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Abstract: Objective To investigate the effect and mechanisms of potassium channel tetramerization do-
main containing 11 (KCTDI11) on the proliferation of cervical cancer cell Hel.a. Methods The expression of
KCTDI11 in cervical cancer and normal tissue was compared using online database. The relationship between
the expression of KCTD11 and the grade of cervical cancer was analyzed using online database. The expression
of KCTDI11 was knocked down by short-hairpin RNA (shRNA) ,the effect of KCTD11 knockdown on the pro-
liferation of Hel.a cells was detected by flow cytometry and MTT assay. RT-qPCR and Western blot were
used to detect the effect of down-regulation of KCTDI11 on mRNA and protein expression of cell cycle-related
proteins. In addition, chromatin immunoprecipitation assay (ChIP assay) was used to explore the molecular
mechanism of KCTDI11 effect on cervical cancer cell proliferation. Results The expression of KCTDI1 in cer-
vical cancer was significantly higher than that in normal tissues,and the expression level increased significant-
ly with the increase of cervical cancer grade. The results of MTT assay and cell cycle analysis showed that the
cell cycle was arrested in GO/G1 phase after KCTDI11 knocked down (P <C0. 05),and cell proliferation rate
was significantly reduced (P<C0. 001). The results of database analysis showed that the expressions of cell cy-
cle-related proteins (Myc,CDK2,CDK4,CDK6,CCND3 and CCNE2) were positively correlated with the ex-
pression of KCTDI11, In addition, the mRNA and protein levels of cell cycle-related proteins (Myc, CDK2,
CDK4,CDK6,CCND3 and CCNE2) were significantly down-regulated with KCTDI11 down-regulation (P <<
0.001). The results of ChIP assay showed that KCTDI1 could bind on Myc promoter. Conclusion KCTDI1

upregulates the expression of cell cycle-related proteins and promotes cell proliferation of cervical cancer cells
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by binding on Myc promoter and activating Myc expression.
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