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Abstract: Objective To investigate total glucosides of paeongy(TGP) on apelin and visfatin in rats with nonal-
coholic fatty liver disease(NAFLD). Methods SD rats were divided into normal group, model group(NAFLD),
metformin group (MET, 200 mg-+kg™') , high—dose TGP group(TGP-H, 200 mg-kg™') and low-dose TGP
group (TGP-L, 100 mg-kg™). NAFLD rat model was induced by fructose and high—fat feeding. After treatment
for 4 weeks, all the rats were executed for the examination of serum fasting blood glucose(FBG) , fasting insulin
(Fins), insulin sensitivity index(ISI), total cholesterol(TC), low—density lipoprotein cholesterol (LDL-C), high—
density lipoprotein cholesterol (HDL-C), triglyceride (TG), free fatty acids (FFA), apelin-36, visfatin, alanine

aminotransferase (ALT), aspartate aminotransferase (AST), glutathione transferase (GST) levels and liver index.
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Results In both TGP-H group and TGP-L group, the levels of FBG, Fins, TG, LDL-C, apelin-36 and vis—
fatin were decreased, but ISI and HDL-C were increased(P < 0.01 or P < 0.05). The activities of ALT,
AST, and GST as well as the liver index were reduced by TGP-H (P < 0.01). The AST and GST activities
and the liver index were also reduced by TGP-L(P < 0.01 or P < 0.05). Conclusion TGP could improve the

disordered lipid metabolism and insulin resistance, enhance insulin sensitivity, down-regulate apelin and visfatin

expression, and ameliorate liver function in rats with NAFLD induced by fructose and high—fat feeding.
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Table 1 Effects of TGP on serum FBG, Fins, and ISI in NAFLD
rats

5 FE img-kg” FBG/mmol L Fins/ pU-ml™ 18I
LR - 5.89+1.49 11.14 +2.10 -1.70 +0.09
2 - 113022195 19.32£2.62°  -224+0.05°
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TGP Fili 200 4.84+082"  1340+349"  -1.86+0.12"
TGP IG5 a4l 100 5121237 1526+3.037  -2.01=0.11"
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dex in NAFLD rats
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Table 2 Effects of TGP on serum TC, LDL-C, HDL-C, TG, FFA, apelin-36 and visfatin in NAFLD rats
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T HIEWXWIALILE, P < 0.01; SEBLA L, 'P<0.05, "P<001,
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