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Abstract: Objective To observe the effect of Scolopendra subspinipes extracts (SSE) on signal transducer and activator of transcription 3
(STAT3) signaling pathway and phosphorylation of its protein expression as well as the regulation mechanisms of HepG2 cells proliferation,
invasion, and metastasis after SSE exposure. Methods HepG2 cells were processed with SSE of gradient concentration (300, 600, 1 200,
and 2 400 pg/mL). The inhibitory effect of SSE on HepG2 cell proliferation was evaluated by CCK8 method. Subsequent experimental
concentration was set from ICs, result of CCK8 methods. HepG2 cells were divided into control, SSE (250 and 500 pg/mL), and 5-FU groups.
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After HepG2 cells were treated with SSE for 48 h, Transwell Chambers detected the invasion of HepG2 cells and Western blotting
demonstrated expression and activation of STAT3, p-STAT3 and VEGF, MMP-2 protein. Results CCKS8 method showed that SSE had
obvious inhibition effect on human HepG2 cells proliferation with dose dependent effect (P <0.05). The ICs, of SSE was 508.3 pg/mL at 48 h.
Transwell result showed invasive ability of human HepG2 cells was significantly reduced compared with control group after SSE worked to
cells for 48 h (P < 0.05). Compared with 250 ug/mL SSE group, the number of membrane cells in 500 pg/mL SSE and 5-FU groups were less
(P < 0.05). Western blotting analysis showed that STAT3 signaling pathway was mainly down regulated by p-STAT3 expression after SSE
worked to cells for 48 h. Compared with control group, the p-STAT3 expression of SSE was down-regulated (P < 0.05). The MMP-2 and
VEGF protein expression of 500 pg/mL SSE decreased compared with control group (P < 0.05). The MMP-2 protein expression of 500
png/mL SSE group had obvious difference compared with the 250 pg/mL SSE group (P < 0.05). Conclusion SSE regulate the activation of
human HepG2 cells STAT3 signaling pathway by STAT3 phosphorylation down-regulation and reduce the expression of MMP-2 and VEGF
downstream target protein, thus inhibited HepG2 cells proliferation, invasion, and metastasis ability in vitro.
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Table 1 Effect of SSE on STAT3, p-STAT3, MMP-2, and VEGF protein expression in HepG2 cells (X £s,n=5)

4 pl(ugmL ™) STAT3 p-STAT3 MMP-2 VEGF
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