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A Case of Huge Retroperitoneal Hematoma in Chronic Myelogenous Leukemia

Ki-Ryung Park - Young-Sun Kim - Sa-Young Park - Jin-Hyuk Choi
Soon-Nam Lee - Hwa-Soon Chung*

Department of Internal Medicine and Clinical Pathology,* College of Medicine,
Ewha Womans University

Thrombohemorrhagic complications in chronic myeloproliferative disease(CMPD) including
chronic myelogenous leukemia(CML) are not rare. Lower incidence of disordered hemostasis is
reported in CML compared with other CMPD. The mechanism of thrombohemorrhagic com-
plications might be a consequence of qualitative platelet abnormalites and prolonged bleeding
time rather than that of thrombocytosis. Although defect of platelet function has been exten-
sively investigated, there was no established consistent correlation between clinical bleeding and
number and function of platelet. The most common site of bleeding complications in the
CMPD is superficial mucosa. Bleeding in deep tissue and viscera is very unusual. We report a
case of CML which developed a huge spontaneous retroperitoneal hematoma.

KEY WORDS : Thrombohemorrhagic complications - Chronic myelogenous leukemia - Numb-
er and function of platelet - Retroperitoneal hematoma.

715 B8 ofE) AF7F RaHR Yoy oy B3
Ae gk 239 PP o) TAY H 29004
o 290] Eatm AY 24 4 A7) FE W =8

25 244 BN B4 L 29 PO A WAEE 2= SeiA AP ol AREe 32
=84 gl BRI, W B4 NEEY 9 Sel Al BFo] AR T 354 WY 198

AH 294 PSS O Y 25 344 dgen FYSGld 28 2239 ¥4 Rashs vlojt},
u

x

rhu

e
s

0

-
o,
1
¥
N
>
2,

7 NS} uA HuET QU oy 24 244 A

oAl g4 L 289 71 o= Haw & A 2} £ 2|
Brpe HAAE 2% 75T 28 A7 93]

29 Q8te dtin eeax% gom HARHe Bad @ 2 JOS, ol 374,



ted 20 28gle] Arht 1

3]

™

EEEER T

9%

Y s ooy

o121 gt

CE
E

VR

Fig. 1. Peripheral blood smear ; All series of myeloid cells are noted(Wright-Giemsa stain X 1,000).

Per i

<

iy

P

and

e

&

e
s
i

'y

ANy

S - 5

TR IS cotl

ey Lok i,
e R R 5

o 24 e 200
[oobec

shomter e o GHG
L ST )
SN W ety

et s i Yy

YT B A

i Y i@» i
< AN S s A
b ¥

ARSI T
e Pon i dvon 5 oy, 3 B e
el S T e
e 0 BRI T e
8 Sl

Ay 5
al Tk
e
=

e
i
e

. Gy,
Moitnse & oL arTmin s
p e O

T A

%
<

Lo Al
s i . hag sk
r;m@ﬁu_ el SERST
¢ o B P SR
pgeb d ok

% S
s R e S
A PNy

Rl
o L s
et el

S R
Sheml s e ?

S Sk e b0 e

H NN L | TP M ke s A d
b ey Balita i RS Ry TR K o g R
Beiganio L e S Frne o B
GE AN L e sl o)

O T 3
el ot R
a&éwﬁw»h e F R
i e B
SRl ol SR
e e

st ey

ey R G
S e e S
SRR . T
ARt SR i
LR G S EA RN N

IR

S SRR SRR s T
LI EhT a4
R e TR R e

WW» SRE 2t

2 oo BAELARS A Bl RGN
SEE I b Rl e A T i
" :%.mei A RS S I B DY

22).

46XX t(9

Fig. 2. Chromosome study ; Philadelphia chromosome positive
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Fig. 3, 4. Abdominal CT scan and ultrasonography : The
huge retroperitoneal hematoma is noted in the
ventral aspect of right psoas muscle and ex-
tended inferiorly to pelvic cavity. Both kidneys
are medially displaced by enlarged spleen and
hematoma.
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Fig. 6. Follow up abdominal uitrasonography ; The size
of hematoma is not changed. The gas shadow of
hematoma is decreased markedly, suggestive of
resolving and improved change.
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