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INTRODUCTION RESULTS AND COMMENTS
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* Objective: To characterize & quantify intact CXCL12 and its protease-induced truncation products (Table 1) in 'dE"ti?;E?iS": Mlﬂ'elc':'*’-;f Normal subjects: None detected (<1.0 ng/mL) --- despite the high concentration of intact CXCL12.
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e PATIENTS: MDS (n=8) or AML (n=12). Rigosertib infused continuously for 3 d (dose: 650-1,700 mg/m?/d). and After (B) Treatment with Rigosertib Myelofibrosis (PMF) (Ref. 2) and MDS/AML
Plasma obtained at 0 and 72 h. I M S S I 8.0 - 16.6
 Samples centrifuged at 300 g for 10 min, diluted with equal volume of water and ultrafiltered (30 kDa
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 The presence of truncates was confirmed using standards incubated with various proteases by 3
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Table 1. Amino acids removed (truncated) from the NH, terminal of CXCL12 (1-67 amino acids) B e
by proteolytic enzymes CXCL12 (500 ng/mL) + NE (neutrophil elastase, 0.5 unit). Incubation: 30 min, 37 °C. CONCLUSIONS

Found: truncate, 4-67, 3 aa, KPV removed from SDF-1 sequence.
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