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ABSTRACT Objective: To observe the effect of resveratrol on the proliferation and apoptosis of SiHa cells, and explore the related
role of galectin. Methods: Human cervical cancer cell line SiHa was cultured in vitro, the experiment was divided into 5 groups as
follows: control group, resveratrol and [resveratrol+galectin-3 (5 pwg/mL, 10 pg/mL and 20 pg/mL)]. They were given normal saline,
resveratrol and [resveratrol+galectin (5 pwg/mL, 10 pg/mL and 20 pg/mL)], respectively. 48 hours later, the cells were collected. Cell
proliferation was detected by MTT, cell apoptosis was determined by Caspase-3 activity assay kit, the galectin-3 expression was
evaluated by Western Blot. Results: Resveratrol (300 wmol/L) obviously inhibited the proliferation of SiHa cells, significantly increased
the apoptosis level, and markedly reduced galectin-3 expression. SiHa cells were given different concentrations of galectin-3 (5, 10, 20
wg/mL) along with resveratrol (300 wmol/L). With the increase of galectin-3 concentration, the proliferation of SiHa cells gradually
increased and the apoptosis level of SiHa cells gradually reduced, however, the phosphorylation level of VEGF-R3 gradually increased.
Conclusion: Resveratrol could inhibit the proliferation and promote the apoptosis of SiHa cells via reducing the galectin-3 expression.
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Fig.2 Effect of resveratrol on the galectin-3 expression in SiHa cells
Note: (A) The representative Western blots images showed the expression
of Galectin-3 using -actin as loading control. (B) Intensities of Galectin-3

relative to B-actin. ¥*¥P<0.01 vs. Control group.
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Fig.1 Effect of resveratrol on the proliferation and apoptosis of SiHa cells
Note: (A) The inhibitory effect of resveratrol (300 wmol/L) on the
proliferation of SiHa cells determined by MTT method; (B) The effect of
resveratrol on the apoptosis of SiHa cells tested by Caspase-3 activity

assay kit. **P<0.01 vs. Control group.
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Fig.3 Effect of galectin-3 on the resveratrol mediated promotion of proliferation and inhibition of apoptosis in SiHa cell
Note: (A)The effect of Galectin-3(5, 10 and 20 pg/mL) on the proliferation of SiHa cells treated by resveratrol (300 wmol/L) determined by MTT method;

(B) The effect of Galectin-3 (5, 10 and 20 pg/mL) on the apoptosis of SiHa cells treated by resveratrol (300 wmol/L) using Caspase-3 activity assay Kkit;
(C) The representative Western blots images showed the expression of P-VEGF-R3/VEGF-R3, and the intensities of P-VEGF-R3 relative to VEGF-R3.
#P<0.05, ##P<0.01, ###P<0.0001 vs. Resveratrol.
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