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Total salvianolic acid inhibiting renal interstitial fibrosis in rats

SHANG Yan-jun', HUANG Cai-guo'" , JIANG Shan-hao* , ZHU Da-yuan®, WEI Shan-jian', JIAO Bing-hua', LI Kai-nan®,
ZHANG Jian-rong' (1. Department of Biochemistry and Molecular Biology, College of Basic Medical Sciences, Second Military
Medical University, Shanghai 200433, China; 2. Shanghai Institute of Materia Medica, Chinese Academy of Science,Shanghai
201203; 3. Department of Pathology, College of Basic Medical Sciences, Forth Military Medical University, Xi’an 710033;
4. Department of Experimental Diagnosis, Changhai Hospital, Second Military Medical University, Shanghai 200433)
[ABSTRACT] Objective: To study the influence of total salvianolic acid(TSA) on the renal interstitial fibrosis caused by unilat-
eral ureteral obstruction (UUQ) in rats. Methods: Forty healthy Sprague-Dawley rats were randomly divided into 4 groups:the
UUO group, sham-operation group, angiotensin-converting enzyme inhibitor ( ACEI)-treated group (positive control), and
TSA-treated group. The rats in UUO group and sham-operation group received gastric gavage with normal saline for 8 days be-
fore operation; rats in ACEI-treated group and TSA-treated group received ACEI (6 mg/kg by daily gastric gavage for 8 days)
and TSA (20 mg/kg by daily gastric gavage for 8 days), respectively. All rats were killed 7 days after operation and the expres-
sion of transforming growth factor-8; (TGF-B;) was detected by immunohistochemical method. The dynamic histological chan-
ges of renal interstitial tissues were observed by H-E and Masson staining. Results: TGF-B; expression in TSA-treated (1. 38+
0.26) and ACEI-treated (1.38=0.26) groups was significantly lower than that in UUO group(P<C0. 05). TSA obviously re-
duced TGF-B, expression and collagen deposition in the renal interstitial tissues and improved the renal pathological changes in
UUO rats. Conclusion: TSA can evidently inhibit UUO-induced renal interstitial fibrosis in rats, which might be related with
the down regulation of TGF-§, expression.
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1 RERBEALKKW HE#E
Fig 1 H-E staining of renal fiber tissue of rats( X40)
A:SOR group; B: UUO group; C: ACEI group; D: TSA group

2 KRB
Fig 2 Masson staining of renal fiber tissue of rats( X 40)
A:SOR group; B: UUO group; C: ACEI group; D: TSA group
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