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Effect of Salvianolic Acid B in Inhibiting Angiotensin II -induced Proliferation and
Differentiation of Rat Cardiac Fibroblast
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[ Abstract | Objective: To investigate the inhibitory effect of salvianolic acid B ( Sal-B) on proliferation
and differentiation of cardiac fibroblasts (CFs) induced by angiotensin [ (Ang I ) of neonatal Sprague Dawley
rats, and clarify the anti-fibrotic mechanism of Sal-B in vitro. Method: Primary CFs were harvested from 1-3-day-

old neonatal rats by 0. 08% trypsin digesting, and then separated and purified by differential attachment. The CFs
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were identified by anti-vimentin immunocytochemistry. Proliferation and differentiation of the CFs model were
reproduced by Ang [[. The CFs was randomly divided into 4 groups as follows: normal group ( serum-free
DMEM) , model group (1 x10 ° mol-L 'Ang 11 ), Sal-B low-dose group (2.5 x10 > mol-L ™' Sal-B +1 x10~°
mol-L ""Ang Il ) and high-dose group (5 x 10" mol-L 'Sal-B + 1 x 10 ° mol-L 'Ang Il ). The CFs were
pretreated with Sal-B for 1 h, and then co-cultured with Ang II for 24 hours. The inhibition of Sal-B on CFs
proliferation was measured by 3- (4, 5-dimethyl-2-thiazolyl) -2, 5-diphenyl-2H-tetrazolium bromide ( MTT)
assay. The content of hydroxyproline was detected by commercial kit. The expressions of alpha-smooth muscle actin
(a-SMA) and collagen I (Col I ) were detected by Western blot. Result: The results of MTT assay suggested
that compared with the normal group, Ang II in model group significantly induced abnormal CF proliferation (P <
0.01); Compared with model group, both low and high-dose Sal-B significantly inhibited Ang I -induced CFs
proliferation (P <0.01). The content of hydroxyproline increased in model group (P <0.01) compared with the
normal group, but decreased (P <0.01) after being co-cultured with Sal-B compared with model group. Western
blot revealed that the expressions of a-SMA and Col | significantly increased in the model group (P <0.01) , low-
dose and high-dose Sal-B suppressed Ang Il -induced up-regulation of a-SMA and Col I (P <0.05, P<0.01).

Conclusion; Sal-B could significantly inhibit Ang II -induced cardiac fibroblasts proliferation and expressions of

a-SMA and Col [, and plays an important role in the process of anti-fibrosis induced by Ang Il in wvitro.
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Fig.1 Morphology of cardiac fibroblasts( inverted microscope )
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Fig.2 Identification of CFs(immunocytochemistry, x200)

HA S5 HHLKRICU 27, Sal-B X CFs 34751 o
MR Esm ., W1, %S x10 7 mol- L' ¢ 2.5 x
107 mol- L™ fE R i ARW E AT RS LR, 5
ZHA K, BAE CFs SR EH A BEF (P <
0.01); 5HIAIA b4, Sal-B & KWK EE4H A B35
flk(P<0.01), WE?2,

&1 Sal-B %} CFs 800 (x +5,n=6)
Table 1 Effect of Sal-B on CFs proliferation(x +s,n=6)
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Fig.3 Expression of Col I ,a-SMA protein in each CFs group
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