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OBJECTIVES CXCL12 EXPRESSION AND 3'UTR GENE VARIATION AS POTENTIAL BIOMARKERS

This is a Phase 2 study designed to investigate the
antitumor activity of tipifarnib in 18 pts with relapsed or A
refractory PTCL. 100-
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an AITL expansion cohort (N = 12) Is currently enrolling.
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Based on observed antitumor activity in stages 1 and 2, AlTL @

Age, median (range) 67 years (31 - 88) cells Undergo osteogente differonfiafion
Gender
Male 14 (78) These preliminary data indicate that tipifarnib has antitumor activity, particularly in pts with
PTCL Subtype AITL histology, with high levels of CXCL12 gene expression and absence of 3'UTR CXCL12
AlITL 2 (11) gene variation.
ALCL, ALK negative 1 (6) Tipifarnib was generally well-tolerated. Most common treatment-related AEs (grade = 3) were
PTCL, NOS 15 (83 myelosuppression, including neutropenia, thrombocytopenia and leukopenia.
Number of prior therapies, 4(1-7) The phase 2 study has been extended to enroll an additional 12 pts with AITL aimed at
median (range) confirming the preliminary observations and validating CXCL12 as a biomarker of tipifarnib
Toxicities activity.
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