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METTL3 Inhibited Proliferation of Non-small Cell Lung Cancer Cells
by Targeting ING5*
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ABSTRACT Objective: To determine the expression level and effect of METTL3 in the Non-small cell lung cancer (NSCLC,
Non-small cell lung cancer), and explore the potential mechanism. Methods: Lentivirus transfection were used to overexpress and
knockdown METTL3 in HCC827 cells, and western blot was used to validate the METTL3 protein expression. METTL3 regulated INGS
in HCC827 cells was detected by Western blot. GEPIA was used to analyze the expression correlation of METTL3 and INGS5 in NSCLC
tissues and normal tissues. The effect of METTL3 and INGS expression on the proliferation of NSCLC cells was detected by CCK-8
assay. KM-plotter was used to validate the correlation between the expression of METTL3 and the overall survival (OS), post-progression
survival(PPS), and progression-free survival (PFS) of NSCLC. Results: Western blot show that METTL3 overexpression in HCC827 cells
upregulated INGS protein levels, whereas METTL3 knockdown decreased INGS protein expression. Analysis of GEPIA database
indicated that METTL3 expression was significantly lower in NSCLC than in normal tissues (P<0.05). CCK-8 assay showed that,
compared to in control cells, METTL3 depletion promotedHCC827 cell proliferation ability and its overexpression significantly inhibited
cell proliferation ability. Moreover, ING5 overexpression rescued the anti-tumor phenotype impaired by METTL3 knockdown.
KM-plotter analysis showed that the better prognostic relationship between METTL3 mRNA expression and the survival of patients with
NSCLC. Conclusions: METTL3 was low expressed in NSCLC, and played an important anti-cancer role in inhibiting the development of
NSCLC by regulating the expression of INGS.
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Fig.4 Low METTL3 expression was associated with poor prognosis of Non-small cell lung cancer
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Fig.5 METTLS3 regulates proliferation of non-small cell lung cancer cells through INGS5 in vitro
( Note: *, P <0.05. )
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