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TU2218, ALK5/VEGFR2 dual inhibitor

Restoration of adhesion molecules by dual inhibition

,. TU2218, a novel ALK5/VEGFR2 dual inhibitor, overcomes tumor endothelial cell anergy and enhances anti-PD1 immunotherapy efficacy 5080

Normalization of Vascular-Immune crosstalk

of ALK5/VEGFR2 on VEGF-induced anergy via VCAM-1
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