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The anti-tumor effect of Shenyi capsule enhancing cisplatin via macrophage migration
inhibitory factor-NLRP3 pathway

ZHAI Jing-hui', WEI Lan-yi?2, SONG Yan-qing!” (1. Department of Pharmacy, the First Hospital of Jilin
University, Jilin Changchun 130021, China; 2. Pharmacy, Jilin University, Jilin Changchun 130021, China)

ABSTRACT: OBJECTIVE The main ingredient of Shenyi Capsules is ginsenoside Rg3, which is mainly used as
an adjuvant of chemotherapeutic drugs in clinic. The research explored the effect of shenyi capsule combined with
cisplatin on the anti-tumor effect of human lung adenocarcinoma cells (A549). METHODS The cells were
divided into a blank control group, the cisplatin group and the cisplatin + shenl capsule group. The activity and
migration of A549 cells were detected by MTT assay and wound healing, and the changes of macrophage
migration inhibitory factor (MIF) and Nod-like receptor protein 3 (NLRP3) in A549 cells were detected by
Western Blot assay. RESULTS Compared with the cisplatin group, the cell viability and migration capacity of the
shenyi capsule combined with cisplatin group were significantly reduced, and MIF, NLRP3, ASC, Caspase-
1, IL-1p and P-p65 proteins were significantly increased. CONCLUSION Shenyi capsule can enhance the
damage effect of cisplatin on A549 cells, and weaken the migration ability. Shenyi capsule may enhance the anti-
tumor effect of cisplatin by activating the MIF-NLRP3 signal pathway.

KEY WORDS: Shenyi capsule; Cisplatin; Macrophage migration inhibitory factor; Nod-like receptor protein 3
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