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INTRODUCTION KIR-DL MUTATIONS IN AITL
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expression. The present study was undertaken to further elucidate the molecular > . 02 cuded. . . . not determined. KIRSDLL 1426T, L427M, (T429M not reported) and V440
P o present study was u ntofu u _ ecu s NOS 008 * Approximately half of the AITL tumor samples carried KIR3DL2 mutations. are reported in COSMIC as mutations. KIR3DL2 Q386E is reported in
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ITIM 1 PKCsite  PDKsite ITIM 2 3 novel Threonine * Mutation of the ITIM2 domain was only observed in 2 AITL patients responding to tipifarnib. ¢ A significant association between pre-treatment AITL tumor KIR3DL2
DPEEVTYAQLDHCVFTQRKITRPSQRPKTPPTDTILY TELPNAKPRSKVVS at position 426 e E295D (rs76449138) located near the CK2 phosphorylation site was observed only in 3 AITL C336R/Q386E and clinical benefit from tipifarnib was observed (8 CR-
was observed i;w responders. It was also present in 1 unique case of CRin 21 PTCL NOS patients with NGS PR-SD/8 KIR3DL2m vs 3/9 KIR3DL2wt, p=0.009).
KIR3DL1 data (study KO-TIP-002)! and 1 unique case of PR in 6 Hodgkin lymphoma patients with NGS * KIR3DL2 Q386E is reported in COSMIC as a tumor mutation but C336R
data (study LS038B)?. has been flagged as a potential SNP (COSM5765149).
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Alignment of human killer cell immunoglobulin-like receptor (KIR) cytoplasmic

domains in the vicinity of pos 386. CK1, casein kinase 1; CK2, casein kinase 2

CXCL5 Downregulation in KIR3DL2 Variant AITL Tumors KIR3DL2 Variation may Define Poor SOC Prognosis in AITL
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