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Advances in diagnosis and treatment of glanzmann thrombasthenia
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GT . J5 ifit /N 2 1T ollb/B3 Fik 40N 3
FISAT T R W UL, 29 629% ~78% , H: ollb/B3
TRk E<IEH KW 5% ; T A2y 12% ~ 16% , H
allb/B3 Fik it A IEH K1 5% ~25% ; WAL Ky A2
SR 2 8% ~22% , H: allb/B3 ik > 1EH K F
25% fHE A IREZ N,

2 HFEEEM

AR allb/B3 (WHMBEE H GPIIb/1Mla) j&
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JEEREE R W REA R KR, 18 GT BE
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LB VWD (S1.5%) ., i 16 P 1 /N B R A
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B A 25 1t AU 35 0 A 25 4, Al HS AR T 4% 24
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L 20 A 2B e ¥ 40 R A T T2 T A0 FH 5 . it %
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R B HR I (T H™ S i) S RO BT
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PRI %, o mT RE R TG AP RF SR B0 214 i
A T e S BT GPIIb/la Fiik =412 Al fig 2
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102 e 131 FJLEE GT HBE 3L 599 vk H i Fi 44
KFAR rFVIa PSS B /N R i 1 35 g 1k 21 A 230
1B I, RV ITa F f A2 750 2 A ) g R I AR 1 200 o 5
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1R R O v i 301 | 43 B B R 7 I Al 2 R
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GPIIb/Ia HUAARDE G W 8 A= JLAT S8 1 il /N s
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HH RS (G R 30x 107 /L) B 45 T8 A L/
B
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HG T, TR ALAERE 9 % (1~53 ), LB 15 I 1]
47 A AN FE 20154510 A A 35 411(81%) i
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FB B TCE DARAS 2 1E L B , vF VITa AL/
MIRIT RN AR GT A IR YT WP A7 A 1) 32 2 ]
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