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[ Abstract ] Objective; To observe effects of puerarin and oleanolic acid on blood glucose, blood lipid,
superoxide dismutase ( SOD ), malondialdehyde ( MDA ), advanced glycation end products ( AGEs), serum
hypersensitive C-reactive protein ( hs-CRP) and pancreatic histopathology in rats with type 2 diabetes mellitus
(T2DM) , and to approach their pharmacological mechanism. Method: T2DM rats induced by high calories diet
and intraperitoneal injection of streptozotacin ( STZ) were randomly divided into five groups: diabetes mellitus

(M) group, melbine (D) group, puerarin (P) group, oleanolic acid group (OA) and puerarin with oleanolic

[WFEA#A] 20121130(011)
[(B&TA]  FHEHE 2011-2012 47 B2 v [ 5 £ 2 F BUR )RS 7E 5T H (2010-5-8) 5 B i B R 5 H (08360202A-8)

[$E— 1’E%] T, TR A AT B 2597 AR I R WE ST, Tel : 13731511742 , E-mail : wanghuimin-84@ 163. com

[EWRAEE] " Zak2 b, 2R, 00T AR S0, A b B2 25 3R 97 RO B BIF 5T, Tel:0315-3726292, E-mail ; Inyy @ vip. sina. com

- 174 -



o, S5 R E BRI KRBT T2DM R [ 4 A 07 38 58 iE S B HY 52 7l

acid (POA) group. Fasting blood glucose (FBG) and 2-hour postprandial blood glucose ( P2hPG) of rats in each
group were measured before treatment and after 2, 4, 6 weeks of administration. After 6 weeks, blood simples were
collected for measurement on blood glucose, as well as following indexes, cholesterol (CHOL) , triglyceride (TG) ,
HDL-cholesterol ( HDL-C), LDL-cholesterol ( LDL-C), hs-CRP, SOD, MDA and AGEs. Pathological changes
were observed under light microscope by HE staining. Result: All indexes were inhibited to certain degrees in
every treatment group except HDL-C and SOD. The level of LDL-C in POA group decreased more significantly than
that in the P group and OA group (P <0.05), meanwhile, the injury pancreas tissue was improved significantly.
Conclusion : The puerarin and oleanolic acid could markedly improve glucose and lipid metabolism in experimental
type 2 diabetic rats. It may prove that puerarin with oleanolic acid can relieve the degree of oxidative stress reaction

through antioxidant activity and suppressing inflammatory reaction. In terms of decreased LDL-C and improvement

of the structure of islet cells, the effects in POA group are more stronger than those in P and OA group.
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21 51 # 4/ mg-kg ™! 4 25T Bk 2 A %ej)E 4 425fE 6 J
EH - 4.61 +0.87 4.71 0. 42 4.18 +0.33 4.2 £0.37
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55 BB 10 20. 84 +3.20% 19.01 £2.59% 16. 94 =2, 48%% 14.95 £4. 16>
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