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Acute Monocytic Leukemia with t(11;17)(q23;q21) Involving a Rearrangement of Mixed Lineage
Leukemia Gene

Kyong-Eun Kim, M.D.!, Sung-Hyun Kim, M.D.? and Jin-Yeong Han, M.D.!

Departments of Laboratory Medicine' and Internal Medicine?, Dong-A University College of Medicine, Busan, Korea

A case of acute monocytic leukemia (AMoL) by French-American-British (FAB) classification in a
63-year-old male showed the abnormal karyotype 46,XY,t(11;17)(q23;g21), previously reported as a
variant translocation in acute promyelocytic leukemia (APL). Fluorescence in situ hybridization (FISH)
analysis identified a mixed lineage leukemia (MLL) gene rearrangement, but not visible disruptions
of promyelocytic leukemia (PML) or retinoic acid receptor alpha (RARA) genes. We suggest that a
certain gene proximal to RARA was rearranged in this case onto a gene close to MLL on chromo-
some 11q. Now, a few cases of AMoL with a similar translocation have been reported in the litera-
ture, and these cases emphasize the importance of cytogenetic and FISH studies in addition to
morphology, cytochemistry, and immunophenotype in classifying acute myeloid leukemia (AML).

(Korean J Lab Med 2006;26:329-33)
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fused gene from chromosome 17 (AF17 3-& MLLTS6, 1721
o 91%]), LIM and SH3 protein (LASPI & MLN50, 17q21
ol 91%]), MLL septin-like fusion (MSF 3& SEPTY, 17q25
ol $14]) 3! RARA (17q21¢l| $1A]) fraztelti10-13].
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Fig. 1. Peripheral blood smear (A) showing a blast . Bone marrow
smear (B) revealed monocytoid blasts (Wright-Giemsa stain, x
1,000) and those cells were positive (brownish black) to alpha-
naphthyl butyrate esterase stain (C) (< 1,000). Bone marrow bio-
psy(D) showing a slightly hypercellular marrow mostly infiltrated
with leukemic blasts (H & E stain, x200).

N
N
rlo
N
ba
et
rok
=
02

YR 2859 4 A% 894 1900] S
o] 27 A Qi)

gl

e

)
ua ol m}oﬂﬁ A2 109 g/dL, WET5 164X 10°/L, &
5 GXIP/L o957 TRNAHIA 24017 35, o7
HYTLT 2%, TFT 9%, WZT 18%, DT 1%, ST 1%9)
"-’1@‘? T8 AAL AFE Byl

FRRAERIN AZFUEE 50-60%2 oK) Z7hlglo)
"4”\ A Eo] AFeH A Axe FPe gl el
o] TR MEAd v FEe Q3 B duas 7
Tt 7] 90] OAlEE oM 27 218% E S7FESL 61.6% ) A
o 3 o] FAo] AAFH o]F BHAIEY AEE HE
o o AEEAl FAY FHoE Uesith AT, FPFAS
HEA AT Axge 438 ZamdtHFig. 1),

o] FFAEE FAE BAE oA HAREFAANE
A&e A3} CD333 HLA-DRO] ZH2} 59.9% 9} 25.0% 2 %430
%1t} CD2, CD5, CD7, CD10, CD13, CD14, CD19, CD22, CD34,
CD41, CD56, CD79a, &4 ¥ 34ke}a A (myeloperoxidase)
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Fig. 2. Giemsa-banded karyotype showing a 46,XY,t(11;17)(q23;
g21). The arrows indicate t(11;17)(g23;21).
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Fig. 3. FISH results. (A) Hybridization of the LSI PML/RARA dual
color dual fusion probe on metaphase showing no fusion signals.
(B) Hybridization of the LSI MLL dual color break apart rearrange-
ment probe on metaphase. The normal chromosome 11 showed
orange/green fusion signal. The derived chromosomes 11 and
17 were indicated by separation of a green signal and a orange
signal, respectively. (C) FISH with RARA dual color break apart
rearrangement probe on metaphase. Two orange/green fusion
signals were observed on normal chromosome 17 and the der
(11), respectively.
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