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Inhibitory effects and mechanism of Polydatin on the proliferation and activation of hepatic stellate cell
ZHANG Li, FANG Bu—-wu
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Abstract Objective: To examine the effect of Polydatin on HSC-T6 cells in vitro, and to investigate the inhibitory effects and related
mechanism of Polydatin on liver fibrogenesis. Methods: Rat hepatic stellate cells HSC-T6 were cultured in vitro and were divided into
control group and low, middle and high concentration(125, 250, 500 wmol/L)Polydatin groups. Cell proliferation was measured by MTT
assay. LDH activity in cell supernatant was detected by colorimetryassay. Hypcontentin cell supernatant was examined by enzyme digestion
assay.Prolein expression levels of a—SMA (Alpha—smooth muscle actin), Collagen I ,Nrf2 (NF-E2-related factor 2) and HO-1 (heme
oxygenase—1) were detected by Western blot. One—Way ANOVA was used for comparison among multiple groups. If the variances were
homogeneous, LSD test was used; if the variances were heterogeneous, Dunneti T3 test was used. A value of P<0.05 was considered different
significantly. Results: Compared with the control group, for the Polydatin 125, 250, 500 wmol/L groups, the cell viability was
significantly reduced (F=252.01, P<0.001), the Hyp content was significantly reduced (F=16.50, P<0.05), the protein expression of a—SMA
and Collagen | were decreased significantly (F=19.89, 182.91, all P<0.05). And with the increase of the concentration, the inhibitory effect
was stronger and in a certain dose —dependent manner. Compared with control group, the protein expression of Nrf2 was increased
significantly in Polydatin125, 250, 500 pwmol/L groups (F=23.70, P<0.05) and the protein expression of HO-1 was increased significantly in
Polydatin 250, 500 pmol/L groups(F=12.40, P<0.01), and with the increase of the concentration, the upregulative effect was stronger and in
a certain dose —dependent manner. Conclusion:Polydatin can inhibit hepatic fibrogenesis by inhibiting the collagen synthesis and
proliferation and activation of hepatic stellate cells, which may be associated with the upregulation of Nrf2/HO-1 pathway.
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Fig 1 Effects of Polydatin on the proliferation of cell(x+SD, n=6)
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Fig 2 Effects of Polydatin on the activity of LDH(x+SD, n=6)
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Fig3 Effects of Polydatin on the content of Hyp(x+SD, n=9)
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Fig4 Effects of Polydatin on the protein expression of a—~SMA and
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Fig 5 Effects of Polydatin on the protein expression of Nrf2 and
HO-1(x+SD,n=3)
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