BAP1 suppresses tumor growth via Interferon Beta and ISGF3 in ccRCC
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Abstract Results STING agonist treatment promotes ISGF3 activity and slows the growth of
BAP1-deficient ccRCC tumors
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cCRCC, increases the mRNA expression of IFN-f8, an upstream activator of

ISG F3 (unpublished) (A) RT-gPCR of the indicated transcripts in Ren-02 shBAP1 cells. (B) SDS-solubilized whole cell lysates of UMRCG6 cells expressing GFP or BAP1 and shiIFNB1
blotted with the indicated antibodies. (C) RT-gPCR of IFNB1 in UMRC6 GFP or BAP1-expressing cells with shIFNB1. (D) RT-qPCR of ISGF3 target genes in UMRC6
GFP or BAP1-expressing cells with shIFNB1.

Future Directions
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