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Abstract

sin]l (Angll ). Methods

Objective To investigate the effect of astaxanthin on the collagen expression in cardiac fibroblasts induced by Angioten-
We cultured cardiac fibroblasts( CFs) of neonatal Sprague — Dawley( SD) rats in vitro. The CFs were divided
into five groups which were control group cultured without Ang [ or astaxanthin, Ang Il group cultured with Ang Il and astaxanthin groups
cultured with Ang Il and astaxanthin 20,40 ,80uwmol/L, respectively. After 24 hours of cultivation, the level of collagen I was detected by
Western bloting, the expression of the a — smooth muscle actin (a — SMA ) was detected by reverse transcription polymerase chain reaction
(RT = PCR) ,and the proliferation of CFs was measured by CCK8 kit. Results The expression of collagen | and o — SMA were increased
induced by Angll (P <0.05) ,and the proliferation of CFs was also enhanced by Ang Il ,but astaxanthin reversed these effects during co —
treating with AngIl (P <0.05). Conclusion  Within a range of given concentrations, astaxanthin can reduce the expression of collagen |
and a — SMA ,and inhibit the proliferation of CFs,which indicate that astaxanthin can inhibit cardiac fibrosis.
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