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Effects of quercetin on antioxidase activity and Fasg/FasL expression in
neonate rat cardiomyocytes injured by doxorubicin
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(1. Tianjin Institute of Pharmaceutical Research, Tianjin 300193, China; 2. Tianjin Chesthospital,
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Abstract

OBJECTIVE To study the protective effect and mechanism of quercetin(Que) on doxorubicin(Dox)-induced damage to
cardiomyocytes in neonate rats in terms of Fag/FasL and oxidative stress. METHODS Cultured neonatal rat
cardiomyocytes were randomly divided into 5 groups: normal control group, Dox 1.72 umol L1 group, Dox+Que 25, 50

and 100 pmol Lt groups. The cells in Dox+Que groups were pretreated with Que for 3 h and then co-incubated with Dox
for 24 h. To observe the cell growth condition by inverted microscope, the activity of glutathion peroxidase (GSH-Px) and
superoxide dismutase (SOD) was detected by chromatometry; the mRNA and protein expression of Fas and FasL was
detected by RT-PCR and Western blotting, respectively. RESUL TS Compared with normal control group, the activity of
GSH-Px and SOD in Dox group decreased; and the mRNA and protein expression of Fas and FasL was up-regulated. Que
25, 50 and 100 pmol LY could act asan antagonist of changesinduced by Dox: GSH-Px, (761£3), (73t4), (71+3)vs
(69+3) kU-L™L; SOD, (31+2), (29+2), (29+2)vs (26+2) kU-L™L; FasmRNA: 0.61+0.11, 1.04+0.12, 1.29+0.11 vs
1.61+0.16; FasL mRNA: 0.81+0.07, 1.24+0.10, 1.57+0.09 vs 1.79+0.11; Fas protein: 1.08+0.12, 1.54+0.10, 1.89+0.11
vs 2.15+0.15; FasL protein: 1.51+0.08, 1.70+0.12, 2.20+0.09 vs 2.41+0.26. CONCLUSION Que may significantly
inhibit the apoptosis induced by Dox in the cultured myocardial cells. The potential mechanism is that Que can down-
regulate Fas and FasL protein expression.
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