146 FRERAPEEZS 2017 42 A5 10 %552 81 Global Traditional Chinese Medicine , February 2017, Vol. 10, No. 2

R

3 25 P81 455 p38 MAPK Gl % 417 ] 28 ffd &1 5L
Jo DUR A 5T

BEMW EIwd wFEH KEAR

g
o

(HZE] B& WEE.LHN H AN 2 BB RG KK-Ay /N BUE 4121 p38 MAPK {5 538 i
TGF-B1 N ZHMIAME T FN (Col-IV B SE IR , ZRHAM SIS bR B 5 B IE LT AEAL R VE IBLRL . ik R
FH A A 2 BOBE BRI KK-Ay /N B S7 8 RIS B B | AL 3 S R AU 2 5 0 245 20 R 45 /0 JEL 2 2%
15 H 3% C57BL/6) /INBR 15 RO IE# 20 ; B 45 25 12 JA, LU A4 2 KK-Ay /)y B s I L
(fasting blood glucose ,FBG) AT (body weight, BW) ¥ 5 (kidney weight, KW) | EEEH =KW/BW;
24 /B R B3 2 1 (24 hours urinary microalbumin,24 h mALB) ; .3 WLEF ( serum creatinine , SCr) |
M35 PR 2 (Urea) B/ K 0 %% 4k A4 4 I F B1 (transforming growth factor-B1, TGF-B1) ,p38 P-p38 .
2 Y5 A (fibronectin, FN) | IV BB JF 2 4 ( Collagen in Serum-IV , Col-1V ) 53R kK, &R 5
IEF AL B 25 R R A W W B R4 24h mALB SCr Urea 3] 7} (P <0.05) ,
HZP- p38 FN Col-IV & FHAFRIB TR (P<0.05) , FHAILL AL, 8.0 45 41 M Vb I 4] FBG JEW]
K (P> 0.05) AT % B EHS 5. 24h mALB SCr Urea AR ( P<0.05) , 441 P-p38
FN  Col-IV & KA/ (P<0.05)  (HE5 25410 i3 22 5% (P>0.05) . 411 p38 Kk LT
X (P>0.05) , G518 PLRIE LS TCH SRR 5 0 258 T REAR F AP 2 BB R KK-Ay /)
f 24 h mALB SCr Urea, {475 DI RE ; 18 .00 4 P H0] TGF-B1 \P-p38 4 1 AU LR ik, I8 /b FN Col-
IV 2520 g S HETLE B 2L S A DTAR, DA TN ) o U 8 -2 AL, SE PR 5 s ) i AR A i

[k8EiR] GE.O%; RSN, JMSMER;  p38 MAPK {554% Sl i

[hESES] R285.5 [XEKFRIZEE] A doi:10.3969/j. issn. 1674-1749. 2017. 02. 004

Research of Tongxinluo regulates and controls the expressions of p38 MAPK and extracellular
matrix deposition TONG Yu,GAO Yanbin, WANG Xiaolei,et al.  Capital Medical University School of
Traditional Chinese Medicine & Beijing Key laboratory of TCM Collateral Disease Theory Research , Beijing
100069 , China
Corresponding author. GAO Yanbin , E-mail . dfyynfm@ 163. com

[ Abstract] Objective To investigate the influence of Tongxinluo(TXL) on renal tissue p38 MAPK
signaling pathway, transforming growth factor B1 ( TGF-B1), extracellular matrix FN and Col-IV in
spontaneous T2DM KK-Ay mice, and to explore the mechanism of TXL inhibiting renal fibrosis in diabetic
nephropathy. Methods 45 spontaneous T2DM KK-Ay mice were used to induced diabetic nephropathy
models, and randomly divided into model group, TXL group and western medicine group, 15 mice in each
group. 15 C57BL/6] mice were chosen as the normal group. Diabetic nephropathy models were treated for 12
weeks. Blood glucose( FBG) , body weight(BW) , kidney weight(KW) , index of kidney weight= KW/BW,
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renal function ( Scr, Urea) as well as urinary micro-albumin biochemical parameters ( mALB) were
detected; TGF-B1, p38, P-p38, FN, Col-IV were detected with Western blot. Results Comparing with
the normal group, the expressions of FBG, urinary micro-albumin, Ser, Urea were significantly increased

(P<0.05), and the expressions of TGF-B1, P-p38, FN, Col-IV were increased( P<0.05). On the other

hand, comparing with the model group, the expressions of FBG, urinary micro-albumin, Scr, Urea were

decreased in both administration groups (P<0.05). However, the expression of FBG stayed unchanged

(P<0.05). Moreover, there were no differences in all groups in the expressions of p38 (P<0.05).

Conclusion TXL had no effect on blood glucose, but it could reduce the expressions of TGF-B1, inhibit

the phosphorylation of p38 and affect extracellular matrix deposition, which might become one of the

mechanisms for its treatment of DN.
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