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ABSTRACT Objective: To investigate the expression of KANKI in endometrial cancer and its effect on the proliferation and
migration of endometrial cancer. Methods: (1) TCGA database was used to analyze the expression of KANK1 and its survival analysis in
endometrial cancer. (2) Real-time quantitative polymerase chain reaction was used to verify the effect of transfection of KANKI1 plasmid.
Ishikawa and ECC1 cells were used to investigate the effect of KANKI on cell cycle and apoptosis of endometrial cancer cells. The
expression of cell cycle-related proteins was detected by Western blot, and the cell cycle and apoptosis levels were detected by flow
cytometry. (3) Cell invasion and metastasis ability were detected by transwell assay and wound healing assay. Results: TCGA database
analysis showed that KANK1 was low expressed in endometrial cancer and correlated with good prognosis. Overexpression of KANK1
downregulated the protein levels of Cyclin D1 and Cyclin D2 and blocked the cell cycle in G1 phase. Flow cytometry showed that the
apoptosis level of KANK1-overexpression group (Ishikawa: 22.7%; ECC1: 19.0%) was higher than that of the control group (Ishikawa:
18.1%; ECC1: 15.3%), and the difference was statistically significant. Transwell assay and wound healing assay showed that the invasion
and metastasis ability of endometrial cancer cells overexpressing KANK1 was diminished. Conclusion: This study demonstrates that
KANKI1 plays an anti-tumor role in endometrial cancer. The high expression of KANKI is positively related to the good prognosis of
endometrial cancer. KANKI1 inhibits the proliferation of endometrial cancer by inhibiting cancer cell cycle progression and promoting
tumor cell apoptosis. In addition, KANKI1 inhibits the invasion and metastasis of endometrial cancer.
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Fig.1 KANK1 gene expression and survival analysis in endometrial cancer
Note: A. The gene expression of KANKI1 in tumor (n=546) and normal (n=35) tissues of EC.
B. Overall survival of EC patients with high KANK1 expression (n=86) and low KANK1 expression (n=86).
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Fig.2 Effect of KANKI on the cell cycle of endometrial cancer cells

Note: A. Western blot was used to detect expression of Cyclin D1 and Cyclin D2 in both control and oe-KANKI group;

B-C. Cell cycle and cell apoptosis were detected by flow cytometry in both control and oe-KANK1 group.
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Fig.3 Effect of KANKI on the ability of cell migration and invasion
Note: A. The mRNA levels of KANK1 were confirmed by qRT-PCR in EC cells after KANK1 overexpression; B. Transwell assays were performed to

asses the migration and invasion ability; C. Cell migration ability of KANK1 was determined by wound healing assay.
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