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Network Pharmacology Study of Compound Xueshuantong Capsule
Based on the Targets Related to Blood Circulation and Hemostasis
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Abstract: Network pharmacology based on the computational molecular docking was used to study inter-
action of chemical composition of Compound Xueshuantong Capsule to the targets related to blood circula-
tion and hemostasis. A compound-target interaction network diagram was generated. The results showed
that the chemical compounds of Compound Xueshuantong Capsule interacts with the multiple targets,

such as ACE and PDE, revealing the multitargeted regulatory mechanism of Compound Xueshuantong

Capsules in the treatment of retinal vein occlusion on molecular level.
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Fig. 1 Compound-target interaction network diagram of Compound Xueshuantong Capsule
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Table 1 Compounds interacted with targets related to blood
circulation in Compound Xueshuantong Capsule
MR A L&Y (555 O A A RE,
4 186. 8 J/mol)
AZ A Re (10.6), ®EHTF (10.6), AZ
ACE ¥ Rg, (10.5), 83 C (10.4),
AZBAF RbL (10.1), =EBHR, (9.7)
FarbZm (11.4), PFSE I, (11L1), 4Rk

EPHX2
## (11.0)

REN  AZREH Re (10.1), BwEHT (9.5)
ACE2  ZHEIET C (10.9), AZRBHF Rb, (9.4)
ADH5 AZ R Rb, (10.3)

PPARA  FHR B (10.9)

PPARG ZHI&T C (10.6)

DMPK =-ERB1F R, (9.2)
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Table 2 Compounds interacted with targets related to
hemostasis in Compound Xueshuantong Capsule

LA R EY (FS PR s AR,
4 186.8 J/mol)
FEEE (12.6), BFPSE (12.1), FF20E 1L,

ppEsA (120 FHEIE A (11.9), 4T (10.7),
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% (7.8)
AT (11 1), FFZE 10, (10.8), B
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PDE3B B2 (10.6), BEREAITT (10.3), B
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MMP1  FEZE (7.7), FILAEE (6.7)
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PDPK1 AZRHF Rg, (9.6)
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Table 3  Targets of compounds in Compound

Xueshuantong Capsule
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