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Abstract: Objective To investigate the inducing effects of selenium dioxide(SeO),) on the apoptosis in human cervical carcino-
ma cell line Hela and its influence on the expression of apoptosis-related proteins caspase-3 and P53. Methods Hela cells were trea-
ted with different concentrations of SeO, for 24 h in vitro; the morphological changes of Hela cells were observed by the optical mi-
croscope; the influence of SeO, on the cell proliferation and vitality was examined by the MTT assay;the flow cytometry was em-
ployed to detect the cell apoptosis rate;the expressions of caspase-3 and P53 proteins in Hela cells were determined by the Western
blot analysis. Results Under the optical microscopy,Se(), generated the obvious influence on the cell growth morphology,a large
number of cells became rounded and shrunken,and lost the normal form, while the adherence cell number was evidently decreased
and the proliferation was slowed down;the MTT results showed that SeO, markedly inhibited the cell proliferation and viability in
a dose-dependent manner,in which, the cell apoptosis rates induced by the 0,1. 875,3. 750,7. 500,15. 000 and 30. 000 pmol/L con-
centrations of SeQ, were 3.12% ,30.56% ,33.42% ,37.50% ,45. 43% and 69. 38 % respectively, which revealing the obviously in-
creasing trend;the Western blot assay revealed that SeO, could up-regulate the caspase-3 and P53 levels,and reached the peak value
at the concentration of 7. 500 pmol/L. Conclusion SeO, could induce the cervical cancer cell apoptosis possibly by up-regulating the
expressions of caspase-3 and p53 in Hela cells.
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/\Xﬂﬁéﬂ ;B:l. 875 ;LmOVL gﬂ;C: 3. 750 ‘ul’nOl//L éﬂ ;D: 7.500 gmol/L éﬂ ;E;15. 000 pmol/L gﬂ ;F:30. 000 Hmol//L gﬂo
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*1 AERE SeO, 3t Hela 40 5 B 4 K3 H = L %%

21 51 OD i (x+s,n=3) FINIESCZ®)
papiicEiil 0.448=+0. 020 0
1.875 pmol/L 41 0.44340. 026 1.22
3. 750 pmol/L 41 0.35840. 034 20. 25
7.500 pmol/L 4 0.25140.011# 35.03
15. 000 pmol/L 21 0.25340. 005% 43.56
30. 000 pmol/L 4 0.176240.020° 60. 74

* P<C0.05, 5% AL L5 .

A:0 pmol/L 41;B: 1. 375 pmol/L 4 ; C: 3. 750 pmol/L 4; D:
7.500 pmol/L 41; E: 15. 000 pmol/L 41; F: 30. 000 pmol/L 4; G:
60. 000 mol /L 413 H:90. 000 pmol /L 41,
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P53 Z& [ AT LAVE by W 98 0 S0 A Il 98 6 938 3 97 100 HE 4% . B 1
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