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The comparative study of growth inhibition effect of

arsenic trioxide on human breast cancer MCF — 7 and MCF —7/ADR cell
YIN Guobing , et al
(Department of General Surgery, the First Affiliated Hospital , Chongqing Medical University)
[Abstract] Objective: To explore the difference between the growth inhibition effect of arsenic trioxide( As;O3)on the human breast
cancer MCF — 7 and multidrug resistance MCF —7/ADR cell line. Methods : MCF — 7 and MCF — 7/ADR cell was cultured with 0. Spanol /L~
16pmol/L arsenic trioxide in vitro. MTT test was adopted to detect the growth suppression effect of As,Oy in the two cell lines. Apop-
tosis morphology was studied with light microscope and electron microscope. Apoptosis ratio was analysed with flow cytometry. Re-
sults : A3 could inhibit the proliferation of the MCF — 7 and MCF — 7/ADR cell line, especially that of 2pmol/L~ 16pmol/L , and
the effect was dose — and — time dependent. The 1Csy at 96h was 3. Oumol/L for MCF — 7 and 12. 8gmol /L for MCF — 7/ADR. Cell
morphology and flow cytometry revealed the growth suppression was caused mainly by apoptosis rather than necrosis; however, to ob-
tain the same inhibitory level, MCF — 7/ADR cell required higher concentration of As203 and longer processing time. Conclusion :
As,O3 can inhibit the proliferation in MCF — 7/ADR cell as well as MCF — 7 cell, though MCF — 7/ADR cell is tolerant to As;Os, but
the tolerance is at a low level.
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