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Effect of White Tiger Decoction with Ginseng on Insulin Resistance of Type 2 Diabetes Rats
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Abstract: Objective To investigate the the effect of White Tiger Decoction with Ginseng on the insulin resistance of
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type 2 diabetes rats, and to explore its protective mechanism. Methods Tail vein injection of alloxan combined with
high fat diet feeding was given to the rats to induce a pathological model of insulin resistance of type 2 diabetes. The
influence of White Tiger Decoction with Ginseng on the fasting plasma glucose(FPG ), fasting insulin(FINS), insulin
sensitivity index (ISI), serum total cholesterol (TC) and triglyceride (TG ) levels as well as the gene expression of
glucose transporter 4 (GLUT4) and insulin receptor(InsR ) were evaluated. Results Compared with the model group,
the low—dose and high—dose of White Tiger Decoction with Ginseng could significantly reduce the the content of FPG,
FINS, TC and TG of the diabetic rats, increase the ISI (P < 0.05 or P < 0.01), and up-regulate the protein and
mRNA expression levels of skeletal muscle GLUT4 and liver cell membrane InsR(P < 0.01). Conclusion White Tiger
Decoction with Ginseng exerts markedly protective effect on the pancreatic islet function of type 2 diabetes rats through

reducing the contents of FPG, FINS, TC and TG and increasing the ISI. And its mechanism may be related to

regulating the mRNA and protein expressions of skeletal muscle GLUT4 and liver cell membrane InsR, and to

recovering the normal structure and functions of pancreatic islets.

Keywords: White Tiger Decoction with Ginseng; Type 2 diabetes; Insulin resistance; GLUT4; InsR
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VFAJIES: SCXK(#)2003-0002, HEIET 20084023,
1.2 PR H  HEMAZSGRIE Ik BRI
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Table 1 The effect of each group on FPG in type 2 diabetes rats
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F2 HAX 2 BMERFERKR FINS BI#M (n=8, xxs)
Table 2  The effect of each group on FINS in type 2 diabetes rats
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Table 3 The effect of each group on TC and TG in type 2 diabetes
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Figure 1 The expression of skeletal muscle GLUT4 protein in rats by immunohistochemistry
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Figure 2 The expression of InsR protein in rats liver cell membrane by immunohistochemistry

2.5 FHR M A %5 % 41 #% L GLUT4. )T JJE InsR
mRNA KL MEm W3 4. 78 PCR RN &1 95 C

30 s; 95 C 55, 60 C 34 s(3 40 MEFF ), L
ddCt RQ (Relative Quantitation ) DA 4" 38 /3 5 27240 X}
GLUT4 mRNA . InsR mRNA ({35 B 470 it 54,
25 B R4 GLUT4 mRNA. InsR mRNA #ik i
ETFWH, 54K, 2FA%T¥EX(P<

0.01), SEBMALLE, HFEMASHIK, mHlad
GLUT4 mRNA ., InsR mRNA ik FIH(P < 0.01);
PRABRMAZ% A i GLUT4 mRNA | InsR mRN
A HYFIR T 2 BOBH PRI

3 iTig
JigE 0 ZHEHT (IR )2 2 T PR (0 TG L —



PRI HIE RGBT 2014 511 A% 25 5% o A

*687°

F4 FHHAX GLUT4 mRBNA, InsR mRNA RiZHIEME (x5,
n=8)

Table 4 The effect of the White Tiger Decoction with Ginseng on
GLUT4 mRNA and InsR mRNA expression
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