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A Case of Acquired Glanzmann’s Thrombasthenia

So Yeon Oh, M.D.", Moon Ju Jang, M.D.", Myung Seo Kang, M.D.2,
Doyeun Oh, M.D." and So Young Chong, M.D.

Departments of ' Internal Medicine, “Laboratory Medicine, Pochon CHA University College of Medicine, Seongnam, Korea

Glanzmann’s thrombasthenia (GT) is a rare inherited platelet disorder, which is characterized by a
complete lack of platelet aggregation due to a deficiency or abnormality of the membrane glycoprotein
IIb/Illa complex. Anti-GPIIb/IIla antibodies have also been identified to cause platelet dysfunction in
patients with a normal platelet count, but this has only been rarely encountered. The condition is also
known as acquired GT. Herein, we describe a patient with acquired GT and a history of Evans’ syndrome,
who presented with severe bleeding and platelet dysfunction, but with a normal platelet count and GP
IIb/Illa expression. (Korean J Hematol 2005;40:183-187.)
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1. Platelet aggregation test. (A) Platelet aggregation test with ristocetin shows near normal response.

(B~D) Platelet

aggregation test with collagen, ADP, thrombin shows complete absence of platelet aggregation.

AT 34%, U T 11.0mg/dL, LDH 1,253U/L,
haptoglobin 30mg/dL "] %to] 1Tt &3 Coombs7 A} 2}
7H8 CoombsAALE 25 oFAola 1 A A= A4
o] AT} VDRL %A 0] 1} FTA-ABS IeGE 24 0.
2, JPeR AT, FFAFELAA A
240113l IgM Cardiolipin &-A] ¢} IgG Cardiolipin 3}
Ae BF oAk FA SAt= of RERr §419]
A 2EXZE vty A4 11.0g/dL, 4T 315,000/
L7 A 35 = ot

o) BAE of 23 97 WEHA Lot
FEE o 14 4 gEdgen B dus
dL, 823 4% 110,000/ yLo] 1, IgM
A 9} IgM Cardiolipin 3} 7} 9%FAd o] ‘2}211]
A CoombsAALE BT 2A41o|ith 2d
Holl A3 3} Cardiolipin® A 7} %Ad o] ] 3}0] 7
AAFITTY A7) Fo e A skt o] g4t
= EtA] 34 E7bsetdth

2005 34¥ #AlE SlER B
s A WA A B
StA| A ste] EPE TSkl
S EAWEY o4 ‘3}01] 7
g At A FEAIZEO] 107 ©
& A ko

[e]

e
i
PIRE )

o_|>:, 9

>
>,£~,_°,£

° >
o2

ol
ol
d
o o> e

1e ofm

ND‘ FL me FU[O
HU FN B N
§

E

> O ‘h
(o
0
A 024_‘ f
=

ol

= =

}04

o
—

o

20073 30073

$160§ 2240;

%1203 %1603_*_'
405 80§
0:0 1 2 3 4 0:0 1 2 3 4
100 100 10" 10" 10 100 100 10" 10" 10

CD 41a: Control CD 41a: Patient

Fig. 2. Flow-cytometric analysis of CD4la shows normal
expression compared to control.
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