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As20s inhibits the growth of LoVo cells by inducing apoptosis and necrosis
WU Yong ™~ ping: LIU Hong, HUANG Yan
(Department of Pathology: Xuzhou Medical College. Xuzhou: Jiangsu 221002, China)

Abstract ; Objective To study the effect of As203 on LoVo cell growth- Methods The effect of As203 on LoVo cell
growth was studied by tumor cell count- The changes of cell morphology s peak of apoptotic cell count and LDH content in medi-
um were studied by light microscopy and electron microscopy (EMS ) flowcytometry analysis and biochemical analysis: respec-
tively- Results  As203 evidently inhibited LoVo cell growth in time and dose dependent manners ( P <<0.05, p <<0.01).
Typical morphological manifestations of apoptosis and necrosis were observed in light microscopy and EMS. Hypodiploid cell
peak of apoptosis was observed before G1 phase in flowcytometry - Biochemical analysis showed LDH content increased in the su~
pernatant of the medium containing 2 umol /L As203( P <<0.05 or P <<0.01). Conclusion As20; inhibits LoVo cell growth

by inducing apoptosis and necrosis -
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Arsenic trioxide induces LoVo cells S phase and G2 M phase arrest

WU Yong— ping> KONG Qing™yan, LIU Ying
(Department of Pathology » Xuzhou Medical College: Xuzhou. Jiangsu 221002, China)

Abstract ;. Objective

To study the effects of As203 on cell cycle of LoVo cells and to probe the possible mechanism -

Methods Cultivated LoVo cells with different concentration ( 0, 0.1, 0.25, 0.5, 1.0 and 2.0 Pmol/L) of As20s for 96

hours- To observe the changes of cell cycle phase distribution and morphology > using flow cytometer electron microscope (EMS )

and light microscope- Results High concentration of As203 can induce synthesis phase (S phase). gap 2 phase (G: phase)

and mitosis phase (M phase) arrest of LoVo cells( P<<0.05, P<<0.01). Morphologically . we can see that the number of mitosis

is increased» the volume of the cells is enlarged and the intracellular microtubules are decreased- Conclusion

Arrest of S

phase and G2~ M phase of LoVo cells were induced by As203- The reason is that As203 may have impact on composition of

DNA and microtubules aggregation -
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