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New markers to ldentify Subsets of
Lymphoid Cells
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The adapter molecule CD2AP
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Monoclonal Polyclonal

CCRF/CEM
CCRF/CEM

<= CD2AP

L&

— <= B-actin

Exposure Time: 5 minutes




*Good initial response to RT and/or CT (75%)

*90% relapses (2-31 months, median 11 months)
e skin (100%)
o other sites (44%)
e  systemic with leukemia (39%)

» Average survival: 14 months (1-40)

 Long-lasting remission in sporadic cases:
* age <40
* transplantation-oriented regimens
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Figure 2. Overall survival curves of different groups of blastic natural
killer (NK)-cell lymphoma (n=63) presenting in the skin. Solid line,
blastic NK (skin lesions only, n=27): dashed line, blastic NK (skin and

extracutaneous localizations, - — %"



leukemias,

Transcription factors

PDC.  Leukemia B-ALL
neoplasms, cutis,

BCL11A 24/26 &24 1" 3/5 747 445
(92%) (25%) {14%) (60%) (100%)  (BO%)

E47 18919 20124 506 5/5 m /6
{95%) (B3%) (B3%) (100%} | (100%)  (100%)

FOXP1 BIB i 15 114 n.d. nd,
(100%) (100%) (20%) (25%)
ICSBP/ARFE 17919 5124+ 05 05 0/6 0/6
phC. Leukemia CML CMML B-ALL T-ALL
neoplasms, cutis,
ICSBP/IRFS 17919 oiz24* 0/5 0/5 0/6 0/6
(89%) (21%) (0%) (0%) (0%) (0%) :
BLMNK 25/25 gmiz4n 0/ 04 17 18
(100%) (33%) (0%) (0%) (100%) (17%)
COZAP 2627 1124 o 0/5 07 115
(96%) (4%) (0%) (0%) (0%) (20%)
(100%) (86%) (20%) (75%)
Lyn 1B/18 23924 5/5 2/5 BI7 0/6
(100%) (96%) (100%) (40%) (B6%) (0%)
Syk 17917 24124 5/5 5/5 m 306
(100%) (100%) (100%) | (100%) | (100%) = (50%)
TCB1D4 35 37 /s 0/4 nd. nd.
(B0%} (43%) (0%) (0%)

Receptor molecules

CD78b ar7 3124 05 0/5 67 116
(53%]) (12.5%) (0%} (0%] (BE%} (17%]}

TLR7 19/19 22/24 116 0/4 217 06
(100%) (92%} (17%) (0%]) (28%} (0%}

TLRS 108/i6 24724 05 444 o7 215

(B2.5%}) (100%) (0%) (100%) (0%) (40%}
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AAB 466C

Lymphoma'lgukemia type

T/NK cell nen-Hodgkin's

Lymphoblastic (T)

Penipheral

Intestinal

Angioimmunablastic T cell (AITL)
Nartura!l killer (NK)

Mycosis fungoides

ALK-positive

ALK-negative, ALCL
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T/NK-cell non Hodgkin ~

ICOS

Lymphoblastic (T)

0/12

Peripheral, follicular 18/18

Angioimmunoblastic T-cell (AILT) 51/52

Subcutaneous panniculitis

Natural-killer (NK) 0/6
ALK-ALCL 0/5
ALK+ALCL 0/18
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T/NK-cell non Hodgkin ICOS

Lymphoblastic (T) 0/12

Peripheral, follicular 18/18

Angioimmunoblastic T-cell (AILT) 51/52
Subcutaneous panniculitis 0/3
Natural-killer (NK) 0/6
ALK-ALCL 0/5
ALK+ALCL 0/18
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Burkitt (Sporadic) 51/51
Burkitt (Endemic) 16/16




Burkitt (Sporadic) 51/51
Burkitt (Endemic) 16/16

| Lymphoblastic (B) 2/6
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