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Relationship between ATP and Autophagy in Myeloma Cell Lines
NCI-H929 Induced by Doxorubicin™®
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ABSTRACT Objective: As a major intracellular degradation system that is found ubiquitously in eukaryotes, autophagy plays a key
role in maintaining protein metabolic equilibrium, cell homeostasis, regulating cellular constituent recycling, cell development and differ-
entiation. In different cell types or different stress modes, the role or function of autophagy changes. What's the function of autophagy in
myeloma cells? We don't have experience at present. Based on the background above, in this study, by means of the model of myeloma
cells (H-929 cells), we try to explore the effects of autophagy on cell death induced by DOXO and the correlating mechanism. Methods:
After treated with DOXO (2umol/l for 24 h) with or without 3MA (10mmol/l), cells were collected and subjected to MTT assay, cellular
ATP measurement and western blot for analysis. The ATP level was presented as percentage to the untreated control group. Results: The
survival ratio was significantly higher in the DOXO group (54%) than that in the DOXO+3-MA group (35%); The ATP level changed
(DOXO group 400%, DOXO+3-MA group 150%); Western blot showed that there was a high level of LC3II in DOXO singly treating
cells and a low level in DOXO+3-MA group. Conclusions: 1. Autophagy as protective mechanism responses to the death induced by
DOXO; 2. Autophagy inhibition by chemical inhibitor enhances the death induced by DOXO in myeloma cell lines; 3. It has a relation
with ATP.
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Fig.1 Cell death analysis after treatment in cells. Data are shown as X+ S.
D.of three independent experiments. (¥*P<0.05 comparing to the untreated

group and**P<0.05 respect to DOXO+3MA treated cells, t-test)
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Fig.2 Effects after DOXO treatment on ATP levels. Xt S.D.n=3(*P<0.05
comparing to the untreated group, **P<0.05 respect to DOXO+3MA 24h

treated cells, t-test)
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Fig.3 Effect of 3MA on the conversion of LC3-I to LC3-II induced by
DOXO. Cells were treated as described in Figure 1 and subjected to

western blot for analysis.
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