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Unusual(Ectopic) Antigen Expression in Acute Leukemia

Jin Soo Lee, MD, Chuhl-Joo Lyu, MD, Chang Hyun Yang, MD.
Seung Hwan Oh, MD. and Kir-Young Kim, M.D.

Department of Pediatrics, College of Medicine, Yonsei University, Seoul, Korea

Backgroud: As immunophenotyping became broadly practiced, more and more cases of un-
usual antigen(Ag) expression are being reported. Although there are reports on mixed lineage
leukemia, studies on leukemia with ectopic Ag expression in chldhood are rare. This study
was performed in order to find the correlation of unusual Ag expression with the clinical
characterizations and the prognostic values.

Methods: 153 newly diagnosed acute leukemia patients were studied. 10 patients with
mixed lineage leukemia were excluded and the remaining 143 patients were studied on their
clinical characterizations and prognostic value.

Results: Myeloid cell antigen positive acute lymphoblastic leukemia(My+ ALL) comprised
5 out of 114 ALL cases (4.4%), while lymphoid cell antigen positive acute nonlymphoblastic
leukemia(Ly+ ANLL) comprised 8 out of 29 ANLL cases (27.6%). The mean age for each
group were 8.5 and 9.5 years, respectively. There was no sexual predominance. Clinical mani-
festation showed no statistically meaningful differences in each group. Cases showing unusual
immunophenotypes, the predominant FAB classification were L2 and M4. Among the My+
ALL patients, 4 cases were CD13+ and 1 case was CD33+. Among the Ly+ ANLL pa-
tients, 3 cases were CD2+, 2 cases were CD19+, and CD7+, CD10+, Slg+ accounted for 1
case each. The complete remission was induced in all cases of My+ ALL, but 1 case who ex-
pressed CD13 relapsed at bone marrow during the maintenance treatment. Among 5 treated
Ly+ ANLL patients, 2 patients achieved the complete remission and other 3 patients were
died during the course of remission induction. '

Conclusion: In childhood acute leukemia, incidence of My+ ALL was 4.4%, Ly+ ANLL
was 27.6%. There were no differences in the clinical features. The disease free survival rate
in cases showing unusual Ag expression was lower than without unusual Ag expression.
Although this report alone would not be sufficient to set a guide line as to the prognosis of
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the acute leukemia with unusual antigen expression in childhood, it could be assessed that

therapeutic consideration and further long term follow up would be needed in cases showing

the above mentioned subclasses.

Key Words: Unusual immunophenotype, Ectopic antigen
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Al vlgto] zt2} 29, 09ollm 2~1041% 831, 2
Folglon 104 oj4dlME 241, 3Won & 2
o F9E Aol ddinh AL HAYA Wy

Table 1. Patients characteristics

My+ ALL Ly+ ANLL
Incidence 5(4.4%) 8(27.6%)
M:F 5:0 5:2
Age(mean) 8.5 9.5

My+ ALL: Myeloid cell antigen positive ALL
Ly+ ANLL: Lymphoid cell antigen positive ANLL
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EQYE nel 97 o 5502 FT Aol
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9 FEFEE B A9 daupiFol A &
stk 84 LDH7L 3718 A4+ 141(20%) 2A
T 2 fAdE Aols gtk 1A A
FA Hay dPuenF 27108 BEH(Table 2,
3).

A AX 3283
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HAgd 1
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139, 49ol%lem 104 ol*c}ﬂﬂ He Dg THog
F 22 fdg Aolrh figich AEE My+
ALLAA 2% 9AHL F & 9 Aol7t
sl ldelAE depyt 34 dEH ez Abge

Table 2. Features of patients with ALL at the time of
diagnosis, according to presence or absence
of myeloid antigen expression

B3l 7

Hzeo] et MARH WelR YL R
Y 5 22 °ﬂ

249 718 AYE Bob} uske
293 2o]7} 2TH(Table 4, 5).

3) Hefsty 3l =H3EE 2R

ALL Zote] tizzoA Llo] $-A@d st
N9 WAEAYEE Uehd A9 L7t A%
2% Bgom, ANLL $o} & 2zt g i
°ol7b filout EToA M3, Mb7F A% ¥
sto] H]AEY AAEAF S B TolAdE Med
A HAgE A9EEFE vehle 297t gad
(Table 6, 7).

4) HAEE EAXLf 23t 2R

MAEE AdEEYe vy wEYe 9w
49 25 A7E Table 89 2ok My+ ALL #

Table 3. Features of patients with ANLL at the time
of diagnosis, according to presence or
absence of lymphoid antigen expression

Myeloid-antigen expression

Lymphoid-antigen expression

Feature Feature
No(=109) Yes(=5) No(=21) Yes(=8)
Age(yr) Age(yr)
<2 2 0 <2 3 0
2~10 83 2 2~10 12 4
>10 24 3 p=0.168 >10 6 4 p=0.693
Sex Sex ’
Male 62 5 Male 13 6
Female 47 p=0.0762 Female 8 p=1.000
WBC(10%/L) WBC(10°/L)
<5 81 <5 12 6
>5 28 p=1.123 >5 9 2 p=0.677
Hemoglobin(g/dl) Hemoglobin(g/dl)
<10 84 4 <10 19
>10 25 p=1.000 >10 2 0 p=1.000
Platelets(10°/L) Platelets(10°/L)
<10 93 2 <10 18 8
>10 16 3 p=0.0321 >10 3 0 p=0.551
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Table 4. Extramedullary features of patients with
ALL at the time of diagnosis, according to
presence or absence of myeloid antigen ex-

Table 5. Extramedullary features of patients with
ANLL at the time of diagnosis, according to
presence or absence of lymphoid antigen ex-

pression pression
Features My— ALL My+ ALL Features Ly— ANLL Ly+ ANLL

Hepatomegaly(>5 cm) 39(35.6%)  2(40%) Hepatomegaly(>5 cm) 5(23.8%)  4(50%)

Splenomegaly(>5 cm) 35(31.9%)  2(40%) Splenomegaly(>5 cm) 5(23.8%) 4(50%)

Mediastinal mass 14(12.8%) 0O Mediastinal mass 2( 0.4%) 0

Cervical lymphadenopathy ~ 42(38.2%)  1(20%) Cervical lymphadenopathy ~ 3( 0.6%)  2(25%)

Kidney infiltration 4(25.0%) 1(50%) Kidney infiltration 0 1(50%)

CNS leukemia 0 0 CNS leukemia 0 0
(p=0.619) (p=0.667)

My— ALL: Myeloid cell antigen negative ALL
My+ ALL: Myeloid cell antigen positive ALL

Table 6. FAB classification of patients with ALL at
the time of diagnosis, according to presence
or absence of myeloid antigen expression

Ly— ANLL: Lymphoid cell antigen negative ANLL
Ly+ ANLL: Lymphoid cell antigen positive ANLL

Table 7. FAB classification of patients with ANLL at
the time of diagnosis, according to presence
or absence of lymphoid antigen expression

Class L1 L2 L3
My— ALL 77 21 11
My+ ALL 2 3 0

(p<0.1)

My— ALL: Myeloid cell antigen negative ALL
My+ ALL: Myeloid cell antigen positive ALL

Table 8. Distribution of cases within major disease

Ml M2 M3 M4 M5 M6 M7

Ly—ANLL 3 4 6 2 7 0 0
Ly+ANLL 1 1 1 3 1 0 0

(p=0.435)
Ly— ANLL: Lymphoid cell antigen negative ANLL
LY+ ANLL: Lymphoid cell antigen positive ANLL

Table 9. Immunophenotypic subclasses of ALL at the’

f:ategor ies and incidence of unusual time of diagnosis, according to presence or
immunophenotypes absence of myeloid antigen expression
Disease ~ Phenotypic No.of  No.of Incidence Lineage of
Category  subgroup tested (+)cases (%) immunophenotype My— ALL My+ ALL
ALL CD13+ 114 4 3.6 B 88(80.7%) 5(100%)
CD33+ 114 1 0.9 T 18(19.6%) 0
indeterminate 3( 3.3%) 0
ANLL  CD2+ 29 3 10.3 (0=0642)
. p= .
CD19-+ 29 2 6.9 My— ALL: Myeloid cell antigen negative ALL
CD7+ 29 1 3.4 My-+ ALL: Myeloid cell antigen positive ALL
CD10+ 29 1 34
Sig 18 1 5.6
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Table 10. Immunophenotypi¢ subclasses of ANLL at
the time of diagnosis, according to lymph-
oid cell antigen expression

B lineage , 5
Early pre-B, CALLA(+) 2
Early pre-B, CALLA(-) 2
Pre-B 1

T lineage 0

Table 11. Result of chemotherapy

Remission Induction My— ALL My+ ALL
Complete Remission ~ 106(97.2%) 5(100%)
Partial Remission 2( 1.9%) 0
Induction failure 1(1%) 0
(p=0.200)
Relapse
Present 5( 4.6%) 1(20%)
Absent 104(95.4%) 4(80%)
(p=0.190)

My— ALL: Myeloid cell antigen negative ALL
My+ ALL: Myeloid cell antigen positive ALL

ol M= CD13+ 7} 4424 3.6%, CD33+71 19
24 09%91, Ly+ ANLL ol CD2+ 7}
34, CD19+7} 24, CD7+, CD10+, Slg+71 &
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Fig. 1. Kaplan-Meier curves of estimated event-free
survival for patients with and without myeloid
antigen expression(p<0.1).
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