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Influence of low level ,long-term arsenite exposure on cell cycle, cyclin D1
and p21 of HaCat cells

LIU Shi-yi, LI Xin( Department of Occupational Health ,School of Public Health ,China Medical University , Shenyang ,
Liaoning Province 110001 ,China)

Abstract : Objective =~ To examine the influence of low level, long-term arsenite exposure on cell cycle, cyclin D1
and p21 of human keratinocyte ( HaCat) cells. Methods HaCat cells were exposed to arsenic (0,0. 05,0. 1 wmol/L) for
15 weeks ;then 10 000 cells were measured to detect cell cycle and protein expression levels of cyclin D1 and p21 were
detected by western blot assay. Results Compared with those of the control, the number of cells in G,/G, phase
increased significantly , while the number of cells in S phase decreased markedly. The protein expression levels of cyclin
D1 of 0. 05 and 0. 1 pmol/L group were 152.40 +8.17% and 145.59 +2. 89% ,respectively , which were significantly
higher than that of the control(99. 99 + 1. 13% ) ;the protein expression levels of p21 of 0.05 and 0. 1 wmol/L groups
were 64.06 +1.62% and 39.57 + 1. 82% , respectively,, which were markedly lower than that of the control with dose-
effect relationship( P <0. 05) . Conclusion Low level,long-term arsenite exposure could induce aberrant cell cycle and

increased expression of cyclin DI protein but decreased expression of p21 protein in HaCat cells.
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SEWHARARA ), YL marker (32 [H Fer-



EALLTA: 2013 458 A4 29 %55 8 ] Chin J Public Health, Aug 2013 Vol.29 No. 8

- 1191 -

mentas 23 ) ) o

1.2 tmpadzic % & HaCat 0L (PRMBE
Y ) , UL DMEM 5 3% % (10% FBS, 100 U/mL
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Effect of red clover isoflavones on liver function and inflammatory re-
sponse of nonalcoholic fatty liver disease in rats
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