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A Case of Chronic Myelogenous Leukemia with Abnormal Expression of N-CAM (CD56)
Adhesion Molecule on CD34-negative Non-blastic Myeloid Cells

Kyung-A Lee, M.D., Sookwon Ryu, M.D., Kyung-Hee Kim, M.D., Yunjung Cho, M.D., Young-Kee Kim, M.D.,
and Byung Soo Kim, M.D.!

Departments of Laboratory Medicine and Internal Medicine', College of Medicine, Korea University, Seoul, Korea

The CD56 antigen is a cell adhesion molecule and its expression on tumor cells is thought to play
a role in CD56-positive lymphomas and leukemias with unusual sites of involvement. As to chronic
myelogenous leukemia (CML) and related blastic crisis, CD56 expression is not generally considered
as a part of the CML phenotype and has rarely been reported in CML and other chronic myelopro-
liferative dirsorders (CMPD). We reported a case of CML expressing the CD56 antigen on the CD34-
negative myeloid cells presented with extramedullary granulocytic sarcoma and examined the CD56
reactivity on bone marrow biopsy sections in 9 patients with CMPD. To assess the abnormal expres-
sion of the CD56 antigen on myeloid and progenitor cells from CMPD, immunohistochemical staining
and flow cytometric analysis were performed on bone marrow biopsy sections and aspirate speci-
mens, respectively. Of nine patients with CMPD, a case of CML in blastic crisis with extramedullary
granulocytic sarcoma showed an abnormal expression of CD56 on CD34-negative myeloid cells. The
expression of CD56 on CML myeloid elements seems to represent an aberrant phenomenon that
could affect the pattern of tumor cell dissemination. (Korean J Lab Me@004; 24: 1-6)
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Fig. 1. Immunohistochemical stainings show the discrete blastic
infiltration (CD34-positive) with the non-blastic myeloid cells (mye-
loperoxidase and CD56-positive) on a bone marrow biopsy section
in the patient with chronic myelogenous leukemia with megakary-
oblastic crisis. (A) CD34, (B) Myeloperoxidase, (C) CD56.
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Fig. 2. Flow cytometric analysis of myeloid cells from the patients with chronic myelogenous leukemia in megakaryoblastic crisis.

Table 1. Characteristics of 9 patients with chronic myeloprolifer-
ative disorders and their CD56 reactivity on bone marrow biopsy
sections

Pati- Sex/ Diagnosis Karyotype CD56 reacitivity
ent Age on IHC stain
1  F20 CMLinCP 46,XX,1(9:22)(934;911.2) Negative
[20]
2 M/44 CMLInCP 46,XY,1(9:22)(q34;,q911.2) Negative
[20]
3 M/10 CMLiInCP No mitotic cells (bcr-abl Negative
positive)
4 M/37 CMLInAP 46,XY,1(9:22)(g34;011.2)[15]/46, Negative
idem, +1, der(1;17)(q10;910)[5]
5 M/71 CMLInBC NA (bcr-abl positive) Positive*
6 M45  CIMF NA Negative
7 FM48  CIMF  Add(1g)[1)/Hyperdiploidy[3]/46, Negative
XX[17]
8 F/e3 ET 46,XX[20] Negative
9 M/A47  CNL 46,XY 1(15;19)(q12;p13.3)[18]  Negative
/46,XY[2]

*On immunophenotypic analysis, the proportion of CD56(+)/CD34(-)
myeloid cells was 87.2%. In this case, the CD56 reactivity on bone mar-
row biopsy sections at initial diagnosis was negative.

Abbreviations: IHC, immunohistochemical staining; CML, chronic myel-
ogenous leukemia; CP, chronic phase; AP, accelerated phase; BC, blas-
tic crisis; NA, not assessed; CIMF, chronic idiopathic myelofibrosis; ET,
essential thrombocythemia; CNL, chronic neutrophilic leukemia.
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