y N s M) N M,
;‘52%81 ;é% x 5 = MW OE ¥ K O¥ # Vol.38 No.5
107 JOURNAL OF GUIYANG MEDICAL COLLEGE 2013. 10

SEM, BEW, © B, kED"

SEPHEE A BE R BE B AL, St St 550004 )

[ ZE] B89 WS ETHREE [ BL(HMGB 1) 765 /NG Wl 27 4 Ak ok USSR P g 223k , 1 I A A X
NG [0 5 2T AL I Y7 R VR AL . 73k o 36 R BRBENL /A IR TR 4L AR AL B REFIRYT AL 378 mg/
(kg - d) ], >R B PR AS S5 4L (UUO) i £ 1B /N 1) oL 41 A b R BRBE TR, RS 5E 7 RIS 14 KAy HIALIES
A6 HR Rl A A5 20 K BB /N T o 460 3 R 41 40 b HMGB 1 B4k A K R F-B1 (TGF-B1) [l ik, 45
R BRI HMGB1  TGF-B1 ) 33k B B /NG ] 453 5 46 B0 2 & F [l W R 41 (P <0.05) , 5 REFIRIT A
HMGBI [ TGF-B1 133k K 1 /NG 1) S 3 5 1 S50 b KT [RUBIRE R 41 (P < 0.05) . 518 : HMGBI n] g Hp[A] TGF-
B1 f it B /INE (B BT Ak, B 9 BT s 2 T 41 B 41 40 b HMGBL 2 TGF-B1 B35 , X B 0] B £F i fb A — & 1 Bl
BE .

[RHEIR ] TR E AT B KT B B IR LT AL s M IRAEAERL; ' 4 6F; KR, Sprague-Danleg
[hE49ES] R692.2; R692.6 [ XHEKFRIEAS] A [XEHS] 1000-2707(2013)05-0465-05

The Effect of High Mobility Group Bl in Renal Interstitial Fibrosis
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[ Abstract] Objective: To investigate the expression of high mobility group protein B1 (HMGBI1) in
rat model of renal tubule interstitial fibrosis ( RIF') ,and to observe the curative effect of Shenyanshu (a
traditional Chinese medicine) on renal interstitial fibrosis. Methods: Thirty-six normal male Sprague-
Dawley rats were randomly divided into 3 groups :sham-operated control group ( group SC) , RIF model
eroup (group RM) and Shenyanshu treatment group (group ST), and RIF rat model was established
by unilateral urethral obstruction (UUO). Rats of the 3 groups were sacrified on the 7" day and 14"
day after surgery. The expression of HMGBI and transforming growth factor-B1 ( TGF-B1) in renal tis-
sue and the extent of tubulointerstitial damage were detected by immunohistochemistry method. Re-
sults : The expression of HMGB1 and TGF-B1, and the tubulointerstitial damage indexes were signifi-
cantly higher in group RM than in group SC ( P <0.05), and were significantly lower in group ST
than in group RM ( P <0.05). Conclusion: HMGB1 can cooperate with TGF-B1 to accelerate renal
interstitial fibrosis. Shenyanshu may inhibit the expression of HMGBland TGF-B1 in renal tissue, and
in this way, it might have some preventive effect to renal interstitial fibrosis.
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Fig.1 Renal tissue sections with HE staining
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Fig.2 Expression of HMGBI in kidney
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Fig.3  Expression of TGF-B1 in kidney
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