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it 40 % B I HAW AR S S5 AN U432 36k i+ 20
MuB ML (HSCT) , 2508 — 24 2 e Wil ia yr
(IST) 470 M /7K E4 241 Bf K 35 (ATG/ALG) B &
A ZE A(CsA) BIFRHEIST 77 2 0] LU 60% ~ 70%
1) VISAA H 3 AR5 5B 43 558 42 W 27 R, 5 4F
AR IR 80% o SR, 30% ~40% 11 V/ISAA i
A BB TR | KUK AT I i T AR R
X — 2R IST JCRUER & 15 SR YT R FR YT 7
AEAE R . 2B @ T 1 BHETA P VISAA
(R-V/SAA) & BIIRIT &0, 45 A SCk ek, v 4
R-V/SAA [l RALEE

BE, B, 218, ERCRH = 1047 F
20154F 4 A28 VIR ABE . AME L4 il 40 i vk /D>,
PR 20 it 4 %F 5 (ANC) 0.03x10°/L, 1 B4 4=
o AR IR 40 0.900, R WL A% 4R, A
BEA LGRS i LT < 10% , MUIREF4E (), Yo
o R R TE B A M B R i 2T 26 (4 J% (PNH)
TERERATE . LW VSAAL T LA | il AR K
0, B2 TS G-CSF 5 pg-kg' - d' & 31897 . bt
AREHIRG, BT RE LR, G e

BB R AL A R . ABE 3 RS HEAT IST : S5 UK
ALG 20 mg-kg'-d'x5d,CsA 3 mg-kg'-d"' 4k 1]
MR AR 1 245 v BE R R B . YRYT R 3 H A
A FE 0 25 10 7] 5 a1 SR 1R W H G-CSF 4k 4%
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WA SR ATG, 5K 2 0AE > il 10 FH 2 A0
rATG+CsA JGI7 TR I R-V/SAA BB, “ WA YT ik
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CsA TGN R-V/SAA B 32 SCHAmniay 7 k&
TE R 25702 25 ~ 150 mg/d, 6 191 (33% ) 315 = 2 IfiL
YRR N (3R ) o BRI ZIRYT R-VISAAJT A
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W I BRI, HOYT R AR R R, T
(78% ) BEARMAL Kz, I HL K4 I I Y0 27 S5 g oA
W5 20 [ BRI AT FIFIE S 2 %2 AR AE TR
Wi L, AT &

T AR S RRRYT

AN3EF YR HSCT Al YK IST 11 R-V/SAA f
B AT YRS CsA ZEFRE, A w) s i sl 5ok IS mee 46 e
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