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Prognostic Effect of cytoplasmic CD79a Expression in Acute Myeloid Leukemia with t(8;21)

Hee-Jung Chung, M.D., Hyun-Sook Chi, M.D., Young-Uk Cho, M.D., Eun-Hye Lee, M.D., Seongsoo Jang, M.D.,
Chan-Jeoung Park, M.D., and Eul-Ju Seo, M.D.

Department of Laboratory Medicine, University of Ulsan, College of Medicine and Asan Medical Center, Seoul, Korea

Background : Although cytoplasmic CD79a (cytCD79a) is a highly lineage-specific marker of B
lymphoid cells and plays an important role in the diagnosis of acute leukemia, its clinical significance
is not fully understood. We aimed to investigate the relationship between cytCD79a positivity and
survival probability, and to evaluate the prognostic value of cytCD79a expression in AML with (8;21)

(022;022).

Methods : A total of 68 cases of AML with t(8;21)(g22;022) were diagnosed based on conventional
morphology, cytochemistry, flow cytometrty, and cytogenetic and molecular genetic analysis. Immuno-
histochemistry of cytCD79a was performed retrospectively. Laboratory and clinical findings were

reviewed.

Results : Five patients among 68 AML with £(8,21)(g22;q22) revealed cytCD79a positive reaction;
scores for myeloid lineage/B-lymphoid lineage were 5/3-3.5. Among the five cytCD79a positive patients,
only one patient was a child. Three patients were with refractory AML or relapsed, and two patients
died within 10 months. Median survival time of cytCD79a positive group was shorter (8.0 months)
than that (61.3 months) of cytCD79a negative group. The survival probability of the cytCD79a expres-
sion group was significantly lower than classical AML with 1(8;21)(g22;G22) (P=0.0001).

Conclusions : These findings emphasize the necessity of investigating cytCD79a, especially in
AML with 1(8;21)(922;022), for a different clinical prognostic value. (Korean J Lab Med 2007;27:383-93)
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Table 1. Scoring system for the definition of BAL proposed by
European Group for the Immunologic Classification of Leukemia
(EGIL)

Score B lineage T lineage Mye|0|d
lineage
2 cytCD79a CD3 (m/cyt) MPO*
cytIgM Anti-TCR
cytCD22
1 CD19 Ccb2 CD117
CD20 CD5 CD13
CD10 CD8 CD33
CD10 CDe65
0.5 TdT TdT CD14
CD24 CD7 CD15
CD1a CDe4

According to EGIL, BAL is defined when the score is over 2 for the mye-
loid and one of the lymphoid lineages.

*MPO (myeloperoxidase) demonstrated by cytochemical or immuno-
histochemical methods.

Abbreviations: BAL, biphenotypie acute leukemia; cytCD79a, cytoplas-
mic CD79a.
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mL3 343 oA FEEH(fluorescence conjugated anti-
human immunoglobulin) & A& #njch zk2E 0,005 mLA A 7138t
of 2p4E Ao A 2087F WHS-AIF L Lysing solutions 2 mL
A7vete] ALolA 1087 WHEA1Z1 5 2 mLe] PBSE 9444
3R, o|AL 1% PBS-paraformaldehyde 05 mLol| A%
AA FHEE7Z BAS AEd 99 A AEEF9
0.05 mLo] FA8A (fixation medium) 0.1 mLS H7}ske] =
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Fig. 1. Bone marrow findings of a patient in the cytCD79a expression group, x 1,000. (A: aspiration, Wright stain; B: biopsy, hematoxylin
and eosin stain; C: biopsy, cytCD79a immunohistochemistry).
Abbreviation: cytCD79a, cytoplasmic CD79a.

Table 2. Characteristics of the five patients showing cytCD79a positivity in immunohistochemistry

] ) AML1/
FAB Blast Cellu- l\/IyelOId B IymphOId ETO
UPN Age Sex sub- (%) larity Karyotype rear-
type (%) MPO CD13 CD33 CD117 Score V' CD19 CD10 TdT Score range-
D79a men’[*
1 5 F M4 448 70 + + + + 5 4+ + - 4+ 35 45XXI821)(q22,g22)20] +
2 38 F M1 254 95 + + + + 5 + + - - 3 46 XX,1(8;21)(922;,922)[20]  +
3 54 M M2 682 80 + + + + 5 + + - - 3 45X,-Y 1(8;21)(q22;,022)[20]  +
4 49 M M2 464 95  + + + o+ 5 o+ o+ - - 3  45X-YH821(022,922)[20] +
5 45 F M2 57.2 100 + + + + 5 + + - - 3 46,XX,1(8;21)(922;922), +
add(11)(p11.2)[20]
*by both FISH and PCR.

Abbreviations: cytCD79a, cytoplasmic cD79a; UPN, unique patient number; MPO, myeloperoxidase; TdT, terminal deoxytransferase.
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Table 3. Clinical and laboratory findings according to cytCD79a
expression on leukemic cells

Expression of cytCD79a (n=68)

Positive Negative ~ Fvalue
(n=5) (n=63)
Median age (yr) 49 (5-58) 36 (3-73) 0.466
Sex (M:F) 2:3 28:35 0.528
FAB subtype M1, 2, 4 M1, 2,4
Leukemic cells in BM (%)*  59.2+16.9 60.1+22.6 0.174
Cellularity (%)* 88.0£12.6 81.0+21.7 0.180
WBC count (u/L) 46,190+£6,860 29,920+5,610 0.070
BM fibrosis (%) 20 14.3 0.857
Immunophenotyping (%)
TdT 20.0 (1) 25.4(16) 0.399
CD34 80.0 (4) 87.3(55) 0.926
CD19 100.0 (5) 52.4(33) 0.048
Prognosis
Relapse (%) 3(60.0) 16 (25.4)
Mortality (%) 2(40.0) 14 (22.2)
Median survival (months) 8.0 61.3 <0.001
*mean£SD.

Abbreviation: See Fig. 1.
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Fig. 2. The survival probability of the cytCD79a expression group
was significantly lower than the AML with t(8;21).
Abbreviation: See Fig.1.
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