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MAP4K1 inhibition enhances immune cell activation and anti-tumor immunity in’
preclinical tumor models
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Table 1: BLU2069, BLU6348, and BLU-852 are cell active subnanomolar MAP4K1 A. MCA-205 sarcoma model B.

Figure 8: CD8 depletion partially reverses BLU6348-mediated efficacy
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