. Enhanced tumor control with a combination of APG-157 and immune checkpoint inhibitors for head and neck cancer
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OBJ ECTIVES

To investigate the anti-tumor activity of APG-157 in combination with immune
checkpoint inhibitors.

RESULTS

Figure 2: APG-157 and curcumin derivatives suppress the proliferation of human head and neck cancer cells Figure 4: Increased T cell infiltration into Tumor Microenvironment assessed by flow. Figure 6: CD8+ T cell depletion abolishes anti-tumor activity of APG-
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