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{'y;. = B-OAA:
22, CD79a, CD10 cyt IgM, CD20, CD24, K, A

|  __4.__- o= T-OAA:

e A :5€‘KT5§ CD1a, membr CD3, CD4, CDS5,
e §w~£93 CD8, anti-TCR a/B, anti-TCRy/3
s e
4 puehikoUg BeikTeg OMA:

. CD1 3 CD33 CD117, anti-MPO anti-lysozyme, CD14, CD15, CD41,

- CD61, CD64, anti-glycophorinA
3 6£iKTag TTOU ekppadlovtal oTa

TIPOYOVIKA KUTTapa

CD34, TdT, HLA-DR
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Low rlsk i l2i(g22:912:21
COR ! )

;‘ q22;q22)
- 1hv(16)(p13;q22)/ t(16;16)(p13;q22)
- Normal karyotype (50% of patients)

- All chromosomal abnormalities which are
not included in low risk or high risk groups

- Complex karyotype (> 3 chr. abn.)
- - inv(3)(921;926)/t(3;3)(921;q26)

P = - 1(6;9)(p23;934)

e - £(6;11)(927;923)

- £(11;19)(g23;p13.1)

- Del(5q)

- Monosomy 5, monosomy /
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Favorable only (n=221)
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Favorable+adverse (n=13)
Intermediate only (n=1072)

—————— Adverse+intermediate (n=123)

Adverse only (n=40)
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World Health Organization Classification of Tumours
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Pathology & Genetics

Tumours of Haematopoietic and
Lymphoid Tissues

Edited by Elaine S. Jaffe, Nancy Lee Harris, Harald Stein, James W. Vardiman

IARC Press, Lyon 2001 e
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f 1l precursor, ;or B-cells (75% of pts)

), t(1; var; 11923
JJn 0|d hypodlpI0|d

SE1and L2 blasts according FAB
SFAL L om precursor T-cells (20%o of pts)
5’_'*1‘4), t(11;14)
- 1L1 and L2 blasts according FAB
- Mature B-ALL (Burkitt- type) (5% of pts)

t(8;14), t(8; 22), t(2; 8)
- |3 blasts according FAB
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AML with cer ’mﬁ
(67219, t(16716), inv(16), chromoesome 11 changes —

S asiusuallyaseen iy WTrn '\M_ M‘ - — —
AML with multll ge dysplasia (rno one abnormal ' myeloid cel
WPENS JnVlef
AML relates
AML not ot
SSundifferer lated AML (MO0)

= ‘\Mt*m 1 minimal maturation (M1)
=AML lth maturation (M2)

_‘_

o te myelomonocytic leukemia (M4)

—

= .acute monocytic leukemia (M5)

B

_'-".t:-:"’ acute erythroid leukemia (M6)

-~ = acute megakaryoblastic leukemia (M7)

= — acute basophilic leukemia

= ~ — acute panmyelosis with fibrosis

— myeloid sarcoma (also known as granulocytic sarcoma or chloroma)

(leukemias that
have both lymphocytic and myeloid features. Sometimes called ALL with
myeloid markers, AML with lymphoid markers, or mixed lineage leukemias.)
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crro)\r] OYKOKATAOTAATIKWV YOVIOIWV

£ " o)\n OTIG odouc peTapifaonc onuaToc
— (HETaypagikoi NapayovTec)

-"f_

fs”Auﬁnon noAAanAaciacuou, avcm‘ro)\r]
= dIa(OoPONoiNcNC, avaoToAr anonTwon
~ ® OPIOUEVEC £XOUV MPOYVWOTIKN ONHAcia KUpiwe
otnv OMA pe guoioAoyiko kapuoTuno (OMA-PK)
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V m nadoyeéveia Tnc OMA ™

MLL-PTD/Transloc.

Class | mutations IDH1/2 Class Il mutations
blocked differentiation

proliferation and survival DNMT3a
CETZ RUNX1-RUNX1T1
TEL-PDGFRB ASXLA1 CBFB-SMMHC
ELT3 EZH2 RUNX1 point mutations
RAS UTXx PML-RARA
JAKZ Class Il Mutations CEBPA-mutations
cKIT epigenetic modifications GATA1-mutations
CBL 5-Azacytidine GATA2-mutations
Sz - HDAC-Inhibitors 2

—

Class IV Mutations Class V Mutations

e.g. e.g.
Adhesion/ DNA-repair/
cell-cell interaction RNA-Splicing

Thiede C Blood 2012:119:5615-5617
*» blood
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TT3 & OMA-OK g~
-ITD. (25- 35%), _FLT3 TKD (5-15%)

=NA\OUV O1(0cpPU o

Ts)\ouv NPWTAPXIKO YEYOVOC Kal OeV

v va XpnoiponoinBouv wc OEIKTEC
o

.'—
s
T -
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== d |
~ & 1 FLT3-ITD aveEaptnTog apvnTIkKOG
~ MIPOYVWOTIKOC napayovTac yia DFS kai OS

o H oupBartikr) XMO dev apkel yia Toug
acBeveic auTouc.



NPM1 SCOMA

SREINIIO GUX VG avsupi&(ﬁusvn HopIaK
JENIOVE OMA
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[ehrelele) ¢ o2

—~ ) =~

295350/ oThv e\ -
SA5=649%0 o1V OMA-OK
- JJ 4090 TV OMA pe delo(q)
-1 15 °/o ornVv. OMA pe trisomy 8

= GKCI)\EI avwpaAn evromion tnc NPM1 oo

= ﬁTI'CIpOI'I)\ClUIJC'
=-‘T ~ © 21aBEPO PAIVOLEVO

—a—

~® BpiokovTal Navra o€ ETEPOCUYN HOPPr) Kal
APOPOUV. TO GUVOAO TV BAACTWV

® APXIKO YEYOVOC OTN AEUXAIUOYEVEDH
e Agiktnc MDR
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»-ITD

- éiq pE NPM1+/FLT3 -ITD- epgavidouv
— L,_ ETIK(] KaAn npoyvwon

.H rlpovaon AUTWV TWV AoBeEVWV
| _" E(PGHI)\)\I’] IE EUVOIKO KapuoTumno

e Aev opeAouvTal ano Tnv aAho-MAK
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SRIVIETGAN an 1ou CEBPA aveupiokovTal:

7 '!)—b 8% ornv: OMA-OK

) °/o o1V OMA LE del9(q) XWPIC
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e uvesqu KAPUOTUMIKEC avWUAAIEG
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==z -Zuvoésusml ano uynAoTtepa nocooTa CR kal
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= —-' quEr]uevr] RFS kai OS

e H OS €ival mnapopoid Je auTr NOU METUXAIVOUV
acBeveic ue NPM1+/FLT3-ITD-
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TABLE 2: WHO 2008 classification of acute lymphoblastic leukemia (ALL)

Precursor lymphoid neoplasms

B-cell lymphoblastic leukemia/lymphoma, not otherwise specified

B-cell lymphoblastic leukemia/lymphoma with recurrent genetic abnormalities
B-cell lymphoblastic leukemia/lymphoma with t(9;22)(q34;q11.2); BCR-ABL1
B-cell lymphoblastic leukemia/lymphoma with t(v;11923); MLL rearranged

B-cell lymphoblastic leukemia/lymphoma with t(12;21)(p13;922);
TEL-AML1 (ETV6-RUNX1)

B-cell lymphoblastic leukemia/lymphoma with hyperploidy
B-cell lymphoblastic leukemia/lymphoma with hypoploidy (hypodiploid ALL)
B-cell lymphoblastic leukemia/lymphoma with t(5;14)(q31,;932); IL3-IGH
B-cell lymphoblastic leukemia/lymphoma with t(1;19)(q23;p13.3);
E2A-PBX1 (TCF3-PBX1)

T-cell lymphoblastic leukemia/lymphoma

WHO = World Health Organization

Swerdlow SH, Campo E, Harris NL, et al (eds): WHO classification of tumours of haematopoietic and lymphoid
tissues. Lyon, France: IARC Press; 109-138, 2009.
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TABLE 1: 2008 WHO classification of acute myelogenous leukemia (AML)

AML with recurrent genetic abnormalities

AML with 1(8;21)(g22;922); RUNX1-RUNX1T1

AML with inv(16)(p13,1922) or t(16;16)(p13.1;922); CBFB-MYH11
AML with t(15;17)(g22;q12); PML-RARA

AML with 1(9;11)(p22;923); MLLT3-MLL

AML with 1(6;9)(p23;q34); DEK-NUP214

AML with inv(3)(q21g26.2) or t(3;3)(q21;026.2); RPN1-EVI1

AML (megakaryoblastic) with t(1;22)(p13;913); RBM15-MKL1
Provisional entity: AML with mutated NPM1

Provisional entity: AML with mutated CEBPA

AML with myelodysplasia-related changes
Therapy-related myeloid neoplasms
AML, not otherwise specified
AML with minimal differentiation
AML without maturation
AML with maturation
Acute myelomonocytic leukemia
Acute monoblastic/monocytic leukemia
Acute erythroid leukemias
Pure erythroid leukemia
Erythroleukemia, erythroid/myeloid
Acute megakaryoblastic leukemia
Acute basophilic leukemia
Acute panmyelosis with myelofibrosis

Myeloid sarcoma

WHO = World Health Organization

Swerdlow SH, Campo E, Harris NL, et al (eds): WHO classification of tumours of haematopoietic and lymphoid
tissues. Lyon, France: IARC Press; 109-138, 2009.

Vardiman JW, Thiele J, Arber DA, et al: The 2008 revision of the World Health Organization classification of myeloid

neoplasms and acute leukemia: Rationale and important changes. Blood 114:937-951, 2009
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; ;’Tem blood
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| CNS disease at Absent Present
presentation
Minimal residual Negative at 1-3 Still positive at 3-6
disease. months months.
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(1) adverse cytogenetics [t(9;22), t(4;11)],
— (2) age older than 60 years,
— (3) precursor B-cell, or
— (4) failure to achieve complete remission within 4 weeks.
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= DNA binding
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== TIKOI‘IOII‘]|J€VI’] xnueloBepaneia HD Ara-C.

"}[?MKla < 60 Ara-C 3 g/m2 ava 12wpo yia 3-4 npu.

~ HAikia > 60 Ara-C 1 g/m?2 ava 12wpo vyia 3 nu.
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