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A study on the network pharmacological mechanism of Salvia miltiorrhiza-Angelica

GUO Xiao-Lan, LI Di, WANG Xian-Hua , YAN Xue-Ling , XIONG Hang , SHI Zheng
(Sichuan Industrial Institute of Antibiotics & Medical School, Chengdu University, Chengdu 610106, China)

Abstract: This study aimed to study the mechanism of the effect of Salvia miltiorrhizae-Angelica. The
active ingredients of Salvia and Angelica and potential targets of candidate compounds were screened in
TCMSP. And artificially retrieval of potential targets of candidate compounds through prediction plat-
forms related to Alzheimer’s disease. Target information was imported into the DAVID database and
KEGG database for target and pathway analysis to construct the compound-target action network, tar-
get-pathway network graph, and compound-target-pathway graph. The results indicate that the active
ingredients for Alzheimer’s disease in Salvia and Angelica were B-sitosterol, stigmasterol, tanshinone
Il , tanshinone, cryptotanshinone and dihydrotanshinone, which may play a role in Alzheimer’s disease
through mechanisms such as anti-inflammatory, anti-oxidant, immune system, cell cycle, calcium signa-
ling pathway and neural receptor-ligand interaction.
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3 z:é': % Tab. 1 The active components and medical value of Angel-
3.1 ERSBTHE icasinensis.

AR I T FFB A 16 MEZERSY.  HY MolID MoladeName MW OB/%
IR 2 MEF T A 18 My, 2SI MOl MOL000358  betasitosterol 41479 36.91
FEIGEHER M B S, S L WK 1 MRS MO2  MOL000449  Stigmasterol 412,77 43. 83

EEAFIZE N SIS B PSS DL 2.
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Tab. 2 The active components and medical value of salvia.

i Mol ID Molecule Name MW OB/ % DL
Mo3 MOL001601 1,2,5,6-tetrahydrotanshinone 1,2,5,6— DU F+Z:0 280. 34 38.75 0. 36
Mo4 MOL002222 sugiol Bz 300. 48 36.11 0.28
Mo05 MOL002651 Dehydrotanshinone [[ A EESHE0 292. 35 43.76 0.4

5, 6-dihydroxy-7-isopropyl-1, 1-dimethyl-2,

Mo6 MOL007036 3-dihydrophenanthren-4-one Frl 2 298. 41 33.77 0.29
Mo7 MOL007041 2-isopropyl-8-methylphenanthrene-3.4-dione 2 ﬁﬁ%:é?:@ﬁ W=, 264. 34 40. 86 0.23
Mo8 MOL007049 4-methylenemiltirone 4— 3 F FF2 R 266. 36 34. 35 0.23
Mo9 MOL007061 Methylenetanshinquinone DI SRE S 278.32 37.07 0. 36
M10 MOL007085 Salvilenone FFS 292, 4 30. 38 0.38
Mi11 MOL007088 cryptotanshinone (SRR 296. 39 52. 34 0.4
M12 MOL007094 danshenspiroketallactone F SIS BYHE N NS 282. 36 50. 43 0. 31
M13 MOL007101 dihydrotanshinone [ ZASHSE 1 278.32 45. 04 0. 36
M14 MOL007108 isocryptotanshi-none BB S 1 296. 39 54,98 0. 39
Mi5 MOL007111 Isotanshinone || SFHEE 294. 37 49.92 0. 4
M16 MOL007122 Miltirone FHEHTE 282. 41 38.76 0. 25
M17 MOL007149 NSC 122421 122421, 10— B UL HASEE  300. 48 34. 49 0. 28
Mis MOL007154 tanshinone iia F20 1A 294. 37 49. 89 0.4
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Tab. 3 The information of salviamiltiorrhiza-angelica’s active components in potential target
g p p g

He¥ Uniprot 5 HH S
1 P22303 ACHE Acetylcholinesterase
2 P31644 GABRAS Gamma-aminobutyric-acid receptor alpha-5 subunit
3 H08238 HAP90AB1 Heat shock protein HSP 90
4 P10636 MAPT Microtubule-associated protein tau
5 P28223 HTR2A 5-hydroxytryptamine 2A receptor
6 P11229 CHRM1 Muscarinic acetylcholine receptor M1
7 P35354 PTGS2 Prostaglandin G/H synthase 2
8 P08172 CHRM2 Muscarinic acetylcholine receptor M2
9 P36544 CHRNA7 Neuronal acetylcholine receptor protein, alpha-7 chain
10 P46098 HTR3A 5-hydroxytryptamine receptor 3A

11 P05067 APP Amyloid beta A4 protein
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ey Uniprot 5 e AR
12 P35228 NOS2 Nitric oxide synthase, inducible
13 P49841 GSK3B Glycogen synthase kinase-3 beta
14 P42892 ECE1 Endothelin-converting enzyme 1
15 Q99527 ESR1 Estrogen receptor
16 P37231 PPARG Peroxisome proliferator activated receptor gamma
17 Q07817 BCL2 Apoptosis regulator Bel-2
18 P53779 MAPK10 Mitogen-activated protein kinase 10
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Fig. 1 The network of compounds and target
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Fig. 2 The pathway and target relation network
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Fig. 3 The pathway between compounds and targets.
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