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Abstract : Objective To study the effects of shikonin on the proliferation,invasion and migration of cervi-
cal cancer cells by affecting the expression of Let-7c. Methods The expression of Let-7c in cervical cancer tis-
sues and normal cervical tissues,as well as cervical cancer cells C-33A and normal cervical cells Ectl/E6E7
were detected by qPCR. C-33A cells were intervened with different concentrations of shikonin. The effect of
cell proliferation was detected by MTT assay. The effect of cell invasion and migration was detected by Tran-
swell assay. The effect of qPCR on the expression of Let-7c in C-33A cells was detected. The expression of
Let-7c in C-33A cells was up-regulated by cell transfection,and the effects on proliferation,invasion and mi-
gration of C-33A cells were detected by the same method. After transfection of Let-7¢ inhibitor in C-33A cells,
shikonin was applied to investigate the effect of shikonin on the proliferation,invasion and migration of C-33A
cells by affecting the expression of Let-7c. The nude mice xenograft model of cervical cancer C-33A cells was
constructed and intratumorally injected with Let-7c¢ inhibitor and shikonin. After treatment for 28 days, the
tumor was weighed and weighed. Results The expression of Let-7c in cervical cancer tissues and cells was
significantly lower than that in normal cervical tissues and cells(P<C0. 05). Shikonin can inhibit the prolifera-
tion of C-33A cells in a concentration-dependent manner, inhibit the invasion and migration of cells (P <<
0. 05) ,and promote the expression of Let-7c in C-33A cells in a concentration-dependent manner (P <C0. 05).
Up-regulation of the expression of Let-7c inhibits the ability of C-33A cells to proliferate,invade and migrate

(P<C0. 05). Shikonin is able to upregulate the increase in cell proliferation,invasion and migration caused by
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anti-Let-7c(P<C0. 05). Shikonin inhibits the growth of anti-Let-7c on tumor growth. Conclusion Shikonin can

inhibit the proliferation,invasion and migration of cervical cancer cells by up-regulating the expression of Let-

7c.
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