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Expression of IL-37 in colon cancer and its inhibition on
proliferation and invasion of colon cancer cells in vitro*
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Abstract: Objective To investigate the expression of interleukin-37 (IL-37) in colon cancer and its
inhibition on the proliferation and invasion of colon cancer cells. Methods The colon cancer tissues and the
corresponding adjacent tissues resected in our hospital during April 2017 to April 2019 were collected, then the
expression of IL-37 was detected. The colon cancer HT29 cells were cultured and randomly divided into control
group, blank plasmid group transfected with blank pcDNA3.1 plasmid, and IL-37 plasmid group transfected with

pcDNA3.1 recombinant plasmid expressing IL-37. The proliferation and invasion activity, the mRNA expression of
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proliferation and invasion genes (CyclinD1, Bcl-2, MMP-2, MMP-9), the protein expression of p-STAT3 and p-Akt

were determined. Results The protein expression of IL-37 in colon cancer was lower than that in adjacent tissues

(P < 0.05); the difference of the cell proliferation and invasion activity, the mRNA expression of CyclinD1, Bcl-2,

MMP-2, and MMP-9, and the protein expression of p-STAT3 and p-Akt among 3 groups had statistical significance
(P < 0.05); the cell proliferation and invasion activity, the mRNA expression of CyclinD1, Bcl-2, MMP-2, and MMP-
9, and the protein expression of p-STAT3 and p-Akt in IL-37 plasmid group were significantly lower than those in

control group and blank granulation group (P < 0.05). Conclusion The expression of IL-37 is decreased in colon

cancer, and the increase of IL-37 expression can inhibit the proliferation and invasion of colon cancer cells, which is

related to the inhibition of STAT3/Akt pathway.

Keywords: colon neoplasms; interleukin-37; proliferation; invasion; STAT3/Akt pathway
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