Pre-clinical efficacy of a novel anti-GPC3 in vivo CAR-M for hepatocellular carcinoma
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Introduction Kinetics of CAR expression and anti-GPC3 CAR-M tumor rGPC3 does not inhibit CAR-M activity at In vivo anti-GPC3-CAR mRNA/LNP treatment leads to significant control of disseminated tumor growth
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Engineering human macrophages with anti-GPC3 CAR mRNA/LNP led to titratable CAR expression and rGPC3 binding on day 1 (A and B). Anti-GPC3 Myeloid cells are the primary CAR+ immune cells in vivo 5 y y P y
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anti-GPC3 CAR expression is primarily expressed in monocytes in the blood (A and B) and myeloid cells in the tumor (C). pMonocytes = patrolling
A B c 5 monocytes; iMonocytes = inflammatory monocytes. Physiological concentrations of soluble GPC3 in HCC patients does not interfere with anti-GPC3 CAR-M cytotoxicity.
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