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BACKGROUND RESULTS

* Daratumumab, an anti-CD38 monoclonal antibody, has been widely used in the treatment of multiple myeloma D. Cytotoxicity of HMPL-A067 on hematologic malignant tumor cell growth G. Potent anti-tumor activity of HMPL-A067 in human B-cell malignancy xenograft models
(MM). However, some of MM patients exhibit primary or acquired resistance to daratumumab therapy 1.
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macrophages as effector cells.
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