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Dual Effects of 3 — Methyladenine on HeLa Cells Autophagy . Induction by the Action Alone and Inhibition on Autophagy Induced by Ionizing
Yang Yanli,Liv Ling, Wang Yu, et al. University of South China ,Hunan 421001 ,China
Abstract

Radiation.
Objective To investigate the cell survival effect of phosphoinositide 3 — kinase (PI,K) inhibitors 3 — Methyladenine (3
— MA) in response to ionizing radiation(IR) and the possible mechanism. Methods Firstly, HeLa cells were treated with 3 — MA in dif-
ferent concentration, cell counting Kit =8 (CCK - 8) assay were used to detecte the viability rate, Afterwards, Hela cells were either
treated with 5Smmol/L 3 — MA or not treated, then irradiated with ®Co v - ray, cultivated for a certern time, cell counting kit -8 (CCK -
8) assay and annexin V — FITC/PI double staining were used respectively to detecte the viability rate and observe apoptosis rate in order
to make a clear understanding about the cell proliferation toxic — effect of 3 - MA and IR. The GFP - LC3 puncta were examined under a
confocal microscope after transfect GFP — LC3 by lipofectamin 2000. Western blot was performed to explore the expressions of autophagy —
related proteins SQSTM1/p62. Results The proliferation inhibition and cytotoxicity of 3 — MA were demonstrated after the treatment for
morn than 24h at the concentration 3mmol/L and higher. Smmol/L 3 — MA action alone can induce Hel.a cells autophagy. However,

Smmol/L 3 — MA can inhibit the 4Gy y - ray — induced HeLa cell autophagy, and promote the apoptosis. Conclusion The cell survival
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rate was impected in two ways, that were by inhibiting and inducing autophagy respectively after prolonged treated with the P1,K inhibitors

3 - MA.
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