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Action mechanism of Shenxiaogualousan in treatment of breast cancer by network pharmacology method
FU Jing—jing, WU Xiong—zhi

(Department of Integrated Traditional Chinese and Western Medicine, Cancer Institute Hopital, Tianjin Medical University, National
Clinical Research Center for Cancer, Tianjin Key Laboratory of Cancer Prevention and Therapy, Tianjin’s Clinical Research Center for
Cancer, Tianjin 300060, China )

Abstract Objective: To explore the Shenxiaogualousan mechanism for the treatment of breast cancer by the network pharmacology and
in vitro experiments. Methods: Shenxiaogualousan groups given different dosages were established in the present study. Trypan blue
staining, MTS test, scratch test and other in vitro tests were used to verify the effect of Shenxiaogualousan on breast cancer cell line SKBR-
3. Furthermore, the mechanism of Shenxiaogualousan in breast cancer was predicted by constructing an active component—action target
network through network pharmacology, followed by verification using western blot. Results: The effective Shenxiaogualousan could inhibit
the proliferation and migration of breast cancer cell line SKBR -3 in vitro. Network pharmacology predicted that the effective
Shenxiaogualousan could have anti—tumor effect on breast cancer through ER, HSP90 and other targets. Furthermore, western blot results
showed that the expression of ERa was decreased in SKBR-3 cells after treated with the effective Shenxiaogualousan. Conclusion: The
effective Shenxiaogualousan may have a role in the treatment of breast cancer through the inhibition of ER endocrine pathways.
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