STC-15,a small molecule inhibitor of the RNA methyltransferase METTL3, activates anti-tumor immunity
STORM and reshapes the tumor microenvironment
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The combination of METTL3i with DNA damaging chemotherapy augments
cytotoxicity and activation of innate immunity in vitro

Introduction

METTL3 is an RNA methyltransferase responsible for the deposition of N-6-methyladenosine
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