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t(9;22) (q34; pl1) 218 MEfEME A 1 (CML) I FRRIE
Qe RS 5 AT UL BT AR b 0 40 e o o o4 R
M5 (AML) ., inv(16) (p13q22) Y ok S F 5 0L T AML-
Mieo B, 5165 Y (AR 1) CBFRAE R 5 5 B 1) -
WU WLER 2 14 8 8% 1 (MYHIT) 3 (K % 4 ik, 72 i CBFp-
MYHI11 f1MYH11-CBFRF Ffili & 2, Hirft CBFB-MYH11
flA BE R S A A0 LI & o TR AR £(9522) 5 inv (16)
A BT AR 5 /0 U, PR SRR GE b, LI IR AR
ROTRIT RIS MBS A T332 . BRATIRE R 2B
3 IHAEAE inv(16) F (95 22) Y (oA S5 1 S 1 s -
HEATSCHRAZ >, LAIRE Ry AR ) 2 A A R SR Mg S 13 1 o

17 1 7 B

1,5 ,35% . 20104F 1 H#§i2h CML ZA75 18] (BP) ,
U R AN 40 % |, T, 7 IR T 85 JE 600 mg & H
1 IREEA AT (BRI 100 mg 55 1 ~ 3 K, KSR 2 mg 55
1K), SEEHARIE M (CP) . 2010 4F 4 H Fo H BB
WARZNZ T 16 cm, MiLH#R WBC 3.5%10%/L,HGB 112 g/L,
PLT 33x10°/L. Bl a6 4 A3 2 15 % , P18 B 1 2 4
% (35% ) . BCR-ABL (P210) il 5 % K /K F 4 38.8% ,
ABL J4f#IX Y253F 2845 , CBFB-MYH11 /K4 8%, Yefaik
HA(G BH) :46,XY,t(9;22),inv(16) [ 18]/46,XY (3], #i/H
H RIA VD JE 70 mg B H B IRIAYT , 2010 4F 6 J1 JF & 5 1] 5]
CP(CML-CP,) ,BCR-ABL (P210) fili & 3 I FE 2 12.7% , &
A T (FISH) : 224387 300 A4 1) 151 20 il , e 10 4> 7] A
BCR-ABL filt & 5 %5, 100 A~ 7l WL inv (16) 5 & . H &N
CML-CP,, fTHREfIF HLA3/6 A& 53 3 A 1% 1L T 41 B i

(allo-HSCT) , 1 4H M Al /MARIURIAR 7%, +1 . +2 +3 i
#ii BCR-ABL (P210) 7K 4351 4 0.0048 % .0.097 % .0.13% ;
CBFB-MYH11 /K435 0.0048% .0.025% .0.33% ., +106 d
BEE X2 R G MR E &G I A INRATISET . H
Kt inv(16) (p13¢22) 5 t(9;22) (q34;p11) [F) I B, H 4t
HiE6 A .

#i2,5,29% , #2005 49 A #i2 CML-CP, 7£ &
9 B WD 6 4 1 IR FE IR VA T, 4 4 I KL AE R, R e
BCR-ABL Rl & 55 H B e (i 8 . 2011 4 10 H IR A iR A
S SR 400 mg & H 1 WRIAYT , Bl R0 s 2138 4340
MlssfL 22 RN . (HEH T 2014 4F 5 A B B WBC THE
B B /NI ST, B BRI 2 W CML-BP (‘B
JEIA ML 42% ) . Tk Vb B2 140 mg 45 H 1 RS (L7
[HA 7% (B =R 2B 2 mg 55 1 ~ 7 K ; B4 200 mg
1 ~3K,100 mg 554 ~ 7 K247 K EA U5 R (IRFEIATF
200 mg 25 1 ~ 4 K ; BB 5 200 mg 55 1 ~4 K) 147 FE ]
I B S W T 2% R 12 em, I3 075 WBC 2.73x 10°/L,
HGB 90 g/L,PLT 44x10°/L, B BEJE G AN 2 13.5% , (1
P2 T K A0 LG 22 (41% ), il 45 3£ I CBFB-MYHI11 7K F-
98.2% ,BCR-ABL(P210) 4 129.9% , Jf-# 6 I} BCR-ABL
Al A LK ABL B X T3 15T 28728, Ye (o i A% B (G AT ) - 45,
XY,add(4)(p16),t(9;22)(q34;q11),-14,inv(16) (p13q22),
der(18)t(14;18)(q13;q21)[10], ZHIFHLPER, THAJT
F N EA TR, R O R e (B AT A5
ST A KA B R ML [0 45 , R B [0 8] CML-CP, F
2014 4F 10 BREFHIE TR . AK inv(16) 55 £(9;22) [FRS
PP, BB LG S A
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B3, 5,514, 201348 HH k& 2 il , A g
JW % A i K, 1L % MR WBC 4.63x10°/L, HGB 128 g/L,
PLT 79x10°/L, B 4f R 40 i 29 % , WE TR R AN i 46 % , il
A3 CBFB-MYH11 /K- 179.6% ,BCR-ABL(P190) /K-
25.8% , A SN 25 B R, Qe AR (G ) : 46,XY,t(9;
22),inv (16) [91/46,XY [1] , i & AML- Mus, £f inv (16)
(p13q22) 5 t(9;22) (q34:;p11) [AI B BHM: . T IAGA & (%
H AR 40 %5 25 25 mg £ 1 K, 20 mg &5 2 ~ 3 K 5 bl A i 4
220 mg 4 1 ~ 7 K ;G-CSF 300 pg 52 ~ 7K ; 4 R 10 mg %F
H 30,553 ~ 28 K5 SA0dT , JF 1 IRE A28 JE 400 mg
H 1w 07 3 8 B 8 1k 3 o8 4 28 fif , Al & 3k
BCR-ABL(190)7KF-30,CBFB-MYHI11 K F-450.57% . 25
TLERIT 3R, 20 R TA 7 R (LR FR L1 H K 20 mg
51~ 3K, BT 200 mg 58 1 ~ 5 K) 1AM L 3 bk Bl
WA 7 28 (BB 4600 mg 7 12 h 19K, 55 1 ~3K)24>
Jr . H3E BCR-ABL(P190) /K F-4F4E 2k 0, CBFB-MYHI11
IKEFE % 0.034% . 2014 4F 5 H T3 Fe4T 1 HL4C HLA4/6
AH 4 allo-HSCT, {4 4 A A1 i /I8 AR I A 36 L B2 A I il
BCR-ABL & CBFB-MYHI1 @& 3k FKF- 348 0, JoHR 1735
KA, AW AML Einv(16) 5 £(9;22) [ i BH 4 2 bl 158K
1E(20194E9 7)), B HAEE 7340 .

THER X E =)

AP £09;22) 5 inv(16) Ye A S i 0 R s 3 &
UL, BT N SMEGE B ORI PRAHE TR Y7 SR ms S TS
FEAERE . )T 1(9;22) Alinv (16) [N B PRI I 3%
e IR | 25 H R 22 5 SCRR, FRIE RS 51 39 ], (4%
23 il CML E & F1 16 6] AML 5 . i EAS SCHGE A9 3 41 58
F, HATIEHRIE 42 61 £(9;22) Alinv (16 ) [R] s BHAE 8 3% 1 3%
Jpadi o], For CML fB 35 25 461 AML JR s 17 461"

X H - BEAN MY 2 R 2B AML # CML 4 A
FRIEAL , AL RRRAE A g Rtk Al i £ . JLH CML 278
O (AP) B, LB 86 1 18 e Mk A i s £, 25
AML-M.r, B4 s B I 1R 1(9;22) 5 inv(16) Y AML [,
BB SR RIN R s 40 i 2 LR S A F Vg R 1
Wk A RE R MR AR ARG A, AT BEARME Al I
JEA% X4 AML 5 CML-BP, BEf:#tiE , BCR-ABL il &
FLN7E CML 3% K £ 5 BCR-ABL(P210) , i 7£ AML H#
K24 BCR-ABL(P190) "> FATTAY SCRk A M 4 SRt 5
HE—3, X AT REA B FFRATIX 43 t(9;22) 5 inv (16) [F] B FHE
) CML 5 AML 5491, FeAT1 9 S5 8253 B it s, 3 P AT 05 1)
MEARKESR

25 4 inv (16) FHYE £ CML 3" 4% 5 20 4], &
5B, LA RS 41 (10 ~78) %, WS Bl U B 1) 7 (0 ~ 72) 4>
Ao BERE439) K : BP 21 1] (84.0% ) , AP 2 4] (8.0% ) ,
CP214](8.0% ), CP i) 2 45l i 35 A7 1 4548, F & BH inv (16) PH
PEE 3 AR ZE BP, 25| CML-BP 5 CML-AP &4 1
BB DR 2 A AN L 1) A b R DR A L, S ) A R A 4

k- BAZ AN, 0 BR TR 0 M8 22, 24 bl AML-M., BB
%o Hid90% 1) CML [ 3 {13 9 inv (16) B 0 i/ Jié % BP 5
AP, I 5] CP 1) (R & i ik A BP, 42 /- 3841 T inv(16)
Y H BT AR Bk AR DG . B AR R AR L Al 43 S8 o %
FE# BCR-ABL Tiif 25 28 48 #E 47 R, AP 2 A SCHHE 11 2 4]
CML-BP £ ¥ 7E BCR-ABL it 25 15 2845 (43 %4 Y235F
FIT31S1) , s S BRI ) 5 (TR PR AR B AL T
AR o #RE A% A R R TR E 5 25 6 3 R 3R 9 Bl
(36% ) TCHGAETE , LB inv (16) TF46 1 A7 Fiti 15 15t 18] 2 48
(1~T72)MH ;16 BB FIET=(64% ) , AUAEA HUL Y 2 ] H F
Wi ZFE TRt ., X 16 HIFET- B , A B inv(16) &
ST R LR A 6(0~30) A H o 78 inv(16) Il R 5
CML B Rt e SR R S

TEE 25 20 4 8], TRI R EL 4245 1 CML JR S 1 ik
B —ERIGYT  (HIEXT AP I BP i FB %, ph TRU PR 22,
B R IAAERAL, Bl 5E & 2, allo-HSCT X
F o3 CML-BP [ % 105 A EEAEH, 30 ho BRI
fR allo-HSCT W 23240 3% CML-AP (B K WA= 772, Sk
R )33 25 B £ inv (16 ) () CML H 3 rh 23 144 BP 5% AP [
BEL A 9 18 % 1k allo-HSCT, Hov 6 491 (66.7 % ) TR AF1%
1 B B8 F i & s ik Jig | 2 6 38 F ™ 5 GVHD ;5 16 i K B2 5%
allo-HSCT (& , AL 3 41 (18.8% ) JoHG 71 , 12 4L T
KR 1 BIBE T UM AE . PRUE, allo-HSCT A] BE 23 036 £
inv(16) [ CML HE TG , % E5E T 20 Z5R M 0 f .

REAEBFSE & 30, £F inv (16)/t(16;16) () AML & & 1k J7
CROR &, W5 AT KA A7 AE 70% LA 17 (2
E I 1(9;22) X inv (16)/£(16;16) i) AML 58 & 18 TS A5 f]
SEmR, HVEEAT IR . SCRRIRE Y 17 BI4F (9;22) AML
B 1061, L0761, FALAERY 36.5(9 ~ 64) %, Hr i it 15 it ]
15(1~99)4H o FEIRIT 7T, 17 6] AML g b 9 il 5222
allo-HSCT, HHr 5 i Te 473 , 2 B A6 F I & ok J , 1 f511%E
F GVHD, 1 il F Ik ; 73 4 8 il A 1% allo-HSCT B H 3
YIRS . T 13 0)(76.5% ) B IR AL , 4 56T,
HE R KA AE (OS) T inv (16) 5 £(9;22) [ B BH 1 19
CML B # , $ER AT, 875 37 £(9:22) IF R AR inv (16)
FHE AML (85 1 R AT 9IS, %4510 7 20 e PEAF 75 45
BZE

X 17 ] AML £ # 1 9 i $2 32 allo- HSCT, H: 1 2 4]
(22.2% )T FEMIAASCFE L AE , 2 51 (22.2% ) FETF Ptk e
511(55.6% ) K WIICHRAET , B A 1% allo-HSCT B 8 il i
HHRKIITOIE . XBE £(9;22) 5 inv(16) [R]E FHYEAY
AML B Tl 5 5, 00 R AN BE30E1 T allo-HSCT BT 35
KA . B allo-HSCT (3 N RIARSEIE T, Bedbyr
BEA T S PET S, (U T RE PR R HRE PR it e 2%
il AN BRAE AT FHEAT allo-HSCT, /S RE GBI AL 577 2OCRAL T
allo-HSCT,

25 R, R £(9;22) 5 inv (16) [RHF BHAE A8 3544 1fi ik
AR DL AR A AR I I R AR S 1015 o % CML &3,
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t(9;22) AT BEFF AR A H R AT FilJS , B X S A 5 T RIS E
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R A R 2EA HE (MDS) £ A4l del (5q) & MDS 43
I ANl ST 1 3F 5, WHO 2016 Jiz MDS 2 W 43
A del(5q) 5 del (5q) P-4 1A~ HAd 55 [ -7 . del (7q) BRAM 1
FE X MDS 84l del (59) ", X — B EH L, KT
MDS {240 del (5q) IS W L, XIFH4E2 4381 T 77 i MDS
PEELAl del(5q) (B3, Hod 13 Bl 1 ~HE-7/del (7q) B HAb L
RS . HATE PR W MDS del (5q) £F Ph e o & F 3
HYRE , AT BT THRAE 149 Ph' () MDS P4l del (5q) 3%
MR, BRI R .

17 0 55 #

L, 724 W Z 3 AR N 2 AT 2019 4E 9 H
£, MM :HGB 42 g/L \WBC 4.29x10°/L .PLT 112x10°/L .
PIZULTAMA 11% o BREG BG4 V9, Rigl It 13.6: 1, KL
215 0.610, JRLIA R I &5 0.015 , 3843210 o oiker ke =, ]
WAR Pk Pelger-Huét B ¥ , & & 5% M 5 0.1705 20 & 4
0.045 , 18 Tl EL 4l R AR N2 TH R AE L1 20 B, LALLM R /INAS

S0 WL R LT AN 5 4 A3 L B AZ AN 36 4, B WLERL B X)L
B B/ NERZ AN, & S8 AN 7 66 % , 2y WL /M. It
AN AR (FCM) G 5 43 B 7w 1l #0040 i 5 32.83%
CD34'CD117 4l 5 0.19% , H1FHE K sk 4t o5 47.02% ;
KELTANNE 5 11.52% o [ 10955 il 2 A i 25 7 : BCR-ABL
190 BHYE (1 JE 1L 14.76% , 518 13.22% ) » YL {AA% 4 46,
XX,del (5) (q15q35) [11/41]/46,XX,del (5) (q15¢35),t(9;22)
(p13;q11.2) [3/41]/46,XX [27] (G &4 ) (&l 1) ; FISH: del
(5q31,EGR1)52% , 4347 > 5 000 1~ [a] 4% , % 2K 4 4~ BCR-
ABLI il & 3 R BHPE A (R 2) 5 B BE TG A « B a2 TR B
(70% ~ 80% ) , i 2l b RBOEH , EAZA LS 8, 2 0l
AN RO ER 1) S R A RR i) N e P i)
MF-2 %% . — AL /¥ : JAK2 V617F FH P (dbSNP:

1577375493 ) . fRLT 40 A iU K (EPO) >2 250 ITU/L(Z%1H
5.4~31 TU/L) , [ & 4 R IR 1 M0 2T 25 1 R (PNH) 5 B
(CD55.CD59) BAPE . iESZ BCR-ABL 190 2 i 1 44 i 3
T, FRATRAE B3 AN A I, 3647 FCM 20 il 433 |, 5 Tk il



