CXCL12 AND CXCR3 MAY IDENTIFY COMPLETE RESPONSE IN ACUTE
MYELOID LEUKEMIA PATIENTS TREATED WITH TIPIFARNIB
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Bone Marrow Homing is a Surrogate of
Tipifarnib Response (Trial CTEP-20)
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CXCR3 AND CXCL12 EXPRESSION IDENTIFY COMPLETE RESPONSES TO TIPIFARNIB IN
ELDERLY UNFIT AML (CETP-20) CONCLUSIONS

WORKING MODEL
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