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Expression and molecular mechanism of IncRNA PGMS5-AS1 in non—-small cell lung cancer tissues ZHANG Lin,
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Hospital , Wenzhou 325800, China

[Abstract] Objective To explore the expression of IncRNA PGM5-AS1 in lung cancer tissues and its molecular
mechanism. Methods The expression levels of IncRNA PGM5-AS1 in lung cancer tissues and adjacent normal tissues
were detected by quantitative real-time PCR.The proliferation ability of lung cancer cells was detected by cloning and
proliferation of soft agar after overexpression of IncRNA PGMS5-AS1 in vitro.Results The expression of PGM5-ASI in
lung squamous cell carcinoma and lung adenocarcinoma was down-regulated in the TCGA database when compared with
normal tissues (1=3.43,6.27, P<<0.05).In this study, the expressions of PGM5-AS1 in tumor tissues were significantly

lower than that in normal tissues regardless of lung squamous cell carcinoma or lung adenocarcinoma (1=23.72,27.45,P<

0.05). Moreover, after overexpression of PGM5-AS1, the cell colony amounts of H520 (PGM5-AS1)and H2170 (PGM5-
AS1)were significantly less than those of the control cells (¢1=8.22,8.19,P<0.05).Conclusion The decreased expression
of IncRNA PGM5-AS1 in lung cancer may play a role in suppressing cancer by inhibiting cell proliferation.
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