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A Case of Monosomy 7 Syndrome Transformed into Acute
Myelocytic Leukemia

Hee Suk Cho, M.D., Hwang Min Kim, M.D., Seok Won Park, M.D.
Dong II Won, M.D.!, Chuhl-Joo Lyu, M.D.? and Kir-Young Kim, M.D.2

Depanments of Pediatrics and 'Clinical Pathology, Wonju College of Medicine,
Department of Pediatrics, College of Medicine, Yonsei University

Monosomy 7 syndrome is a rare myeloproliferative disorder of children, and has a
clinical presentation similar to JCML. Both syndromes present in children younger than
2 years of age. Pallor, lymphaenopathy, hepatosplenomegaly, recurrent infection, facial
rash and petechial bleeding are frequently present. The hematologic picture is characterized
by leukocytosis with monocytosis, anemia, thrombocytopenia. It is important to distinguish
these two disorders because of their different natural courses. The course of JCML is brief,
with most patients dying within 9 months. Patients with monosomy 7 syndrome often
present initially with repeated bacterial infections and develop AML after a latent period
of 3~6 years.

We report a case of monosomy 7 syndrome with typical clinical course in a 3-year-old
male patient. The patient experienced a malignant transformation into AML. To our
knowledge, this is the first case report of malignant transformation in monosomy 7
syndrome of children in Korea. (Korean J Pediatr Hematol Oncol 1999; 6: 352 ~357)

Key Words: Monosomy 7, Acute myelocytic leukemia, Myelodysplastic syndrome

% SAG ARolh. £ F%
N =

T2 ool It
o] 24 ool b A, LA Fol, 7uF

ul, RHEHQ e, < A, A 29

Monosmy 7 ZF-Z]2 o]l dote] 24 24|
=

4] Zell(myeloproliferative disorder)e] YFE o 2 uj

MY : 224, FUE WFA AT 16207
Atz ool Lokt 220050
Tel: 0371-741-0833

Aol Y F 2R
A6A A23 199

Hol3 Wy £ WAT F71E, wolF

2713, UG, Q4B PSS Bo] Ak WA
FEAAENT AT PHPEE BAG

e FEY YYRHE Aoke AR By 2
FAUWEAE D B FEFES ALY AR

352



oy
oX
e

FAMiE o 7 o]2lE Monosomy 7 ZEF 1%

4

ol 22 Wdr o2 Agtsle FE Relv
2 24 WAZTY UEEez waE. 3
HlAE § B9 B o84 ZEFA Bp
stein Barr ulo]2]2: 7}3do] EHEE] monosmy 7|
sl BasgE wek 0L BaolBA ZEE
178 & 1elloll 4] nmonosomy 7-& B.asldR|qer 3
A EFANEy ez o)l Z4o}e] monosomy 7
¥ ER3E FUdAE gldd AREL
monosomy 7 FF3* Hotoll A F4 T4
o2 ol¥H 1§ Aol FHndy) ¢
7l BaishkE upoltt.

b

&l

B Ok FAOA, 34, dot

F & 247 A &EEE A9

Y U IHRH: LF715EYANA Azt
FE AF AN FEE EANAoY E4AF

A B BAE §lgich foke F ololE F
WA ofololm G ATk A% W &
A4 Aol Gojehy Aol 715 L gl

353

AA71ZE 4, AL 2F T Fol AYL
flgleh. 19954 79 5E HHI mAYRR Gl
E Ag 2 X e, 19961 11
Polle HETHEFT2Z A & ez
A= et

HYe: 239 3R gole WET 2425 S
FaZ 199649 119 A 2 i Lottt
dbste] F AR g WS AW A5, F5
S =3}, ME v]8] ®EA, ATl 74 gl who}
T Fvt4aHAo] FAE|YIL psuedo-Pelger-Huet
anomaly B! binucleated megakaryocytic dysplasia &=
ol BEH S chFig. 1, 2). Aol Lol B
oy 1 F Wl #HY 9 4V o)
550l 1997 69 164 £ Lolztz st
At

TE 22 JAZA A2 36.5°C, Wt 1203)/
B, IFT 263)/%, €9t 100/60 mmHg($Z27],
50~75 &S0l 271, 50 Rl on A
% 12 kg, A% 94 cme]gieh. Stol= <l Ay
£7¢ BAS 4L Hadgn AL JzA
M7t dglem HA £AY £ELo] kEsof
oA BAHNT, SR Z04 233 vge] 77

Fig. 1. In the bone marrow aspiration smear, pseudo- Pelger-Huet anomaly is found (Wright Giemsa

stain X 1,000).
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Fig. 2. In the bone marrow aspiration smear, binucleated megakaryocytic dysplasia is found (Wright Giemsa

stain X 1,000).

Fig. 3. Myeloblasts are increased upto 60% of all nucleated cells in marrow (Wright Giemsa stain X

1,000).
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Fig. 4. Chromosomal study shows monosomy 7.
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