HMPL-653, a highly potent and selective CSF-1R inhibitor, targets both tumor cells and tumor
microenvironment
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INTRODUCTION

RESULTS

e Colony stimulating factor 1 receptor (CSF-1R) and its ligand
CSF-1signaling regulates the function and survival of tumor-
associated macrophages (TAM), which are involved in tumor
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markers. After fixation and permeabilization, cells were
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CSF-1R alterations at the dose of 2.5 mg/kg
or above.
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HMPL-653 prevented human M2 macrophage polarization in a concentration-dependent manner. 0.00E+00
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