Overcoming immune checkpoint blockade resistance via EZH1/2 dual inhibition by HM97662 in KRAS/LKB1 mutated NSCLC
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Introduction STING Induction via EZH1 and EZH2 Dual Inhibition

Recently, immune checkpoint inhibitors (ICls) have been proposed as promising treatment A. Inhibition of EZH1 and EZH2 catalytic activity
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In this presentation, we report that HM97662, a novel EZH1/2 dual inhibitor,® induces STING

expression and increases anti-cancer immunity in KL NSCLC cell lines, furthermore, enhances B. H3K27me3 inhibition and STING expression in KL lung cancer cells
the anticancer effect of anti-PD-(L)1 agents.
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