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Effect of polydatin on miR-214 expression and liver function in ApoE” mice
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Abstract: Objective To study the effect of polydatin on the expression level of miR-214 and liver function in atherosclerotic
mice. Methods Forty male ApoE” mice were randomly allocated into 4 groups (7=10), namely the model group, low- and
high-dose polydatin groups, and simvastin group, with 10 male C57BL/6] mice serving as the normal control group. Mouse
models of atherosclerosis were established by feeding the ApoE” mice with a high-fat diet. After 12 weeks of treatment, blood
levels of glucose, lipids, AST, and ALT and the contents of T-SOD and MDA in the liver tissue were detected. The pathologies
of the liver were examined with HE staining, and miR-214 expression in the liver was detected using quantitative real-time
PCR. Results Compared with the normal control mice, the mice in the model group showed significantly increased blood
glucose, serum TC, TG, LDL-C, ALT, and AST levels, and MDA contents in the liver (P<0.01), with significantly decreased
serum HDL-C level and SOD and miR-214 levels in liver (P<0.01). Polydatin treatment significantly ameliorated such changes
in blood glucose, serum ALT, AST, TC, TG, LDL-C, and HDL-C levels, and MDA, SOD, and miR-214 contents in liver tissue (P<
0.05). Conclusions Polydatin can reduce blood glucose and lipid levels and protect the liver function in atherosclerotic mice
possibly by up-regulating the expression of miR-214 and T-SOD and down-regulating MDA in the liver.
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~ Fig.1 Effect of polydatin on liver
pathologies in ApoE” mice (HE
staining, original magnification: x
100). A: Control; B: Model group; C:
Simvastatin group; D: Low-dose
polydatin  group; E: High-dose
+ polydatin group.
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Tab.1 Effect of polydatin on blood glucose and lipid levels in ApoE” mice (Mean+SD, n=10, mmol/L)

Group Blood glucose TC TG LDL-C HDL-C
Control 5.36+1.17* 5.15+0.62* 0.87+0.06* 3.52+0.44* 1.61+0.32*
Model 7.53+£1.34 24.25+1.63 2.51+0.27 18.54+2.20 0.34+0.10
Simvastatin 5.40+1.47" 14.81+1.00* 1.44+0.13* 10.77£1.57* 1.10£0.15*
PDL 5.82+1.03" 21.32+1.96" 2.03+0.08* 16.26+2.14 0.38+0.10
PDH 5.18+0.91* 18.82+19.2* 1.79+0.10* 13.70+2.15" 0.65+0.16"

*P<0.05, *P<0.01 »s model.
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32 PDXY/INREHAET-SOD.MDA K miR-214 K541
Tab.2 Effect of polydatin on T-SOD, MDA and miR-214 expressions in the liver (Mean=SD, n=10)

Group ALT (UL) AST (UIL) T-SOD (U/mL) MDA (mmol/mL) miR-214
Control 54.05+8.45% 126.69+12.72* 120.64+9.74* 12.78+2.11% 15.33+4.02*
Model 121.68+13.88 182.62+10.05 82.70+7.91 32.41+2.02 4.62+2.37
Simvastatin 85.13+11.5* 149.38+9.10* 98.53+6.78* 24.99+1.76% 8.56:+4.29%
PDL 86.96+12.45%  144.71+6.67* 103.48+8.71* 26.25+2.53* 9.21+4.36
PDH 80.53+6.42% 120.54+3.33* 114.76+12.76* 19.87+2.17* 12,952 84*

*P<0.01 »s model.
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