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Construction of APE1 siRNA expression vector and its inhibition to APE1 in osteo-

sarcoma cells
WANG Dong'?, ZHONG Zhao-yang'*, LI Zeng-peng’, ZHANG Qin-hong’, QING Yi*, YANG Yu-xin® (' Cancer Center,
*Department of Pathology, Institute of Surgery Research, Daping Hospital, Third Military Medical University, Chongging 400042, China)

Abstract; Objective To construct DNA damage- and repair gene apurinic/apyrimidinic endonuclease
(APE1) siRNA expression vector pSilence APEI and investigate its inhibitory effect on the expression of APEI in
osteosarcoma cell HOS and 9901 in vitro. Methods An expression plasmid of a short hairpin RNA target APEL
pSilence APEI was constructed and transfected to 9901 and HOS cell by lipofectamine. The expression of APEL
protein in HOS and 9901 osteosarcoma cells posttransfected with pSilence APEl was detected by immunohisto-
chemistry. Meanwhile, the dose-effect and time-effect relationship of APEl gene silence induced by pSilence
APE1 were measured using Western blot analysis. Results  After evaluation and sequencing, the APEl siRNA
expression vector pSilence APE] was constructed successfully. The result of Western blotting and immunohisto-
chemistry showed that APE1 protein in osteosarcoma cells could be knocked down specifically by pSilence APEL,
and the inhibition rate of APEl expression was 72% —95% . The best inhibition of expression of APEl gene was
3.0 pg and at the 72 h using pSilence APE1. Conclusion APEl siRNA expression vector pSilence APEL is
successfully constructed that can significantly knock down APE1 gene expression in osteosarcoma cells.
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