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Involvement of miR-223 in cell cycle regulation of Lewis lung carcinoma by targeting CDK2 expression and
ERK signaling

NIAN Wei-qi, CHEN Fang-lin, HAN Ke-qgiang, CHEN Zheng-tang ( Cancer Research Center, Xinqiao Hospital, Third Military
Medical University , Chongqing 400037, China)

Abstract: Objective To explore the functional impact of miR-223 on cell cycle regulation of Lewis lung carcinoma (LLC) and to re-
search into its molecular mechanism. Methods Eukaryotic expression vector of miR-223 was transfected in LLC cells. Flowcytometry was
applied to detect the changes in the cell cycle of LLC and realtime-RT-PCR and western blot were used to investigate the effects of miR-223
on the expression of CDK2 and ERK signaling. Results The results of flowcytometry showed that the proportion of GO/G1 phase cell in
miR-223 expressed group was reduced from 53.8% to 45.3% while the proportion of G2 phase cell in miR-223 was increased from 4.29%
to 13.2% . The results from realtime-RT-PCR and western blot indicated that the expressions of CDK2 mRNA in miR-223 expressed group
were reduced and ERK signaling was significantly inhibited. Conclusion miR-223 was extensively involved in cell cycle regulation of LLC
by targeting CDK2 expression and ERK signaling.
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