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Multiple myeloma (MM) is a hematologic malignancy caused by the uncontrolled
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0 , , , 0 : . : SBFI-102 exhibited more effectiveness against 5TGM1-TK multiple myeloma cells over
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marrow stromal (BMS) cell line, for toxicity of SBFI-102 on normal bone marrow cells. Figure 1. Cytotoxicity (Dose-response curves) of SBFI-102 in 5TGM1-TK and vivo before being used clinically in humans with multiple myeloma.
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