HMPL-523, a Novel SYK Inhibitor, Showed Anti-tumor Activities in Vitro and in Vivo
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Introduction B. HMPL-523 inhibited cell survival and SYK signaling pathway in BA/F3TEL-SYK E. SYK signaling inhibition and anti-tumor activity of HMPL-523 in vivo
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Methods C. HMPL-523 inhibited cells survival in a panel of human lymphoma and leukemia cell lines and EE
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