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Abstract

OBJECTIVE To explore the cytotoxicity of quercetin as well asits radioprotective efficacy against
high-dose X-ray exposure induced oxidative damagein PC12 cellss METHODS PC12 cells were
incubated with quercetin 6.25, 12.5, 25, 50 and 100 pmol * LY for 24, 48 and 72 h, respectively, and cell
proliferation was measured with MTT assay. PC12 cells were exposed to quercetin 12.5, 25 and 50
pumol « L L for 2 h before bei ng irradiated to 4 Gy X-ray. Twenty-four hours later, cell proliferation was
measured with MTT assay, and the levels of superoxide dismutase(SOD), mal onedialdehyde(MDA),
toal anti-oxidation capacity (T-AOC) and reactive oxygen species(ROS) were detected by xanthine
oxidase, thiobarbituric acid, phenanthroline-complexation and DCFH-DA fluorescent probe methods.
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RESUL TS Quercetin 6.25-100 umol « LL could improve PC12 cell proliferation for 24 h (r=0.887,
P<0.01) and 48 h (r=0.872, P<0.01) in a concentration-dependent manner. While for 72 h, quercetin
12.5-100 pmol - L L inhibited PC12 cell proliferation in a concentration-dependent manner (r=0.942,
P<0.01). Compared with normal control group, PC12 cell proliferation, SOD and T-AOC were
decreased(P<0.01) while the levels of ROS and MDA were increased (P<0.01) after PC12 cell
irradiation. Compared with X-ray group, quercetin 12.5, 25 and 50 pmol * L1 could improve PC12 cell



