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Defeating primary checkpoint resistance: SRK-181 is a first-in-class, fully human antibody that renders resistant tumors sensitive to anti-PD-1 (Abstract 4090)
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Figure 1: TGFB1 is the predominant isoform in many human tumors Figure 2: SRK-181 is a fully human, isoform-specific anti-latent TGFB1 antibody that binds with high affinity and potently inhibits TGFB1 activation in vitro
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