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Effect of Breviscapine Yishen Granules on TGF-f/Smad Dransduction Pathway in Diabetic Dephropathy Rats

DU Yibin', DUAN Yanrui', WANG Yadong?, YI Huan?, XIE Mingjun?
(1. The First Affiliated Hospital of Yunnan University of Traditional Chinese Medicine, Kunming 650021, Chnia;
2. Yunnan University of Traditional Chinese Medicine, Kunming 650500, Chnia)

ABSTRACT: Objective To observe the effect of breviscapine Yishen Granule on TGF —Smad transduction pathway in diabetic
nephropathy (DN) rats, and to explore its preventive and therapeutic effects on DN. Methods The 90 male SD rats were randomly
divided into normal group (group A), model group (group B), hydrochloric acid Benner Pury group (group C), and the Breviscapine
Yishen granules’s group were divided into low, middle and high dose group (group C, D, E). While, with streptozotocin (STZ )
intraperitoneal injection of 55mg/kg to set up DN model. After given different experimental factors intervention, observed The levels of
cystatin C (CysC), serum creatinine (Scr), blood urea nitrogen (BUN) and urinary protein/urine creatinine (Up/Ucr) by biochemical
detection. And observed the expression of TGF—beta 1, Smad 2, Smad 7, collagen type IV and fibronectin (FN) in renal tissue of rat
models was detected by immunohistochemistry. Results The levels of of E, F Up/Ucr, Cys C, BUN group was lower than that of B
group (P<0.05 or P<0.01); The expression of TGF—beta 1, Smad 2, type IV collagen, FN protein in group E and F renal tissue was
significantly lower than that of group B (P<0.01), lower than group C and D (P<0.05), the expression of Smad 7 protein was higher
than group B (P<0.05), more than group C and D (P<0.05). Conclusion Breviscapine Yishen granule can inhibit the activation of
TGF—Smad signaling pathway in renal tissue of diabetic nephropathy rats, and reduce the expressions of type IV collagen and FN protein
in tissues. The effect of medium and high dose group was better than that of low dose group and Benner Pury hydrochloride group.

KEY WORDS: diabetic nephropathy; breviscapine Yishen granules; experimental study; TGF—Smad signaling pathway

(EXR%E 1)

Effects of Traditional Chinese Medicine Composition on the Inflammatory Response
of Atherosclerosis Rabbit Modle by Controlling p38MAPK

JIN Zhaohui', GAO Pu', SONG Guangyi?, LIU Zhengtang', JIN Bing ',XIANG Tianyuan'
(1. Geriatric Research Center of Xiyuan Hospital of China Academy of Traditional Chinese Medicine, Beijing 100091, China;
2. Liaoning Basic Medical Research Institute, Shenyang 110005, China)

ABSTRACT: Objective The purpose of this study was to explore the effects of traditional Chinese medicine composition (TCMC )
on inflammatory reaction of diabetic atherosclerotic rabbit modle by interventing p38mitogen —acti — vatedproteinkinase (p38MAPK ) signal
pathway. Methods DA rabbits were established by alloxan intravenous injection with abdominal aorta intima balloon injury, then
intervened by TCMC of high, medium, low dose or simvastatin respectively. Rusults The expression of p38MAPK in the combination of
high, medium, low dose and simvastatin group was reduced, and the difference was statistically significant (P<0.01). The high dose
group and simvastatin group had lower effects on hs —CRP, IL—-6, TNF —-a, ET, ICAM -1, VCAM —1 and the difference was
statistically significant (P<0.01). The medium dose group can reduce hs—CRP, IL—6, TNF-a, ET, VCAM—1 and the comparison of
the model group is statistically significant( P<0.01). The low—dose group decreased hs—CRP, and the difference was statistically significant
(P<0.05). The high and medium—dose group of TCMC had reduced the FBG, GHB and GSP of the diabetic arteriosclerosis rabbits,
significantly lower than the model group (P <0.01). The low —dose group of TCMC had a reduced effect on FBG, which was
significantly lower than that in the model group (P<0.05). There was no statistically significant difference between simvastatin group and
model groups (P>0.05). Conclution The traditional Chinese medicine composition may be able to inhibit inflammatory reaction of
atherosclerotic rabbit modle by interventing p38mitogen—acti — vatedproteinkinase (p38MAPK ) signal pathway.

KEY WORDS: traditional Chinese medicine composition; diabetic atherosclerosis; p38MAPK  signaling pathway; inflammatory

reaction
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