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Influence of 1-carnitine on the antitumor effects of docetaxel in NCI-H520 cells

QIAN Xing—yun, LANG Juan—juan, TAO Ruo-lin, WU Chun-nuan, WANG Chen

(Department of Pharmacy, Tianjin Medical University Cancer Institute and Hospital ,National Clinical Research Center for Cancer, Key
Laboratory of Tianjin Cancer Prevention and Therapy , Tianjin’s Clinical Research Center for Cancer, Tianjin 30060, China)

Abstract Objective: To investigate the influences of l-carnitine on the inhibitory effects of docetaxel in NCI-H520 cells, and to explore
its mechanism. Methods: NCI-H520 cells were divided into control group, L—carnitine group, docetaxel group and combination drugs
group. MTT assay was used to detect the cell proliferation, flow cytometry was applied to determine cell apoptosis and cell cycle,and
Western blot was performed to determine the expression of target protein— P21, P53, BAX and BCL-2. Results: Compared with the different
single drug group (l—carnitine group and docetaxel group ), the combined drugs group enhanced the inhibition of cell proliferation, the cell
proliferation rate decreased from (95.5£3.97)% and (65.73£2.22)% to (54.4+1.67)%, P<0.01, and the cells density decreased under the
microscope. The combination drugs decreased the cells in GO/G1 phase from (67.21+6.0)% and (11.52+0.89)% to (3.98+0.42)%, P<0.05.
And the cells in G2/M phase increased from (11.84+5.05)% and (54.91£2.38)% to (64.56+0.9)%, P<0.05. The expression levels of cycle—
related proteins P21 and P53 were up—regulated, and these changes were statistically different. There were no significant differences in the
apoptosis rate and the expression of apoptosis—related proteins BAX and BCL-2 among all groups. Conclusion: In the combination drugs
group, l—carnitine may enhance the G2/M phase arrest by up—regulating the expression of P21 and P53 proteins at 24 h, and thus enhance
the inhibitory effects of docetaxel on NCI-H520 cell proliferation.
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Fig 1 The effects of L-CNT, DTX or combination drugs on NCI-H520 cell proliferation
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