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CD56 expression could be associated with monocytic
differentiation in acute myeloid leukemia with t(8;21)

We analyzed the immunap henotypic characteristics of 11
patients with t(8;21) acute myeloid leukemia (AM L) and cor-
related the express on of CD56 with the myel omonocytic dif-
ferentiation of theblast cdls All the CD56+ blagt cells showed
monocytic differentiation with co-expresson of CD34+ CD15
HLA-DR+ whereas the CD56- cases showed myeloid mat ura-
tionwithout expresson of CD15 in theleukemic cells All the
CD56 cases showed an aberrant phenotype at diagnosis

The sudy of normal antigen expresson patternfor each anti-
gen in relation to myeloid meturation enables us todeermine
the origin of the pluripotent  cell responsible for the leukemic
clone. It has been reportedthat myeloi d cellsl ose CD34 before
acquiring CD15 whereas monocyti ¢ precursors gain CD15 and
then lose CD34.12The presence of CD56 and the co-express on
of CD34 and CD15 in blagt cells aretwofeatures in AMLwitha
monocytic differentiation34 We desribe the complete
immunophenotype of 11 casesof t(8,21) AML with emphags on
the maturetion pathway of the neoplagtic cells.

BM samplestaken at diagnodswere analyzed by flow cytom-
etry usng appropriate triple saining combinations. The tech-
nique and dataacquistion were described previoudy.5 Samples
corresponding after induction and intensfication therapy of
patientsin CR wereanaly zed us ng the aberrant anti genic com-
binationsaccording to previously reported methodology.s

FAB subtype, karyotype immunophenctype, clinical dataand
outcome of these patientsare summarizedin Table 1. CD56 was
expresed in 6 out of the 11 cases (55%). All the blag cells
which were CD56 negative showed a loss of CD34 before the
axuistion of theCD15 antigen, whereasall the caseswith (D56
expresson ecquired CD15 antigen beforelosngthe CD34 (Fg-
ure 1). There wasonly one exception aCD56+ patient with very
immature blasts without differentiation. CD56+ blagt cells
showed monocytic differentiation and the CD56 cells showed
myeloid differentiation. None of the CD56+ cases expressed
meture monogytic antigenssuchasCD14 or (D36.

W e analyzed the presence of aberrant phenatypes& diagno-
ss Only 1out of 5 CD56- patients showed an aberrant pheno-

Table 1. Biological and clinical data of t(8;21) AML patients.
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Figurel. A,B,C: blast cellsin at(8;21) AML patient show dif-
ferentiation along themonogytic pathway. CD56 is positive in
these cells. D,E,F: blast cellsin at(8;21) AML patient show
myeloid differentiation. Blast cells are CD56 negative.

type. In contragt, asynchronous anti gen expression (D 34+ CD56+
and CD15'CD117*) was detected in &l the CD56* cases We
investigated the presence of residual leukemic cells with these
antigen combinations in 4 patients in momphologic complete
remisson In2 out of 2CD56" patientswewere unable to detect
resdual leukemic cellshecause of the lack of aberrant pheno-
type. After induction therapywede ected resdual aberrant cdls
in 2 out of 2 CD56" patients. Interegtingly, in both cases the
abnormal resdual aells showed co-expression of CD117+ CD15+
in number >2x10° but lacked CD34/CD56 expression. In both
patients the aberrant cells disappeared with the intendfication
therapy andthe patientsremaned inCR.

In our study, dl the cases with (D56 expresson showed a
monogytic differentiation pathwey with CD34+CD15+ blast cells
Incontrag all the CD56- casesdispl ayed amaturation commit-

[mmunophenotype Clincd atcane
Case Age FAB Karyotype AMLVETO CD15  CD33  CD33 CD117 CD56 CD19 Induction Intensfication ~ Outcome
(vears) outcome therapy

1 43 M2 46XY,1(821)(R202) + - - + - - CR HDAC Relapse
2 41 M2 46XX, 18 2D)([R2d2) + - + + - - + NA NA NA

3 5 M4 46XX,1(82D)([R2d2) + - + + + - - CR AlloSCT Alive
4 11 M4 45(,1821) (R d2) + + + + + + CR AutoSCT Alive
5 45 M2 46XX, t(B2)(R202) + + + + + + CR HDAC Alive
6 40 M2 46XX/4BX,-X, 1(82D)(R2 2 + + + + + + - CR HDAC Alive
7 NA M2 BXX 1@ 2)(R2d2) + + + + + + + NA NA NA
8 35 M2 NA + - + + + - + CR HDAC Alive
9 30 M2 46XY,1(821)(R202) + + + + + + + CR ntestmen Alive
10 50 M2 BXX 182 (R202) + - + + + - - CR In tiegtmert Alive
11 55 M2 XX, 1@ 2)(R202) + + + + + - CR In tiegtmert Alive

Immunophenotype: all the cases were CD34*, HLA-DR, CD13", CD45,CD7-,CD66-, CD14,, CD36-, CD64, MPO cyt*, CD79a cyt-, CD3 cyt~Tdt cyt. NA: not available; HDAC:
high-dose cytarabine; AlloSTC: allogeneic stem cell transplantation; AutoSCT: autologous stem cell transplantation.
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ment towardsthe neutrophilic lineage Our hypothesisisthat the
CD56* subpopulationin these patientscorregponds toanimma-

ture and not a wgy spredominant monocyticclone Interesting-

Iy, we foundthat al | the CD56* patients digpl & ed asynchronous
antigen expresson. These phenatypic aberrations especially the
co-expression of CD15 and CD117 could fadlitete the gudy of
minimal resdual diseese inCD56" patients with t(8;21)."

In concluson, (D 56 express onisacommon featurein t(8;21)
AML and could be related to monocyticcommitment of the neo-
plagic cells Nevertheless these findings should be confirmed
with larger studies. Array studies performed on bath types of
t(8;21) AML could confirm this hypotheds
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