shinflavanone C25H2604
27 H MOLO004808 glyasperin B C21H2206
28 H 3 MOLO004810 glyasperin F C20H1806
29 H3E MOL004811 Glyasperin C C21H2405
30 H3E MOL004814 Isotrifoliol C16H1006
31 H3E MOLO004815 (E)-1-(2,4-dihydroxyphenyl)-3—(2,2—dimethylchromen—6-yl)prop-2—-en—1-one C20H1804
32 H 3 MOL004820 kanzonols W C20H1605
3 . MOLO04824 ;Z_Sg){cfl;iiiéel;ii;}l_}fj::xypheny])—2—(2—hydr0xypropan—2—y|)—4—meth0xy—2,3—dihydr0fur0[3, C21H2007
34 3 MOLO004827 Semilicoisoflavone B C20H1606
35 HE MOL004828 Glepidotin A C20H1805
36 3 MOL004829 Glepidotin B C20H2005
37 HE MOL004833 Phaseolinisoflavan C20H2004
38 HE MOLO004835 Glypallichalcone C17H1604
39 HE MOL004838 8—(6—hydroxy—2-benzofuranyl)-2,2—dimethyl-5—chromenol C19H1604
TSk
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40 3 MOL004841 Licochalcone B C16H1405
41 HE MOLO004848 licochalcone G C21H2205
42 H3E MOLO004849 3-(2,4-dihydroxyphenyl)-8—(1,1-dimethylprop—2-enyl)-7-hydroxy—5-methoxy—coumarin ~ C21H2006
43 H MOLO004855 Licoricone C22H2206
44 H3E MOLO004856 Gancaonin A C21H2005
45 HE MOLO004857 Gancaonin B C21H2006
46 HE MOLO004863 3—(3.4—dihydroxyphenyl)-5,7—-dihydroxy—8—(3—methylbut-2-enyl)chromone C20H1806
47 HE MOLO004864 5,7-dihydroxy—3—(4-methoxyphenyl)-8—(3—methylbut-2-enyl)chromone C21H2005
48 H MOLO004866 2-(3.4-dihydroxyphenyl)=5,7-dihydroxy—6—(3—methylbut-2-enyl)chromone C20H1806
49 HE MOLO004879 Glycyrin C22H2206
50 HHE MOLO004882 Licocoumarone C20H2005
51 HHE MOLO004883 Licoisoflavone C20H1806
52 HE MOLO004884 Licoisoflavone B C20H1606
53 HE MOL004885 licoisoflavanone C20H1806
54 3 MOL004891 shinpterocarpin C20H1804
55 HE MOL004898 5-Prenylbutein C20H2005
56 3 MOL004903 liquiritin C21H2209
57 3 MOL004904 licopyranocoumarin C21H2007
58 3 MOL004907 Glyzaglabrin C16H1006
59 H3E MOL004908 Glabridin C20H2004
60 H3E MOL004910 Glabranin C20H2004
61 H3E MOLO004911 Glabrene C20H1804
62 H3E MOL004912 Glabrone C20H1605
63 H3E MOLO004913 1,3-dihydroxy—9-methoxy—6-benzofurano|[3,2—c]chromenone C16H1006
64 H MOLO004914 1,3-dihydroxy—8,9—dimethoxy—6-benzofurano[3,2—c]chromenone C17H1207
65 H MOLO004915 Eurycarpin A C20H1805
66 H 3 MOLO004924 (-)-Medicocarpin C22H2409
67 HE MOLO004935 Sigmoidin—B C20H2006
68 H MOLO004941 (2R)-7-hydroxy—2—(4-hydroxyphenyl)chroman—4-one C15H1204
69 H MOLO004945 (2S)-7-hydroxy—2—(4=hydroxyphenyl)-8~(3—methylbut—2-enyl)chroman—4-one C20H2004
70 H MOLO004948  Isoglycyrol C21H1806
71 HE MOLO004949 Isolicoflavonol C20H1806
72 HE MOLO004957 HMO C16H1204
73 H MOLO004959 1-Methoxyphaseollidin C21H2205
74 HE MOL004961 Quercetin der. C17H1407
75 HE MOL004966 3’'—Hydroxy—4'-0-Methylglabridin C21H2205
76 3 MOL004974 3'-Methoxyglabridin C21H2205
71 HE MOL004978 2-[(3R)-8,8-dimethyl-3,4-dihydro—2H-pyrano[6,5—f|chromen—3—yl|-5-methoxyphenol C21H2204
78 3 MOL004980 Inflacoumarin A C20H1804
79 3 MOLO004988 Kanzonol F C26H2805
80 3 MOL004989 6-prenylated eriodictyol C20H2006
81 H 3 MOL004990 7.2',4'~trihydroxy—5-methoxy—3-arylcoumarin C16H1206
82 3 MOLO004991 7-Acetoxy—2-methylisoflavone C18H1404
83 H3E MOLO004993 8-prenylated eriodictyol C20H2006
84 H3E MOL005000 Gancaonin G C21H2005
T#4gk
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85 HE MOLO005001 Gancaonin H (C25H2406
86 H3E MOL005003 Licoagrocarpin C21H2204
87 HE MOL005007 Glyasperins M C21H2006
88 H3E MOL005008 Glycyrrhiza flavonol A C20H1807
89 H 3 MOL005012 Licoagroisoflavone C20H1605
90 3 MOL005013 18a-hydroxyglycyrrhetic acid C30H4604
91 3 MOL005016 Odoratin C17H1406
92 3 MOL005017 Phaseol C20H1605
93 HE MOL005018 Xambioona C25H2404
94 HE MOL005020 dehydroglyasperins C C21H2205
95 5 MOLO00173 wogonin C16H1205
96 & MOL000791 bicuculline C20H17NO6
97 E MOL003283 (2R,3R,45)-4~(4-hydroxy—3—methoxy—phenyl)~7-methoxy—2,3~dimethylol-tetralin—6-ol C20H2406
98 <) MOL003290 Dimethylmatairesinol C22H2606
99 i3 MOL003295 (+)—pinoresinol monomethyl ether C21H2406
100 % 7 MOL003306 AConl_001697 C21H2406
101 % 7 MOL003347 hyperforin C35H5204
102 % 7 MOL003370 Onjixanthone I C16H1406
103 # H¥E Ltk Abe MOL000098 quercetin C15H1007
104 # H3E s Abd MOL000422 kaempferol C15H1006
105 3N MOL000006 luteolin C15H1006
106 EE MOL000492 (+)-catechin C15H1406
107 ¥ MOL000569 digallate C14H1009
108 i MOL004798 delphinidin CI5H1107+
109 ¥ MOL010857 Sterigmato—cystin C18H1206
110 k3 MOLO010864 5,7-Dihydroxy—3',4",5'~trimethoxyflavon C18H1607
111 &5 MOLO000457 Phaseollidin C20H2004
112 F4F MOL002268 rhein C15H806
113 &4 F MOLO003542 8-Isopentenyl-kaempferol C20H1806
114 25 MOL004373 Anhydroicaritin C21H2006
115 45 MOLO005257 Penniclavin C16H18N202
116 F4F MOL005260 CHANOCLAVINE C16H20N20
117 45 MOL005261 LYSERGOL C16H18N20
118 F4T MOL005266 AGROCLAVIN C16H18N2
119 45 MOL005267 elymoclavine C16H18N20
120 WLAE GEE MOL000449 Stigmasterol C29H480
121 WA AR KA MOLO00073 ent—Epicatechin C15H1406
122 LAE MOL000354 isorhamnetin C16H1207
123 AP i MOLO000114 vanillic acid C8H804
124 A i MOLO000415 rutin C27H30016
125 A o MOLO000701 quercitrin C21H20011
126 A MOL002665 Ferulic Acid C10H1004
127 bl MOLO004368 Hyperin C21H20012
128 A v MOLO007424 artemisinin C15H2205
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Term Count % P value
HIF-1 signaling pathway 8 21 3.14E-08
Proteoglycans in cancer 8 21 3.89E-06
PI3K-Akt signaling pathway 8 21 0.000203965
Endocrine resistance 7 18  3.04E-07
fu(;;iiil:i:}oisignaling pathway in diabetic 7 18 3.50E-07
AMPK signaling pathway 7 18 1.21E-06
Fox O signaling pathway 7 18 2.19E-06
Fluid shear stress and atherosclerosis 7 18 3.26E-06
Breast cancer 6 16 5.84E-05
Kaposi sarcoma—associated herpesvirus in-
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Abstract:  Objective  To explore the pharmacological mechanism of Yunpi Decoction in the treatment of
hyperlipidemia by using the network pharmacological method. Methods  Firstly, the effective chemical components and
corresponding target proteins of Yunpi Decoction and related disease genes of hyperlipidemia were retrieved and
predicted by consulting multiple databases, such as TCMSP, Pharm Mapper, GeneCard, and DisGeNET, etc. Secondly,
The String platform was used for protein interaction analysis to construct key proteins in the PPI network mining
network. the verification in molecular docking was performed by iGEMDOCK. Finally, The DAVID platform was adopted
to analyze the “medicinals+components+targets+pathways” and the involved biological processes and pathways. Then,
Cytoscape (3.6.0) software was used to construct the integrated network. Results The core components of Yunpi
Decoction for intervening hyperlipidemia were luteolin, quercetin, kaempferol, and naringenin, etc. The main targets
were PPARG, NOS3, APOB and ESR1; The verification in molecular docking verification also showed that most targets
had a good binding activity with compounds. According to DAVID enrichment analysis, Yunpi Decoction might interfere
with hyperlipidemia through biological processes such as intracellular and extracellular stimulation, lipopolysaccharide
response, and HIF-1 signaling pathway, AGE-RAGE signaling pathway, and insulin signaling pathway. Conclusion
This study preliminarily predicted the multi—component, multi-target, and multi—path action mechanism of Yunpi
Decoction in the intervention of hyperlipidemia, and provided a theoretical basis for further experimental research.

Keywords: Network pharmacology, Hyperlipidemia, Yunpi Decoction, Molecular mechanism
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