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Table 1. Laboratory findings of case 1

Periphera) blood Liver function
RBC. 332X 10%m Bitirubin T. 5.7 ™/d(
Hb, 10. 39 7di D. 2.1 ~
Ht. 32.1% GOT 80 KU
Ret. 11 %o GPT 62 KU
WBC. 58.000 /m
St. 8% Blood chemistry
Seg. 23% BUN 8m.di
Bas. 0% Uric—acid 2.4
Eos. 2% Na 137 =eq/(
Mon. 2% K 5.5 ~
Lym. 15% (] 108 -~
Blast 50%
NRBC ( /100wWBC) 3 Serological finding
Plat, 21.2X 104 m¢ CRP 2(+)
1gA 25%de
Hemostatic study G 700 ~
PT 26.7 (control 10.7") ™M 85 ~
KPTT 176.2( ~ 32.6 )| Toxoplasma (=)
Fbag. 1207 sd¢ HB—ag. & ab. (-)
Karyotype 47.XY.+21
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Fig. 1. Clinical course of case 1
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Table 2. Laboratory findings of case 2

Blood examinations Blood chemistries

RBC. 472X 10'/m¢ BUN 9. 0 mrac
Hb. 16.99 /4t Glucose 67 mg/dt
Ht. 54.4% Na 146 nEq/(
wBC. 13.600/m K 4.2 nEq/(
St. 6% Cit 110 mEq/(
Seg. 61%
Lym. 29% Serological findings
Mon. 1% CRP (=)
Eos. 1% laG 640 ™ d
Blast. 2% HB—ag & ab(-)
IgA 26 ng/di
Liver function IgM 16 m./dc
T. Bilirubin 9.0 m/d¢
GOT 34 KU [ Viral study
GPT 22 KU Herpes simplex 8
ALP 36.4 KAU Cytomegalo 41
Rubella 41
Toxoplasma (=)

Fig.3. Peripheral blood (x1000) of case 2
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Fig 5 Clinical course of case 2
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Abstract

Two cases of Down’s Syndrome with
Leukemia-like illness

Takashi OHSHIRO, Kiyotake HIRAYAMA, Yukikatsu NAKADA
Department of Pediatrics, College of Health Science, University of the Ryukyus

Hideo TAMANAHA, Hisako TAIRA
Department of Central Laboratory, College of Health Sience, University of the Ryukyus

Two cases of Down’s syndrome who had initially clinical and hematological pictures
resembling acute leukemia are reported.

The first case, a 10-day-old boy (47, XY, +21), at first he was thought to have a leu-
kemia and received the chemotherapy.

The second case, a 2-day-old boy (47, XY, +21), he was not treated with antileukemic

agent.

These all clinical and hematologic abnormalities disappeared over a period of few
months.

Thus they never really had true leukemia. Nagao and associates to ascribe these

leukocyte disorders to “Transient abnormal myelopoiesis” (TAM) rather than to true leu-
kemia.

(Ryukyu Univ. J. Health Sci. Med. 3 (4))



