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Circ—ITGA?7 inhibits HCT116 proliferation by upregulating ASXL1 YANG Guang—pu', YE Jin—ning’,
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[Abstract] Objective This study aims to verify if circ—=ITGA7 inhibits proliferation of HCT116 cells
via upregulating ASXL1. Methods RT-qPCR was employed to compare the RNA expression level of circ—
ITGA7 and ASXLI in colorectal cancer and para—cancerous tissue. Pearson’s Correlation Test was used to
assess their correlation. RT —qPCR was used to test the circ -ITGA7 expression levels in HCT116 'HT29
DLD1,SW480 and NCM460 cells. circ -ITGA7 vectors were transfected to build over —expressed HCT116
cells. Protein and mRNA expression were tested by RT—qPCR and western blot. The effect of circ—=ITGA7 on
proliferation in HCT116 cells was tested by cck —8 kit. Colonies formation assay was employed to assess
the effect of circ—ITGA7 over—expression and ASXL1 silence on the colony formation of HCT116 cells.
Results Compared with para—cancerous tissue and NCM460 cells, the expression of circ—ITGA7 is signifi-
cantly lower in colorectal cancer and in in—vitro colorectal cancer cell lines respectively. Cric—=ITGA7 is posi-
tively corelated with the mRNA expression of ASXL1. Overexpression of circ -ITGA7 statistically generates
more ASXL1 mRNA and protein than blank group. Overexpression of circ—ITGA7 generates significantly more
OD on 5 th, 6 th and 7 th day than control group. The number of colonies formatted by the circ—ITGA7 over—
expressed cells was significantly lower than control group. Co —transfection of circ -ITGA7 and si —ASXL1

makes more colonies than transfection of circ=ITGA7 only. Conclusion circ—ITGA7 inhibits HCT116 pro-
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liferation via upregulating ASXLI.

[Key words] circ—ITGA7; ASXL1; Colorectal cancer
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