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* Tho morphological characterisies. of iha homrslopesistic cals
are shoren as s6om in @ Wright's stain, May-Giemsa stain or
Misry-Griifinkd-Gisrnis sliin. Absimalve famed of Sitee cild
are indcated betwssen

= Citann cils iy havb monis than one chafacaistic
BEPRACENCE, I INESE CASHS, FON LN OO (BMASENLEIN of
the same cell has been included.

« Togeter, the ared the he
ik as d o tha (basoph,
and hart are p Bunrg

granuopolests.
+B., N, and E. stand for Basophilic, Neutrophilic and

[Z] The aryihrocyte al thae right is & more sccurale
sproseEntation of its appasarance in reality whien viewsd Srcugh
o microscope

[3] Omhar colks that arise from Tha monoryte: oSoCiast,
microglia (central nervous system), Langerhans cell
[enpiddramin], KupMer ol ()

[4] For clarity, the T and B lymphocyie are spit o beter imdicate
et thee plassrma ool arises rom the B-Cell Nobe that ther is no
diffararscs in thes appaarance of B- and T-cells unkess spacific
staining is agplied.
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CLASIFICAREA O.M.S. A TUMORILOR TESUTULUI HEMATOPOIETIC $I LIMFOID, i
A 4-A EDITIE

r
=

Swerdlow S.H., Campo E., Harris N.L., Pileri S.A., Stein H., Thiele J.,
Vardiman J.W. eds., IARC Press, Lyon, 2008.
NEOPLAZIILE MIELOPROLIFERATIVE:
Leucemia mieloida cronica BCR-ABL1 pozitiva
Leucemia neutrofilica cronica
Policitemia vera.
Mielofibroza primara
Trombocitemia esentiala
Leucemia eozinofilica cronica, nespecificata altfel
Mastocitoza
Neoplazia mieloproliferativa neclasificata

NEOPLAZIILE MIELOIDE S| LIMFOIDE CU EOZINOFILIE S| ANOMALII
DE PDGFRA, PDGFRB SAU FGFR1:

Neoplaziile mieloide si limfoide cu rearanjamente de PDGFRA
Neoplaziile mieleide cu rearanjamente de PDGFRB
Neoplaziile mieloide si limfoide cu anomalii de FGFR1

NEOPLAZIILE MIELODISPLAZICE / MIELOPROLIFERATIVE:

= B

Leucemia mielomonocitara cronica
Leucemia mieloida cronica atipica BCR-ABL1 negativa
Leucemia mielomonocitara juvenila

Neoplazia mielodisplazica / mieloproliferativa neclasificata
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Anemia refractaré cu sideroblasti inelari si trombocitoza




_—
SINDROAMELE MIELODISPLAZICE:

Citopenia refractara cu displazia unei linii celulare
Anemia refractara
Neutropenia refractara
Trombocitopenia refractara
Anemia refractara cu sideroblasti inelari
Citopenia refractara cu displazia multilineara
Anemia refractara cu exces de blasti
Sindromul mielodisplazic asociat cu del(5q) izolata
Sindromul mielodisplazic neclasificat

Sindromul mielodisplazic la copii

Citopenia refractara la copii
LEUCEMIA ACUTA MIELOIDA (LAM) S| NEOPLAZIILE RELATIONATE:
LAM cu anomalii genetice recurente

LAM cu t(8;21)(q22;q922); RUNX1-RUNX1T1

LAM cu inv(16)(p13.1;q22) sau t(16;16)(p13.1;922); CBFB-MYH11

Leucemia acuta promielocitara cu t(1 5;17)(q22;912); PML-RARA

LAM cu t(9:11)(922;q23); MLLT3-MLL

LAM cu t(6;9)(q23;q34); DEK-NUP214

LAM cu inv(3)(q21;926.2) sau t(3;3)(q21;926.2); RPN1-EVI1

LAM (megacarioblastica) cu t(1;22)(p13;913); RBM15-MKL1

LAM cu NPM1 mutant
LAM cu CEBPA mutant
Leucemia acuti mieloida cu modificéri relationate cu mielodisplazie

Neoplaziile mieloide relationate cu terapie
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" Leucemia acuta mieloida, nespecificata altfel

LAM cu diferentierea minimal
LAM fara maturatie
LAM cu maturatie
Leucemia acuta mielomonocitara
Leucemia acuta mieloblastica / monocitara
Leucemia acuta eritroida
Leucemia eritroida pura
Eritroleucemia, eritroid / myeloid
Leucemia acuta megacarioblastica
Leucemia acuta bazofilica
Panmieloza acuta cu mielofibroza

Sarcomul mieloid

Proliferarile mieloide relationate cu sindromul Down
Mielopoieza anormala tranzitorie
Leucemia mieloida asociata cu sindromul Down
Neoplazia din celule dendritice plazmacitoide blastice
Leucemiile acute cu descendenta ambigua
Leucemia acuta nediferentiata
Leucemia acuta cu fenotip mixt cu t(9;22)(q34;911.2); BCR-ABL1

Leucemia acuta cu fenotip mixt cu t(v;11q23)(q34;q11.2); MLL
rearanjat :

Leucemia acuta cu fenotip mixt, B-mieloida, nespecificata altfel
Leucemia acuta cu fenotip mixt, T-mieloida, nespecificata altfel

Leucemia / limfomul limfoblastic din celule killeri naturali (NK)
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NEOPLAZIILE DIN PRECURSORII CELULELOR LIMFOIDE: e

r
=

- =

Leucemia / limfomul B limfoblastic
Leucemia / limfomul B limfoblastic, nespecificat altfel

Leucemia / limfomul B limfoblastic cu anomalii genetice
recurente

Leucemia / limfomul B limfoblastic cu t(9;22)(q34;q911.2);
BCR-ABL1

Leucemia / limfomul B limfoblastic cu t(v;11q23); MLL
rearanjat

Leucemia / limfomul B limfoblastic cu t(12;21)(p13;q922);
TEL-AML1 (ETV6-RUNX1)

Leucemia / limfomul B limfoblastic cu hiperdiploidie
Leucemia / limfomul B limfoblastic cu hipodiploidie
Leucemia / limfomul B limfoblastic cu t(5;14)(q31;q932);
IL3-IGH

Leucemia / limfomul B limfoblastic cu t(1;19)(q23;p13.3);
TCF3-PBX1

Leucemia / limfomul T limfoblastic
NEOPLAZIILE DIN CELULE B MATURE:

Leucemia limfocitara cronica / limfomul limfocitar microcelular

= B

Leucemia prolimfocitara B-celulara

Limfomul B-celular din zona marginala a splinei

Tricholeucemia

Limfomul / leucemia splenica B-celulara, neclasificata
Limfomul splenic B difuz din celule mici ale pulpei rogie

Varianta Tricholeucemia
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Limfomul limfoplasmocitar
'~ Macroglobulinemia Waldenstrém
Boala lanturilor grele
Boala lanturilor grele alfa
Boala lanturilor grele gama
Boala lanturilor grele mu
Mielomul plasmocitar

Plasmocitomul solitar al osului

Plasmocitomul extraosos

Limfomul exranodal din zona marginala a tesutu|ui limfoid mucoasa-
asociat (MALT) .

Limfomul nodal din zona marginala
Limfomul pediatric nodal din zona marginala

Limfomul folicular
Limfomul pediatric folicular

Limfomul cutanat primar din centrele foliculare

Limfomul din celule ale zonei mantalei

Limfomul difuz B-macrocelular (DLBCL), nespecificat altfel
Limfomul B-macrocelular cu exces de T-celule / histiocite

Limfomul difuz B-macrocelular primar al sistemului nervos
central '

Limfomul difuz B-macrocelular primar cutanat, tip cu localizarea
pe picioare

Limfomul difuz B-macrocelular EBV-pozitiv al varstnicilor
Limfomul difuz B-macrocelular asociat cu inflamatia cronica

Granulomatoza limfomatoida




Limfomul B-macrocelular primar al mediastinului
Limfomul B-macrocelular intravascular

Limfomul B-macrocelular ALK-pozitiv

Limfomul plasmoblastic

Limfomul B-macrocelular originat din boala Castleman multicentrica
asociata cu HHVS '

Limfomul primar efuzional
Limfomul Burkitt

Limfomul B-celular neclasificat cu trasaturi intermediare intre
limfomul difuz

B-macrocelular si limfomul Burkitt

Limfomul B-celular neclasificat cu trasaturi intermediare intre
limfomul difuz

B-macrocelular si limfomul Hodgkin clasic
NEOPLAZIILE DIN CELULE MATURE B S| NK:

Leucemia prolinmffocitara T-celulara

Leucemia limfocitara T-macrocelulara granulara

Afectiunea limfoproliferativa cronica din NK-celule

Leucemia agresiva NK-celulara

Boala limfoproliferativa T-celulara sistemica EBV-pozitiva la copii

Limfomul similar cu Hydroa vaccinifoma

Leucemia / limfomul T-celular la adulti

Limfomul NK / T -celular extranodal, tipul nazal

Limfomul T-ce’lular asociat cu enteropatie

Limfomul hepatesplenic T-celular

Limfomul T-celular subcutanat similar cu paniculita
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Micoza fungoida
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Sindromul Sézary

Afectiunile limfoproliferative primare cutanate T-celulare CD30
pozitive

Papuloza limfomatoida
Limfomul macrocelular anaplazic primar cutanat
Limfomul gama-delta T-celular primar cutanat

Limfomul T-celular primar cutanat CD8 pozitiv agresiv
epidermotropic citotoxic

Limfomul T-celular primar cutanat CD4 pozitiv din celule mici si
medii
Limfomul T-celular periferic, nespecificat altfel
Limfomul T-celular angioimunoblastic
Limfomul macrocelular anaplazic, ALK pozitiv

Limfomul macrocelular anaplazic, ALK negativ

LIMFOMUL HODGKIN:
Limfomul Hodgkin nodular cu predominarea limfocitelor

Limfomul Hodgkin clasic

Limfomul Hodgkin clasic cu scleroza nodulara
Limfomul Hodgkin clasic cu exces de limfocite
Limfomul Hodgkin clasic cu celularitatea mixta

Limfomul Hodgkin clasic cu depletie limfocitara
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NEOPLAZIILE HISTIOCITARE S| DIN CELULE DENDRITICE: """'H?',
Sarcomul histiocitar

Histiocitoza din celule Langerhans
Sarcomul din celule Langerhans

Sarcomul din celule dendritice interdigitante
Sarcomul folicular din celule dendritice
Tumora din celule reticulare fibroblastice

Tumora din celule dendritice indeterminate

Xantogranulomul juvenil diseminat

AFECTIUNILE LIMFOPROLIFERATVE POST-TRANSPLANT (PTLD)
Afectiunile precoce

Hiperplazia plasmocitara

PTLD similara cu mononucleoza infectioasa
PTLD polimorfica

PTLD monomorfica (B- si T/ NK-celulari)

= B

PTLD de tip limfom Hodgkin clasic

Tipurile hlstologlce italicizate sunt entitati provizorii, pentru care
Grupul de lucru al O.M.S. considera dovezi existente insuficiente
pentru a fi completamente recunoscute ca maladii distincte; acestea
raman deschise pentru investigatii ulterioare.




LEUCEMII ACUTE numim  leucemiile, care se dezvoltd din celule blastice.
Leucemiile acute afecteaza persoane de toate varstele, dar predomina la barbati.
Indicele morbiditatii creste cu varsta. in Moldova el constituie 2,4 la 100 000 ide
populatie. La copii preponderent (85%) se intdlneste leucemia acuta limfoblastica.
adulti predomina (85%) leucemiile acute nelimfoblastice.

Patogenie. in maduva oaselor primar se malignizeaza o celuld blastica, car

_______ prolifereaza formand clona de celule maligne blastice. Celulele blastice se desprind di

focarul primar si se disemineaza in cadrul maduvei osoase. Treptat celulele maligne

ocupa tot mai multa suprafata a maduvei osoase substituind tesutul hemopoietic

normal. S-a dovedit, ca atunci cand in organismul bolnavului sunt aproximativ 1

miliard de celule leucemice, maduva oaselor este infiltrata de aceste celule cu

reducerea considerabila a hemopoiezei normale si aparitia manifestarilor clinice ale

leucemiei. La momentul stabilirii diagnosticului in organismul bolnavul exista
aproximativ 100 miliarde de celule leucemice.

in urma infiltrarii masive a maduvei osoase cu celule blastice se micsoreaza
indicii normali ai hematopoiezei, cu dezvoltarea anemiei, granulocitopeniei si
trombocitopeniei, manifestandu-se clinic prin sindromul anemic, sindromul hemoragic
si sindromul de complicatii infectioase.
La un anumit grad de infiltrare a maduvei oaselor celulele blastice apar si in
____sangele periferic (blastemie), infiltreaza ganglionii limfatici, derma, ficatul, splina,
_sistemul nervos central etc., formand sindromul proliferativ.
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University, 2012 bgenesis of Acute Myeloid Leukemia
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—Imscrlptlon factors (TF) such as C/EBPa control dlfferentlatlon by actlvatlng myeloid gene programs

dNad INducing cell cycle arrest. bue 10 reaucec U0 nOt

——the differentiation program and acquire addltlonal mutatlons preferentlally tho
—confer-a-growth or survival advantage such as FLT3-ITD (Rosenbauer a
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(source: Reckzeh K., Lund University, 201 th genesis of Acute Myeloid Leukemia
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" Growing body of evidence suggests that signaling mutations cooperate with specifi

———bukamgenesw—k&eraﬂons"of—the—same class are absent/rarely observed ’
translocations inculding t(8;21) and inv(16) cluster together with KIT alteratl
~——point mutations in AML1 and CEBPA coincide with FLT3 activating m
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Promyelocytes are heavily granulated
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m-is,_howeuen_p:esent in the cytoplasm of some of the blasts, sugge
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Coloratia May-Giemsa, x1000
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CUTA ERITROBLASTICA
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- ' Lymphoid blasts with scant cytoplasm but prominent
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May-Giemsa stain, x1000
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May-Giemsa stain, x1000
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Caracteristica citochimica =
a leucemiilor acute

Reactin citochimicda
{?AS Lipide | Peroxidaza Este gt
(clicogen) nespectficd

Vearianita
Terrcemier

Lencemie +
acuta (granule)
Limfoblastica

Lencemmie
acuta
mieloblastica

Lencemie
aciuta
promielocitara

Lencemie
acuta
oo DLAasic A

Lencemie
acuta — + + +
mielomomno-
blastica

Lencemie
acuta
nediferentiata
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REACTIILE CITOCHIMICE IN LEUCEMIILE ACUTE \

" Reaction M1 M2 M3 M4 M5 M6 L1, 2, 35-\
Peroxidase + +++ | +++ +++ + + to ++¢ Negd
Sudan black B - +++ || +++ +++ + + to ++¢ Neg
H
NASDAe® + +++ || +++ +++ +++ + to ++¢ Neg
.F"!°."f’e No No No Variable Yes No
inhibition
PASf + + + ++ ++ + ++ to ++§
Inter-
Lysozymed Neg || Low || Low High Low Neg
mediate

+ = positive in a few cells; ++ = more than 25 % of cells are positive; +++ = 50 % or more of cells are
positive:
BT - cell-acute lymphocytic leukemias often show acid phosphatase positive in the Golgi region (Stein
etal., 1976). Diffuse acid phosphatase reactivity is a characteristic of myeloblasts.
¢Depending on the number of granulocytes.
dArbitrarily, when more than 3 % of the blasts are peroxidase positive, the disease is classified as
~other than acute lymphocytic leukemia.
-Naphthol ASD chloroacetate.
fPeriodic acid - Schiff reaction.

dln serum or urine.



Clasificarea FAB (1976) a leucemiilor

Lencemii acrete limfoblastice

Leucemie acuta limfoblastica L1
Leucemie acuta limfoblastica 1.2
Leucemie acuta limfoblastica L3

— Leucemii acrte nelimfoblastice (mieloide)
—I Leucemie acuta mieloblastica M1
———— (Iara semne de maturatie)

_|'| Leucemie acuta mieloblastica N2
— (cu semne de maturatie)

= Leucemie acuta promielocitara M3
— Leucemie acuti mielomonoblastica M4
_ Leucemie acutia monoblastica M3Sa
— (fara semne de maturatie)

— Leucemie acuta monoblastica M5b
— (cu semne de maturatie)

I——— Eritroleucemie Mo
_ Leucemie acuta megacarcioblastica M7 i
— Leucemie acuta nediferentiata MO
e | Sindroame mielodisplasiice

e —— Anemia refractera

— Anemia refractera cu siderablasti inelari
— Anemia refractera cu exces de celule blastice

Leucemie mielomonocitari cronicéi
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—_— ~ Peroxidase stain, x1000
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“Sudan black stain, x500
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alpha-naphthyl butyrate esterase and chloroacetate esterase stain
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CARACTERISTICA CITOCHIMICA. IMUNO SI CITOG

CD |CD|CD kappa/
lambda

34 (13|33

Blasts lack +/- +/
definitive -
cytologic and
cytochemical
markers of
myeloblasts
(MPO -), but
express
myeloid lineage
antigens &
resemble
myeloblasts
ultrastructurally
Look like
myeloblasts
withou without any
maturation.

(High N:C ratio,
small

grayish-pink
revtonlasm-——

I

[+ +| - - - - - -+

|




SI CITOG

CD |CD|CD kappa/

lambda
34 |13 ]33

Full range of
| (myeloblastic myeloid 1+ /-
 with maturation) | maturation
— through
granulocytes.
Auer rods
presentin
most cases.

Hypergranular - +| - - - - - - - t(15;17)
promyelocytes
, often with
many Auer

rods / cell.




CARACTERISTICA CITOCHIMICA. IMUNO

CD |CD(CD

34 (13|33

kappa/
lambda

SI CITOG

Myelocytic and
monocytic
differentiation.
Myeloid
elements
resemble M2
AML

Monoblastic
without (M5a)
or with (M5b)
maturation.
Tissue
infiltration,

++




CDh (CD|CD kappa/

lambda
34 (13|33 10 | 19

OdiN

3SN

svd
A}A-VH

Dysplastic +/
erythroid -
precursors
predominate,
and within
non-erythroid
cells, > 30%
are
myeloblasts.
“Chunky” PAS
stain.

Blasts of
megakaryocyte
lineage
predominate.
Blasts react
with specific
antibodies

against




CARACTERISTICA CITOCHIMICA.

L1orlL2
morphology —
scant to
moderate
cytoplasm, few
vacuoles.

OdiN

3SN
Svd

A}A-VH

Al ELICE]

CA S
- :I~ :

34

“Sting of
pearls” PAS
stain

L1 orL2
morphology —
scant to

... moderate

cytoplasm, few

nole

A -
va\au\nvs.

CD |CD|CD

13 |33

10

19

kappa/
lambda

[ t(11;23),

TdT,
cytoplas-
mic mu,
t(1;19),

t(9:22)
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CD (CD|CD kappa/

lambda
34 (13| 33

~Burkitt's— Clonal
leukemial/lympho | kappa/lambda
_ma (FAB type L3) | stain
SEEEEE—

L3
morphology,
w/ prominent
vacuoles,
abundant
cytoplasm,
A deep

b basophilia

T lymphoblastic | “String of
Leukemia/ pearls” PAS

~lymphoma stain

Often present

mediastinal

mass.

+-

—Sources:

~Cytochemistry, Inmunophenotype, other markers: Laboratory Medicine, University of Washington,
=hitpHewwtabmed-washington.edu/Division/Hematology/leuk.dx.html

Morphology: Handout, lecture notes; Robins Pathologic Basis of Disease, 6" edition, p 676

+/-

TdT, CD1-
[+, CD3-/+,
CD4,8
double
positive
or double
negati



~ ANOMALIILE CROMOZOMIALE iN FUNCTIE
DE VARIANTA MORFOLOGICA A LEUCEMIILOR ACUTE

Varianta FAB Anomaliile cromozomiale
M, — M, t (16:21)(p11;922); t (9:22)(q34;q11);
t(1:7)(p10;910)
M, t (7:11)(p13;913); t (8:21)(922;q22)
M, t (15:17)(q22;911)
M, t (1;3)(p36:931)
M, inv (16)(p13;922) sau t (16;16)(p13;922)
M; t(8:16)(p11;p13); t (9:11)(p21-p22;923)
M, — Mg t (11;v)(q23;v)
M. t(1:22)(p13;913)
Li— L t (9:22)(q34;911)
t(1;19)(923;p13)
t (12;21)(p12;922)
cu restructurari 11923
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Medicamente citostatice
utilizate In tratamentul leucemiilor acute

i. Substanre ce interfereaza cu sinteza acizilor nucleici si proteinelor
a) Antagonisti ai acidului folic
- Metotrexat (Mtx).
b) Antagonisti ai purinelor
- 6-Mercaptopurina (6-MP)
- 6-Thioguanina (6-TH)
c) Antagonisti ai pirimidinei
- 5-Fluorouracil (5-FU)
- 5-Fluorodioxiuridin (5-FDR)
- Cytosin-arabinosida (CAR-AraC)
- Azacitidina (AZC)
d) Altr agenti inhibitori ai sintezei ADN
- Hidroxiureea (HU)
- Compusi nitrosuree (BCNU, CCNU)
- Procarbazina (PCZ)
e) Inhibitori ai sintezei proteinelor
- L.-Asparaginaza (L.-asp)
- Azaserina (Aza)
2. Substante ce interfereazd cu duplicarea, transcriptia ADN etc.
a) Agenti care inhibda duplicarea (alchilanti)
- Azotiperita si derivatii sai
b) Agenti care blocheazd transcriptia (Sinteza ARN m)
- Actinomicina (ACT)
- Antraciclinele: Rubidomicina (RBD),
- Daunorubicina (DNR), Adriamicina (ADM)
c) Agenti care blocheaza transiatia (Sinteza unui polipeptid dupa ARN m)
- Puromicina
d) Agenti radiomimetici:
- Bleomicina (BLM)
- Streptonigrina
3. Substante care actioneazda asupra fusului celular
- Vinblastina (VBL)
- Vincristina (VCR)
- Podofilotoxina (VMag, VP g)
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Allowys time for:
Fertility presermation in males
Assessment of need for targeted therapies (Phs ALL)

Hﬂmﬂmmm Mﬂmhmmum organ function deranged by ALL prier 1o cytotouic therapy

mummmmmmmnfmuwm
|_n-p|- m|—|m|—| Maintenance |

MMMS—T High dosa IV methotrexate 2 years outpatient therapy .
days to cross blood-brain bamier & mercaptopuring L
Oral methotrexate
Pulses of vincristine and oral steroid
v v 3 monthly intrathecal methoirexate
Ong oF two ouries Four or more courses
Irtens g chemotherapy Combination chemstherapy
Sieroid Similar arugs 10 induction
Bsparaginase
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(source: Pazdur R., Coia L.R., Hoskins W.J. et al., Cancer Management: A Multidisciplinary Approa
8th Edition. New York: CMP Healthcare Media)

_______

“
Cyclophosphamide 300 mg/m” infused over 3 hr ql2h x 6 doses (days I-3)

Doxorubicin 25 mg/m?/d continuous infusion over 24 hr x 2 days to
begin |2 hr after last cyclophosphamide (days 4 and 5)

Vincristine |4 mg/m* (max 2 mg) IV on days 4 and ||
Dexamethasone 40 mgf/d days |-4and | I-14

Alternate g2 1d with

Methotrexate (MTX) | g/m* continuous infusion over 24 hr (day |)
Ara-C 3 g/m* over 2 hr ql2h x 4 doses (days 2 and 3)
Leucovorin rescue 50 mg PO at end of MTX infusion and then 25 mg PO qéh
X 48 hr ;
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(source: Postgraduate Haematology, Seventh Edition. Edited by A Victor Hoffbrand, Douglas
R Higgs, David M Keeling and Atul B Mehta. © 2016 JohnWiley & Sons, Ltd. Published
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Induction treatment Drug Ahernatives
= Jnie or bwo Courses = Anthragycline * Daunorubicin
* Cytosine arabinoside * |daruzicin
= Third drug = Mitcoantrone
l. * Thioguanine
ﬁ ", * Etﬂl:ﬂ:ﬁ-ld'E' ra
——
_— Pztients < 40 years All risk groups Patients < 60 years
— weith standard or and colder patients wiith standard or
— poor-risk disease poor-risk disease
———— l
—_—
P—— Donor available 1-3 courses of
— l chemaotherapy
————
I Allo stem cell l
I— transplantation Auto stern cell
E—— (unre donor transplantation
———— for poor-risk
—_— dizenze)
——— e ¥ ’
(N — Consolidation treatment
—— * 1-3 courses Drug Ahernatives
e T = #ra-C L Higl'l-duﬁe Ara-l
S — = Anthramyrline + Anthraryrline + &ra
e = m-Amsacrine = m-Amsacrine
—_— = Etoposide + etodoside
P ——
]
P —
o
P —
I ——
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Tra tameﬁtul leucemiilor acute nelimfoblastice

Induceren remisiunii
Programa ,, 7+3"

Medicomerniml 7 2 3 £ 3 6 7

Citozar (Ara-C)
10Dmgm? iv. de 2 + + + + + + 4
o1z

Dannorabicind
45mem? iv. + + + — — - -
odath’/'zi

Consolidaren remisinnii
2 cichui , 7+37

Tratamenta de mentinere a rerndsinnii

Adedic | Silele de calninistrare

I 2 3 | F | 5

weotd T

Citozar
100mgm? sfc + + + + +
de 2 ori‘zi

Daunorubicind
dSmem? iv. + + — — —
odati/zi

o+ Cph”

Citozar
100mgm? sfc + + + + +
de 2 orifz

Cliclofosfan
G50mem? i.v.

+ — N [ -

- HOMNP"

Citozar
1D0mem?® s/c + + + + +
de 2 ori'zi
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a-mercap-
topurin
almgsm?® per
o5 de 2 oriz

san
Tioguanin
S0mg'm? per
o5 de 2 orifz
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