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Abstract: Objective To investigate the inhibitive effect of oleanolic acid (OA) on cardiac fibroblasts (CFs)
proliferation induced by angiotension Il (Ang II) and to explore the related mechanism. Methods Rat CFs were
isolated by the methods of digestive enzyme and differential adhesion. When the rat CFs became cell fusion, OA
(60, 80, 100 Mmol'L") was added into the medium. One hour later, Ang IM(10° mol *1.") was added into the
medium for co—culture for 24 hours. Cell proliferation was measured by MTT assay. The content of type I collagen in
the culture medium was measured by enzyme—linked immunosorbent assay (ELISA ). Western blotting method was used
to detect the protein level of connective tissue growth factor(CTGF), and cellular reactive oxygen species(ROS) levels

were detected by confocal laser scanning microscope. Results Ang II significantly induced CFs proliferation, increased
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the content of type I collagen, elevated CTGF protein expression and ROS levels in CFs. OA at the dose of 60~100

pmol * L' showed inhibitory effect on CFs proliferation induced by Ang IT in dose—dependent manner. OA also inhibited
the expression levels of CTGF and ROS induced by Ang II. Conclusion OA can inhibit the proliferation of CFs
induced by Ang II and the formation of collagen through ROS-CTGF pathway.
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factor
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Figure 1 Effects of OA on the proliferation of rat cardiac fibroblasts
induced by Ang Il
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Figure 2 Effects of OA on Ang I —induced collagen I in rat
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Figure 3 Effects of OA on Ang Il —induced CTGF in rat cardiac

fibroblasts
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Figure 4 Effects of OA on Ang I —induced ROS in rat cardiac
fibroblasts
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