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Radioprotective effect of 1,4- dihydropyridine in CHO-K1 cell

ZHANG Yurui XUE Xuhui LI Yuanyuan XU Wenqing
(Tianjin Key Laboratory of Radiation Medicine and Molecular Nuclear Medicine, Institute of Radiation Medicine,

Peking Union Medical College & Chinese Academy of Medical Science, Tianjin 300192, China)

ABSTRACT The aim is to study the radiation protection effect of 1,4-dihydropyridine in CHO-K1 cell. There were
three groups which were DHP treated group, radiation group and control group, respectively. Diethyl 2,6-
dimethyl-1,4-dihydropyridine-3,5-dicarboxylate (DHP) cell viability and cell cytotoxicity were measured by neutral
red assay, DCFH-DA was used to test the level of reactive oxygen species (ROS) and comet assay was adopted to
measure DNA damages. Radioprotective activity was evaluated by these three indices. The fluorescence intensity of
DCF was 1 800, tail DNA and tail moment were 3.5% and 1.7% in radiation group, which significantly increased

(p<0.05) compared with control group. The results indicated that radiation could produce more ROS to cause DNA
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damage. The fluorescence intensity of DCF was 945, tail DNA and tail moment were 0.83% and 0.7% in DHP treated

group, which significantly decreased (p<0.05) compared with radiation group. The results indicated that radiation

could induce DNA damage and DHP could relief this injury to DNA. It can be concluded that DHP could protect cell

against radiation-induced damage in CHO-K1 cell.

KEYWORDS 1,4-dihydropyridine, Radioprotector, Reactive oxygen species, CHO-K1 cell
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