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Exploring the Application Value of Taohong Siwu Decoction Volatile Qil in the
Prevention and Treatment of Ischemic Stroke

GE Minghua, WU Zhiqin, WANG Jingwei, LIU Tianhao
(Department of Gastroenterology, Affiliated Hospital of Jiangnan University, Wuxi 214000, China)

ABSTRACT: Objective To explore the potential mechanism of volatile oil of Taohong Siwu decoction in the prevention
and treatment of ischemic stroke. Methods The volatile oil components of Taohong Siwu decoction were analyzed by gas
chromatography-mass spectrometry (GC=MS). Swiss Target Prediction, PubChem and TCMSP databases collected the targets
corresponding to related components, as well as TTD, Drug Bank and Geen Cards databases and literature collected the
relevant targets of ischemic stroke, and constructed drug—target and disease —target networks. The potential targets of
Taohong Siwu decoction volatile oil intervention in ischemic stroke were screened by the fusion of the two methods. The PPI
network of potential core targets was obtained by introducing the STRING platform, and GO and KEGG enrichment analysis
were performed. Results From the volatile oil of Taohong Siwu decoction, 36 components and 159 potential core targets
were found. These components can contribute to the pathological process of ischemic stroke through a variety of pathways,
including the calcium signaling pathway, the Rapl signaling pathway, the PI3K —-AKT signaling pathway, the nitrogen
compound reaction, and others. Conclusion This study reveals the probable mechanism of Taohong Siwu decoction volatile
oil in treating ischemic stroke, giving a scientific foundation for further investigation.
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F1 thaAmWmHEREPLERSHEES T
= R_T Compounds Formula Molecular CAS R.Match
(min) mass
HFY1 17.699 B-Longipinene CisHy 204.35 41432-70-6 807
HFY? 18.284 Benzofuran, 6—ethenyl-4,5,6,7-tetrahydro-3,6—dimethyl-5- CeHyO 21632 17910-09-7 888
isopropenyl—, trans—
HFY3 18.42  Guaia—1(10),11-diene CisHyp, 204.35  3691-11-0 864
HFY4 18.542 Azulene, 1,2,3,5,6,7,8,8a—octahydro—1,4—dimethyl-7- CoHae 204.35 3691-11-0 843
(I-methylethenyl)-, [1S—-(1a,7a,8aB)]-
HFYS5 18.722 a-ylangene CisHypy 204.35 14912-44-8 730
HFY6 19.01 B-Guaiene CisHay 204.35 88-84-6 749
HFY7 19.341 Columbin CypHn0s  358.39 546-97-4 685
HFYS 19,863 SI—Benzofuranacetic acid, 6—ethenyl-4,5,6,7-tetrahydro-3,6— CiHuOr 14220 19912-86-8 759
dimethyl-a—methylene—, methyl ester
HFY9 19.938 Z‘;ﬁ?iﬁ;io}]de 14.15-epoxy=3. 1 ~dihydroxy-. CouHnOs  258.32 39005-15-7 591
HFY10 20.077 4,7,10,13,16,19-Docosahexaenoic acid, methyl ester,(all-Z)— CyH3,0,  342.52  2566-90-7 674
HFY11 20.311 cis-5,8,11,14,17-Eicosapentaenoic acid CyH30,  302.45 10417-94-4 775
HFY12 20.572 a-Bulnesene CisHy 204.35  3772-93-8 820
HFY13 20.947 Fenzofuran, 6—ethenyl-4,5,6,7-tetrahydro—3,6—dimethyl-5- Coet0 21632 17910-09-7 830
isopropenyl—, trans—
HFY14 21.181 Methyl eicosa-5,8,11,14,17—pentaenoate CyH30,  316.48 1191-65-7 731
HFY15 21.768 a-acorenol CisHxO  222.37  28400-11-5 789
HFY16 22.261 (4aS,8aR)-3,8a—Dimethyl-5-methylene—4,4a,5,6,7,8,8a,9—- C\eHa0 21632 6989-21-5 814
octahydronaphtho[2,3-b]furan
HFY17 22.387 (2aS,3aR,5aS,9bR)—2a,5a,9—Trirr.lethyl—Za,4,5,5a,6,7,8,9b— Culn0, 20921 352457-43-3 733
octahydro—2H-naphtho[1,2-bJoxireno|[2,3—c]furan
HFY18 22.848 (3 li;i{;l‘;::ﬁ;‘j;‘;;;:“gE3) f‘d‘methyl_lo_ CsH,0 21834  6902-91-6 870
4H -Cyclopropa[5',6' Jbenz[1",2":7,8]azuleno[5,6 —~b]oxiren —4 —one,
HFY19 23.633 8,8a—bis (acetyloxy)—2a—[(acetyloxy)methyl|-1,1a,1b,1¢,2a,3,3a,6a, CoHuOn 52058  64869-55-2 558
6b,7,8,8a—dodecahydro —6b —hydroxy -3a —methoxy -1,1,5,7 —tetram—
ethyl-, [1aR—(lac,1bB,1ca,2a0,3aa,6aa,6ba, 70,8 3,8aa) |-
HFY20 23.962 Curdione C;sHu0, 23635 13657-68-6 896
HFY21 24.213 Z-Butylidenephthalide C,H 50, 188.22  72917-31-8 876
HFY22 24.415 1(3H)-lIsobenzofuranone, 3—butylidene— C1,H 1,0, 188.22 551-08-6 873
HFY23 24.544 3—(2—Methylallyl)salicylic acid C,H,0;  133.15  91143-32-7 582
HFY24 24.842 Senkyunolide C,H,O, 19225 63038-10-8 841
HFY25 25.487 Phenol, 4-heptyl- Ci3Hx0 192.30  1987-50-4 695
HFY26 25.897 (E)-3-Butylidene-4,5-dihydroisobenzofuran—1(3H)-one CppH,,0, 190.24 81944-08-3 883
HFY27 27.093 cis-ligustilide CpH,0,  190.24  81944-09-4 937
HFY28 27.389 Deca—4,6—diyn—1-yl 3—methylbutanoate C,H»0, 122.04 29314-16-7 804
HFY29 27.691 (Z)-Deca—8—en—4,6—diyn—1-yl 3—methylbutanoate CisHy0, 27470 126693-81-0 819
HFY30 27.986 (Z)-Deca—8-en—-4,6—diyn—1-yl acetate CpH.,0, 214.03 6131-31-3 781
HFY31 29.599 Pentadecanoic acid, 13—methyl—, methyl ester C;H5,0,  270.45  5487-50-3 710
HFY32 30.920 Olean—12-ene-3,15,16,21,22,28-hexol, (38,15a,16c,218,220)- CyHs0s  506.71  15399-43-6 600
HFY33 32.785 8,11-Octadecadienoic acid, methyl ester CioH3,0,  294.47  56599-58-7 764
HFY34 33.996 9,12-Octadecadienoic acid (Z,2)—, 2,3—dihydroxypropyl ester CyH30,  354.52 2277-28-3 736
HFY35 34.091 Demecolcine CyHyxNOs  371.43 477-30-5 579
HFY36 36.350 Olean-12-ene-3,15,16,21,22,28-hexol, (38,15a,16c,218,220)— C3Hs0s  506.71  15399-43-6 600
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