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Tab.1 Effects of baicalin on glucose and body mass in serum of streptozotocin( STZ) -induced diabetic rats
1M #%/ mmol - L' R/ g
4151
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Fig. 1  Effect of baicalin on phosphorylation of AMPK
(pAMPK) and ACC ( pACC) in livers of STZ-induced
diabetic rats.
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Fig. 2  Effect of baicalin on phosphorylation of AMPK
(pAMPK) and ACC (pACC) in skeleton muscle of STZ-
induced diabetic rats.
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Fig.3 Effect of baicalin on HepG2 cell survival.
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Fig.4 Time-effect (A) and concentration effect (B) of
baicalin on phosphorylation of AMPK in HepG2 cells.
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Effect of baicalin on serum glucose, cholesterol and activation of AMPK
in streptozotocin-induced type 2 diabetic rats

LIU Jin-feng, PENG Hong-li
(State Key Laboratory of Drug Research, Shanghai Institute of Materia Medica ,
Chinese Academy of Sciences, Shanghai 201203, China)

Abstract: OBJECTIVE To investigate the effect of baicalin on streptozocin ( STZ) -induced
diabetic rats with hyperlipidemia. METHODS Male SD rats were fed with high-fat diet (HFD) 6
weeks and iv given STZ 45 mg-kg ™' to induce a type 2 diabetes model. Baicalin was ip given 80
mg-kg ' once daily for 6 weeks. Body mass was measured. The serum glucose, total cholesterol
(TC) and triglyceride, liver TC and malondialdehyde ( MDA) were analyzed. AMP-activated pro-
tein kinase ( AMPK) activation in the liver and muscle was examined by measuring AMPK phospho-
rylation and quantitating phosphorylation of AMPK substrate acetyl-CoA carboxylase (ACC). Effects
of baicalin on activation of AMPK in HepG2 cells were also examined. RESULTS Baicalin 80
mg-kg ™' suppressed serum glucose and TC concentrations in diabetic rats. Baicalin reduced hepatic
TC and MDA (P <0.05) and enhanced phosphorylation of AMPK and ACC(P <0.01). In HepG2
cells, baicalin 1 and 5 pumol-L ™" increased phosphorylation of AMPK(P <0.01). CONCLUSION
Baicalin has protective effects on the development of diabetes by targeting the hepatic and muscular
AMPK.

Key words: baicalin; diabetes mellitus, type 2; protein kinases; adenylate kinase; oxidative

stress
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