WM E P E N K FEFER 2018 4 6 45 38 %45 6 ]

624 Journal of Hunan University of Chinese Medicine Jun. 2018 Vol. 38 No. 6
-H AR
ARXHIH .2 W, BARA Bk v ARSI 2 U AR R UL TE 4 A DR T (0 52 i . 38 1 o 2 24K 2% 25 41,2018 ,38(6) :624-628.

FMRAZZRALXT 2 A PR R BRI 29 R A 2 i

I A S
(HP R R 2R IR 2 e R P S 25 AL R K7D 410008)

(FE) B WAERZHEAM 2 AR FERARMERERFHPw, BT ET 2ABRR TN FE XA ER
BANNESERETRSTLOF R 2AERF AR R, MEE Ry KB YRR S FHA, $ 44,5410 2, 5 %k#
BARI0ORGEHH, BHATUFHEII 4 mg/(kg D)EF, FHATUBRRAA 46 g/(kg-d)EE , EHARBALN T L%
BEAELK GER1KR, 6 AR, BN KREE0EFPG) A JF 2 h miEQ2 hPPG) & & & 8% 48 30 o ¥ 3k B F K F , F &
EHALHE R e R, &R 5 EY 44, A 4 KA B FBG.2 hPPG f1.i % % & B F A F £ % 7 & (P<0.01,P<0.05), J# & % 4
B # B F IR (P<0.01,P<005) B G S AT AWM T E, SHA LML, ER L FAL KR FPG.2 hPPG fn i 7% 3% 4F B F K -F &
Z AR (P<0.01,P<0.05) , 5 5 & HURK 8 5 2 % 75 (P<0.01,P<0.05), S AL A AW BB E, 48 B AR 3 & Lo B8 1E AL 4
TR GRK2ABERFARMERENFAF ATRERGZXRAMBCEZIRBEGARBRA X,

(REEIR) 2 AR R ik B 2 3040 RE Bl F 5 8 AR &K & AL 4

(HhE 4> %2 JR285.5;R587.1 (XHFRERD A (X E %2 )doi:10.3969/.issn.1674-070X.2018.06.004

Effect of Gegen Jiaotai Pills on Inflammatory Factors of Type 2 Diabetes Rats

LI Xun, WANG Dongsheng*, YAO Ye
(Department of Integrated of Traditional Chinese and Western Medicine, Xiangya Hospital of Central South University,
Changsha, Hunan 410008, China)

(Abstract] Objective To observe the effect of Gegen Jiaotai pills on inflammatory factors of type 2 diabetes rats, and to
explore possible action mechanism of Gegen Jiaotai pills in treating type 2 diabetes. Methods Type 2 diabetes mellitus rat model
was established by high fat diet combined with intraperitoneal injection of streptozotocin (STZ). The successful model rats were
randomly divided into model group, Western medicine group and traditional Chinese medicine group, with 10 rats in each group.
Another 10 healthy rats were set as normal group. Western medicine group was perfused with rosiglitazone 4 mg/Kg-d), traditional
chinese medicine group was perfused with Gegen Jiaotai pills 4.6 ¢/(Kg-d), normal and model groups were perfused with the same
volume of saline as the criteria of body volume, once daily. After 6 weeks, the FBG, OGTT 2 h, insulin sensitivity index and
inflammatory factors were measured in earch group, meanwhile the histopathological changes of pancreas was observed by HE
staining. Results Compared with the normal group, the levels of FPG, OGTT 2 h and inflammatory factors in the model group

increased obviously (P<0.01, P<0.05), while the insulin sensitivity index declined obviously (P<0.01, P<0.05), and the morphology of
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pancreas was seriously damaged in model group. Compared with the model group, the levels of FPG, OGTT 2 h and inflammatory

factors decreased obviously (P<0.01, P<0.05), the insulin sensitivity index elevated obviously (P<0.01, P<0.05), and the morphology of

pancreas islet were significantly improved. Conclusion The hypoglycemic effect of Gegen Jiaotai pills may be related to reducing

the level of inflammation factors of type 2 diabetes rats for improving insulin resistance and protecting the impaired pancreas.
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