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Imatinib mesylate (Glivec) proceding allogeneic peripheral blood stem cell transplantation (Allo-PBSCT) in

treatment of 2 patients with accelerated phase or blast phase chronic myelogenous leukemia

RYyE, FEF, FRE,FRA GE-FEREKBERMEH, LE 200433)

[(x8R] FHRPIAR, FEEASATHAR; ERSHE;BEHERE S LR

[hESHES] R733.72 [x#kiRiR%E] B
B RASTE/IFERFpIERE. ARE KT
(Glivec) 13877 i 78 #3 K 2048 35918 o B8 40 M M & i %8 (CMIL)
BELS 1M AGKERE, BT RERSE ML E LT 4
K (Allo-PBSCT) , K18 HIF AT AR B MEWT

1 EERE#

W1 BE B2 %, 8 2001 EIRBKRAE EBEEK
FiE 2 EEY R RER, 202F 11 A4 HERERH
WARZ S B BT TR (B 15 ke Bt 2
RBe. .74 050, M2 R, 4B X B, % L. WBC
110X 10°/L,Hb 79 g/L,Plt 280X 10°/L, B#E% . B4 H
HE BIGER, BRI 0. 08, B4R 40 0. 19,32 7% CML
MEH (AP, Ph! Bk (+),ber/abl B-GRE (+). B8
ERERABHAELEN. BEBBER FR.ER. F
MY ER,BER L g OR 3K/, 4T 008K
(Ara-C)100.mg Bl GEM 5 DILFF . BT E B M MRKE IE
#. 20024 12 A 18 HEEF STI571 400 mg/d, 2003 4E 2 A
WHEEBHEL . BRCML Z2%M, B 5H X HLA i
A4 . 2003 4F 2 A 15 H 4T Allo-PBSCT, Hi4b 38 7 |/ N
BB (CTX) 4.6 gGEA 2 D)+ 2 A (TBDS6. 0 Gy, fit
HFRAEBAZ(EML - BIERFP AR R

[XEHS] 0258-879X(2004)01-0089-01

B (MNC) 6. 0X10%/kg,CD34" 4l 6. 0X 10°/kg &M E
EWA  H 2 ber/abl M-S REAM. BH)E37d, BEHH
S EEE, Tl EREES,. 2Ry 1 EAEBREYHE
FHGVHD) A TR ERER FHRE . ERREGITIFR.
R 2. BERM,21 H, 82001 E 1 H6 BEBERIA
L RAE R R R R BT M R
B2, AT 2 cm, % 3. WBC 240 X 10°/L., 5 4 ki 40 i
0. 03, M4l 40 0. 22,Ple 210X 10°/L., &46% .CML 18
H B (CP),Ph! B f& (+),ber/abl RS EE(+), BFE
EWR1lg AR3K/,2000F 2 1 HIEATHE 00 AU
BETHH.BE 1R, &£10MA.2001 3 A2 HEF=ZR
2B ZmgX5d/H. 20024 4 A 8 HE KNS, EEBH
REGARERBIEK, R4 0. 13, R4k 41 My
0.37,4T % E MR Z M, 2 31 40 M i & 1k ¥ 8 (POXD £ %4 FH
HEEBMEME . ERCML #ASEHGBO. 4 A I10AET
STI571 400 mg/d. 4 A 30 HEEB#%L .CML 8.6 A
(F#% 100 7
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(HME] UARAANRRE - AMRUAENERARR B20FRREAGRLABRRBCEAT - RARRNGEL BT H
HCERAEAENRTERMERELT. MEEF O TAENERANAR AXRABLERTNERTREEBRET AA
REWA-ENENERER,FCLABEALTERT A L. EERKEEE BT NP B0 RA KL F 42 &3
FAARERA BT AR AR AR ER TN -2 ERPATRREARE XA LA BT WA FRTERRE
MEAHFRRA. ﬁTEﬁi‘?’Fﬂéﬁi’@T%EHu%ﬁ%éﬁﬂiﬁ@%lﬂ/ 77D L, BT XA R B R R AT B R

oL AR X E BT AR R EE—
[xgiA] SHEKKHE; %Eﬂféf &% ﬁxﬁk
[hESES] R 730,264 [x#kiziR®E] A

(XEFS]

0258-879X(2004)01-0096-05

(&% 89 1)

26 HE#% .CML 574 CR. BETEHHEAE &0 T H
M e 8 — HLA BLRIE &4 & LK H . 2002 45 10 A
15 A47 Allo-PBSCT, Bt B HF R A CTX 4.6 g(ERH 2 D+
BB RERE H (ATG) 200 mg (EM 3 D +TBI 7. 0 Gy (It
6.5 Gy, HtF R AR AlE sh 7, L EH MNC 5. 0X10%/
kg, CD34+ 4 H 6. 5 X 10°/kg, 1% IfiL T 2 JF F], £ & ber/abl
BhAREAYE. BHEE S BHERB AR KR 3BC. 25
WEg LS ARE.ZEN ] EA% GVHD,. A TFH IR
B ARERIRTIRTH.

2 it i

CML s A2 T 20 918 P30 o o i A0 s 0. — i
HABRBL 3~4 4E, HHIAN Allo-HSCT JL P EHMIEAR
CML HtE—F B, th2 CML BT REF .

CML-CP ## TR 50% ~60% B AT k1B K 1 A&
T2 HAE AP 12 35%~40%,BC L 10% ~20% ., R
ECPH. WG | FRBEMSRET 1EL B ALER
HIZE CML B2 WS 1 B LHEX 35 H 1
T BB E N B % Allo-HSCT, & HLA 4 19 [F M ik # 8
£ CML #8)5 1~2 £ W4T Allo-HSCT ; 4 B 3 6 1R i 1%
# 0] S ALY N IFN 387 B A STI571 697, [l Bt fHiR S48
HLA &I REEE 15317 Allo-HSCT.

CML HY 40 M8 15 55 E 2 €(9;22) (3459110 ) Ph' %
ta{k. ber/abl @A FH A 8.5 kb A mRNA, 3 Bk —
BT AT 4r F R Y 210 000 MREA & E A B P210). BA
& 2 B2 I ®F (protein tyrosine kinase, PTK) &, 7 CML %
RULE P EFEEEA.

STI571 & A L& iy PTK %, o 4 CML 2 i 4
B EAT N EEEMIRELEMFHMER. | BEK

RIRIE B STIS71 % AP #1#1 BC #1 CML B & F B E )7
2T, {H 3 68 58 2 TR i 4k T B 2R i R AR B2 5 i
F MR CML A7 R .

A2 B EFEWRARGER S 5HA AP & BC 81,4
STI571 YRY7 . RERT RN A B B BER B . (B E & Ph' iy
TR ] ber/abl B E 5 H A5 9 B O X A B AR BLE E1T
Allo-PBSCT 7 . #0 3k B T T, &R STIS7TI BRERER
¥ LT 40 A A A CML-AP 3% BC B # A 5557 30, 7 6t 8
RTEAP S BC HiARSTBENERYEHFRE. &
SVEREAN N B L b, 28 R A R L 3R R R B T
B BHEED,EREEY EGERE—SRIE,
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