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Fig.S1 The effect of lack of catalytic activity of METTL3 on the expression of ASNS. (A) The
overexpression of wild-type METTL3 could upregulate ASNS rather than the mutation-type of

losing the catalytic function.
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Fig.S2 The expression of ASNS and its correlation with prognosis in CRC. (A) ASNS mRNA
expression of COAD database of GEPIA. (B) Correlation analysis between ASNS and METTL3 in
COAD database of GEPIA. (C) Overall survival (OS) and Recurrence free survival (RFS) of COAD

data set (GSE17538 n=232) in Kaplan-Meier plotter.



