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Effects of Salvianolic Acid B on the Proliferation of Cardiac Fibroblast Induced by TGF-p,
LUO Hong"*, YANG Hong-yu*, SHEN Xiang-chun'(1.GLP Laboratory of Guiyang Medical College, Guiyang
550004, China;2.Laboratory Animal Center of Guiyang Medical College, Guiyang 550004, China)

ABSTRACT OBJECTIVE: To study the effects of salvianolic acid B on the proliferation of cardiac fibroblast induced by TGF-f;
in vitro. METHODS: The cardiac fibroblasts were cultured primarily, which were identified by vimentin, actin and fibronectin im-
munohistochemical staining. The percentage of positive cells was calculated. The proliferation of cardiac fibroblast was reproduced
by TGF-f; whose optimal concentration was 5, 10, 20 and 40 ng/ml and explored by MTT assay. The concentrations of cardiac fi-
broblast were 10, 30 and 100 umol/L after adding salvianolic acid B 100 pl; 1 h later adding TGF-f, that of cardiac fibroblast was
20 ng/ml. The proliferation activity of salvianolic acid B was detected by MTT assay. RESULTS: The cells were spindle-shaped and
arranged closely under inverted microscope, and some crisscross. The immunohistochemical results confirmed that the cells were
cardiac fibroblasts, with purity >99% .10-40 ng/ml TGF-B: could inhibit the proliferation of cardiac fibroblast significantly; 10-100
pmol/ml salvianolic acid B could significantly inhibit the proliferation of cardiac fibroblast induced by TGF-f,. CONCLUSIONS:
Salvianolic acid B can inhibit the proliferation of cardiac fibroblast induced by TGF-p..
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Fig 1 Cardiac fibroblasts(200x)
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Fig 2 The immunocytochemistry results of cardiac fibro-
blast
A.vimentin; B. actin; C. fibronectin
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Tab 1 The dose-effect relation of the proliferation of card-
iac fibroblasts induced by TGF-B,(x s, n=6)

FREREE  ng/ml ODfH e
0 0274+0.011
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40 0.352+0.032 12800
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