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KA R (multiple myeloma, MM ) 41l it APE1 2 £ 1 % 40 M0 58 580 08 T (0 6 006, LA 300 49 s 66 R 98 9T 25 o -y 452 it
SR ik FEY APELSIRNA K801k 5 A 2 % 2B B 40 i Bk KM, 00, 137 ] Western blot 3l APE1 7
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Proliferation and apoptosis of KM, cells after decreasing APE] protein level using si-

lencing RNA

XIE Jia-yin, WANG Dong, YANG Zhen-zhou, WANG Ge , XIANG De-bing, LI Zeng-peng ( Center of Oncology , Institute of
Surgery Research, Daping Hospital, Third Military Medical University, Chongging 400042, China)

Abstract; Objective
tion, apoptosis of KM, cells by decreasing apurinic/apyrimidinic endonuclease ( APE1 ) gene expression by
RNA interfering. Methods
transfected to KM, cells by liposome. The changes of APE1 protein was detected by Western blotting. The cel-

To explore the relationship between the expression of APE] protein and prolifera-
APE1siRNA expression vector or pSilencer Ug-control (as blank control) were

lular proliferation capacity was observed with cell growth curve and MTT assay. The cell cycle distribution and
apoptosis rate were measured by flow cytometry and DNA fragmentation rate. Results The expression of APE]
protein decreased in KM, cells by RNAi. The proliferation of transfected KM, cells was inhibited and the apopto-
sis of the transfected KM, cells increased significantly. Conclusion The APEI-siRNA could inhibit the prolif-

eration and improve the apoptosis of KM, cells.

Key words: multiple myeloma; apoptosis; APE] gene; RNA interfering; DNA damage repair
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