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STK11 loss drives a cold and suppressive

STK11 knockout drives immune evasion . .
Immune environment

ABSTRACT Tumor growth reflect_s mcre_ased anti-tumor
Immunity in vivo
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STK11 and KEAP1 are among the top resistant
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genes to Immune pressure Figure 8: STK11 knockout drives a suppressive immune environment in vivo.
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Figure 2: Diagram of in VIV.O screen platform ar.1d design. 3LL cells Werg transdulced with Flgurg 5: STK1_1 and KEAP1 are among the top_reS|stan_t genes from the sc_reen. sg_RNA. Figure 7: KEAP1 knockout drives resistance to immune pressure in vivo. 3LL cells were immune environment
CRISPR tumor suppressor library and stable cell line generated by puromycin selection. Stable depletion or enrichment from tumors of C57BL/6 mice + anti-PD1 vs. C57BL/6 mice + anti-IgG is transduced with sgRNAs targeting KEAP1 or non-targeting control (NTC). Derivatives were inoculated
cells were inoculated into nude mice, C57BL/6 mice and C57BL/6 mice treated with anti-PD1 represented in a volcano plot. sgRNAs for Stk1l and Keapl are the top two most enriched in C57BL/6 into C57BL6 mice treated with anti-PD1 or anti-lgG2a or anti-CD4/CD8 to deplete T cells. Depletion of
representing increasing degrees of anti-tumor immunity. treated with anti-PD1 vs anti-IgG whereas sgRNAs for Ptpn2 were among the most depleted.

KEAP1 drives resistance to increasing immune pressure in vivo.




