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Clinical significance and function of long non-coding RNA PGM5-AS1 in colorectal cancer WU Liping, GAO
Xueren, WANG Jianguo.Department of Laboratory Medicine,Jiaxing Maternal and Child Health Hospital,Jiaxing 314000,China.
[Abstract] Objective To investigate the expression of long non—coding RNA PGM5-AS1 in colorectal cancer tissues
and its effect on the proliferation and migration of colorectal cancer cells. Methods The expression of PGM5-ASI
mRNA was detected by real-time quantitative PCR in 24 cases of colorectal cancer and adjacent, normal colorectal epi—
thelial cell lines NCM460, colorectal cancer cell lines SW480, HCT116, and Lovo.PGM5-AS1 overexpression vector was
constructed in vitro and transfected into colorectal cancer cells SW480 and HCT116 to construct PGM5-AS1 overexpres—
sion cell model.The level of PGM5-AS1, proliferation activity and scratch healing rate were detected by qPCR, CCK-8
and scratch assay. Results Compared with the tissue adjacent to carcinoma, the expression of PGM5-AS1 decreased in
colorectal cancer tissues (i=11.41, P<0.05).The expression of PGM5-AS1 in three colorectal cancer cell lines (SW480,
HCT116, Lovo) was lower than that in NCM460 cell lines (1=6.76,7.28,9.47, P<0.05).In HCT116 and SW480 cells,
the expression level of PGM5-AS1 in overexpression group was higher than that in no-load group (1=5.72,3.47,P<0.05).
After transfection for 48h, 72h and 96h, the proliferation activity of overexpression group was lower than that of control
group and no-load group (t=11.72,13.64,7.47,9.67,9.28,7.41, P<<0.05).The scar healing rate of the overexpression group
was lower than that of the control group and the no-load group (1=7.73,5.26, P<<0.05). Conclusion The expression
of PGM5-AST1 in colorectal cancer cells is decreased.Up-regulation of PGM5-AS1 level could inhibit the ability of pro—
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