SR B MR 2T faF/
(2022 F45)

—. R

18 1 B M & 1% ( chronic myelogenous leukemia, CML)
R—FUBERB A Akt T SRR, (ML 22k
FREH (1~2)/10 7, &k A &M &2 15% ~ 20%,
BN R R A ME IR KRR R B e,
O FRETMNEXRERE (40~50% ), REEXFK
(55~65%), B4 1.4:1, BRERENY 3~5 4,
B 5B Bk M40 %) 7| (tyrosine kinase inhibitor, TKI) #
B CML By A2 DR O, *t T4 K % $E# kift, COML
B2 A — A48 e T 1 9 o B

=\ LHhtRE

(—) LB,

R EE NI G (white blood cell, WBC) ¥ %
BCPEFE K, SNE LA T U RE & P R B AR L, B MR £ CML.
T ¥ Ph $8, 4o/ 8, BCR-ABL @k &3 [ [H 14 /2 15 B CML By 36
EARF,

(=) %3201,

By OML B, FEBERHALEMARE (WS, B
5 R MRE ) « FRRA . EPRSR M ECR L. 49 R WBC
B2 R VAR B RN AR, FEHAT AR E ST



Fodr, KRS A CML s Hth il 7 38 7 1 B SRR

LRAmRR R TS, 254, HEik. SHEME.
PLOR S

A PG R AR K I R & FL. WBCH 3450 x 109/Lsk
b, MR . Besh i, EOHREEa, 4
T w8 A I b 2 B R B M R B3 £, R AR R B L &k
£ % . PhR & A fuBCR-ABL RS G-Ak A 2 4 A 14 .

2. RE R G T RE .

(1) EMerdmpse 2. @iy £ 8 % &I,
HHEOERE Z T BERLE, A ZABRASEARIA; B
GRS, B — AR50 x 10°/L, /MRt A 5
e, 2740 i 2 W AR A E R o T R A R T A R
Ph %t & {4 5 BCR-ABL @t & 2 [l 4 P 1, 95% & & 4% M 2|
JAK2V61TF & 747,

(2) FARMEM/NRE ZE: /AR 2 B3 > 450 x
10°/L, & 8 AT R 24 o B A% 40 B8 78, 71 DAAG HH TAK2. CARL
BUMPL R A% 2 HAth 5e. P M 7+ W A7 5, (B Ph % 4R FuBCR-ABL &
G A A TR M.

(3) FREAEM: FHTPORFEMRE L ZH A,
T EAZ AR FEOF R R AL, R DAAR I JAK2. CARLER

MPL % 7% 2 Hoth 52 B 0% 77 W A7 6 {EPh B 8 (R AnBCR-ABL &
Ak [ 34 [

=\ mRSHNBRESE
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(—) RFRH.

CML 9’3&%’% T8 — ok 3N BHEM (chronic
phase, CP) . #uiEH] (accelerated phase, AP) Fuz 2 i
(MMtMMw,W)Oiﬁw}mhwﬁﬁ%ﬁkfﬁﬂ'%
PREA R, 2y 20%~ 40%8y B SRR, ¥ AeEr &Il
HAMITEOE 2, W UIRIANET . RE . BT, B
RS/ MOE %, LB RAZ T CP 3L BP 515,
R4 CP BEZFEAME 3~ 5 SF W X B A2 & (AP o
BP) CML, #% % Bt J& 1 e I PR ok B B A % ™ 1 44
1 /NARR D  FE R B A R YA RER . 29 T0% BP B A%
A RE MM R, 20% ~ 30%A% T Sk AN bk 40 e G i
F. CML By B Wk 1,

% 1. CML 23

Zapl WHO 47 76

VB SRk B Wy e B B ROR AR
friEHE (L)SMNE o fo/ 308 #E A AZ 40 B R de 4R 10% ~ 19%(2)
Y1 JB] B b 4 > 2 0%
(3) Highy BXWm/MREEM (<100x10°/L) HigH £
E A B R A MRS £ (51000 % 10°/L)
(4) J677 ik & 6y 24T M B HE 38 A Fn & 40 Je 1 2038 Ao
(5) J877 o LR 540 S 6 AR M ) 40 0 38 1 o 5 I
REH MHEeZED 1T IR

(1) 4N & 40 R 2 B #6 8 AZ 40 10 46 40 A > 2.0
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(2) BEHMNE 25 40 %
(3) FBEVE A I IR R SO KR de 4

A WHO ARvE R Roapda e v RIE TH A (B THRs. BREAM. R
PR R, BEAZAM. O F. EMAR LRERELE) f/BKE R, HTOHK
To A F 3 Vg 9 R op 4R R IR A&, 3 %z BT UF A, R Fe R E A 40 i
A R R 2 G R B R R A
. bR IR E R i 0 ARAE, B BT R AR N S WK AR

(=) CP EF kR,

B BT, & H W iE o % % 4 Sokal ## ELTS( EUTOS long term
survival) R4, ¥ UAERFERE A E ML A X 4 7 31 19 7
WHEE, wHEARWE L rr. R R T, ELTS AR o044
WEAK T Sokal, xiEfEd K HI4E R M EREH. T
M RA, BAHTTIET R E GG E, MAHAT
B WY R e EARAR BB Y

% 2. Sokal fu ELTS 92 R

7 (¥ e H L

Sokal R4

Exp[0. 0116 x (4E4#4-43.4) 1+0. 0345 x  <0.8 0.8~1.2 >1.2
(JEBEA/N-7.51) +0.188 x [ (/MR
/700 ) *=0.5631+0. 0887 x ( JE 44 41 iy

-2.10)

ELTS R4~



0.0025 x (4E¥/10) 3+0. 0615 x fEAE A < 1.5680 1.5680 ~  >2.2185
JN+0. 1052 x 4N JE 1 J8 46 20 g +0. 4104 x 2.2185

(M /MRT45/1000) -0, 5

o UMRERE X 10'/L, FRBENY, BEAN BN TERK, B
LA S 3 o BT B BT MR R AR AT OML AR 36 36 7% FF 4 BT 7K 43

0. &k RIR

AT S B KR A TR, HoRELEME
W, HERSEALALEAR TR EA. BAEREEZ
Ji. AR B E LR, RETRESER. BN M
KRt KRR RE, B BARE A, R AT i
RALH, RIEEL, FHEALHREN LR, BR. BT
FAT MK EIE R .

. IRERE

(—) fmwHl,

WBC ¥ %, WFAMAEE NHER MY L., SNE
1 9 4 38 BT AR B 2 okr 2 2 A, Rk 2 i A el R M R
4 fa g %

(=) BHMABAEFE,

BAMEIER, WHZABENE, THEAEL AR
A, MR T,

(=) mleidts F 947,

LB AT R Az A, WL Ph B4R,

(wW) HFF4am.,



S B ML B B B AT ARG A R A4 R N (reverse
transcription PCR, RT-PCR) #ll, #%A %7 7 BCR-ABL B
G-I . AR BCR-ABL @ &2 F 4 (A, FARM JTAK2. CARL
o MPL %8 2% i 7 3 T 1 B AR R 9 R R

AN =t ig

2000 48 )5 , T % CML X AL # xS ¥8.-F BCR-ABL g
EEAWE LTHENTKI G ——FHBRFLEL, 1B
T CML 89 #2151 y8 7Y BHX . A7 2y 25 B, BEAH X4 45 7 19 31 ] BCR-ABL
B ENE, FEARANEIL A, 40| OML 4HfE3EFE, HE R HA
T. FHERGFEY, BEMKET ML BZAFH, 80%~
N BHE M AGFMBEREREA, ARGTEHFNAFERE,
FE % RAE A — &8IV A1 K CML-CP B 2 K 1 45 RIE %,
EEFRN 0% ~90%, =& TKI (B EEBR. kP EE.
e BB LR ) . ZARTKI (BLEHER) WESE
M, AR T BEWIBY RN E RN IRE, AR LR
T RS FEERMY, WAFEERAWEELRETE
%3 4F, (FERH CML Ky —FR AT 5 1 18 MR

(—) CP EH 4 —&iE7T7

Elfr b CPEHF — & TKIBEFLERE. BEE
. kbR, BaERRMI L AR, (M FEDW 567
TR 2020 FRROEF NG KR A EF DA R 400mg/d
BB A 600 mg/d A D H R 600mg/d ik WA R
100mg/d.



CML Wiy E R FERKAEFH . BAOKRRHAR. KE
EVEREMRELEITEM (REH) . —4& TKI g BN
YEWFIGIT B AR B, RE R IR R
F RFERRMEIHABEHRZRBERLNEY. FEL
B Rm#tRNGE THRELEE, T8 K TKI1F 4 —
Lig . ATHEEANFRES, BFE K TKI AE Rk
FERESFER M (deep molecular response, DMR) ,
KEEHWN M. T THEERREEERRRANES, —K
TKT A B4 oA, =1 TKI A8 x B0 fik i 4 4 28
EOE. MR E AR K E ] R R B RN R RN,
K7 5 BE AR A

(=) TKI 7657 #A18) 697 = 5w,

P S B j R TR G697 & A" - Ak, B AR
TR RN G R AT e R A, HBET KA, A8
THRIEBT RS, KT, FNZHT 8T
MEAL BT T, FBAREARIEIT F A . TKL &7 3 8 6
NEFE LK F. SR EF. 2T F5 ABL B X %2R
Vi

i o o KT el e O 5 = i e il o
RN, VLRI IR o 8 37 6 i 2 RO 4 R
BENEFEEZOREEREW (CBHHR B ) BEAFKA
JB 4y 24 %5 # A ( Fluorescence in situ hybridization,
FISH) , W% Ph [H {40 09 thf], DUSP £ 40 fie s 15 8 RN
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FF 7 K 3 Ph Je 4R % 7 0 Ph [E % (Ph+) 2 Ph A% (Ph-)
Gt R, R EAARMRRHERE. 2 TFFHEUX
J OS2 B F & i # 3 PCR ( quantitative reverse
transcriptase-mediated PCR, qRT-PCR) 773, *&#i7%
YR BCR-ABL 4 e ACF, 2 s A URk By 17 46 OML R e
AT T, BURME R 0.001%~ 0. 01%. qRT-PCR 3 #£ bL 4}
B chkrA, EAFE. R, TEE. MEME. BEK
MNPESF S48 5. ABL Bl X 58 2% 2 A BT AR T 40 A o =% Fr i
AARA, HEFENTTE A AN #E (Sanger WF %, kM
A 10% ~20%) =4+ x4 BCR-ABL #ifg X oy — KM )7, UK
ABL B X =, RA) TKI W2y, 3856 40607 %iF.

(=) BT RM.

CML B2 By 36 97 RONAL 36 MR 5 . Sa e 3 tE 5 An g F
R, FrE L% 3.

&3 CML B oyigly RN

bl A M F KRR (Complete H ZHfE <10x109/L
hematological response,  H1/MR <450 109/L
CHR ) SN B 1 TR 5 T R
S JE] o A e e 4 L < S
T SR I B R BARAE R
] fib K

mppEfey T 2 MM @ g ¥ RN P 0
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nF

( Complete cytogenetic
response, CCyR)

I A )
( Partial cytogenetic
response, PCyR)

RE 90 g %1% 5 R B (Minor
cytogenetic response ,
MinorCyR )

D 20 Fg 3 % F BB (Min
{4 % B al cytogenetic
response, MiniCyR)

% R ( No cytogenetic
response, NoCyR)

* 2 2 A% % R (Ma jor
cytogenetic response ,
MCyR )

FELSTFRMAE (Major
molecular response, MMR)
# MR3. 0

MR4. 0

MR4. 5

Ph+ 1%~ 35%

Ph+ 36%~ 65%

Ph+ 66%~ 95%

Ph+>95%

Ph+ < 35%

BCR-ABL < 0. 1% (IS)

BCR-ABL < 0. 01% ( IS); ¢ ABL %3k
4 >10 000 B BCR-ABL A~ 7] |15
BCR-ABL < 0. 0032% ( IS); =% ABL %%

4> 32 000 B BCR-ABL A~ #] J1| 1%




MR5. 0 BCR-ABL < 0. 001% ( IS); = ABL %
FH1>100 000 At BCR-ABL 7~ ¥ Ji|

=

Ve, MU R R 3k B R F 4 > 4 5 1S, B FRAR AL International scale),
TKI I T — %670, EEERESRFLRFE. A
WAE F AT F WM A3 pr, BN B M (Buropean
LeukmiaNet, ELN) 3% (2013 4EpR ) $L B H7 ak o h Bl
LEfRK, Nk 4.
x4 BN dEWEE (2013 F£41)
— LB R BRI R 8T RN AR

®1E Tk KK
H NA B fi, B CCA/Ph+, NA
FE®E
3AH BCR-ABL < 10% #2/ BCR-ABL>10%#fn/2 & CHR #fz / =
&, Ph+< 35% Ph+36% ~ 95% Ph+>95%
6 /A BCR-ABL<1Y% ## / 5 BCR-ABL 1%~ 10%#1 BCR—-ABL>10% #n /
Ph+0 /8 Ph+ 1%~ 35%  Ph+ >35%
12 F BCR-ABL <0.1%  BCR-ABL>0.1%~1% BCR-ABL>1% %1 /
Ph+ >0

> JE{EfrE  BCR-ABL<0. 1% CCA/Ph—(-7%% 7q-) &% CHR
% CCyR
7 I\ 7% 45 MMR *

%%k
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CCA/Ph+

HE: CCyR, SEAMMHLFRE; CHR: EAMEFERN; MR, EEHTF RN
Bl BCR—ABL < 0. 1%2% B 45 NA, A~ i ; *, fEE 42 2 skl o, E o 1 sk # BCR-ABL
8 KT > 1%; CCA/Ph+, Ph %8 57, M Qe (557 5 CCA/Ph-, Ph—%a ] 52 e 1
RERTE.

ELN 3% (2020 FpRk ) E 3R F A0 6] BT 5 KR
EEM, HH TKI —& A0 %67 RN ArfE g — 35 —
N HESILERZ, BE “RE” RN EE TR FARSE
REFWIBNER, MHEFRIEY,; 15 “RW WEFH KRR
PR TN D FR I, FEXBERIGY; “EE
NEAT=_FZEREMT, BEFEENRN, —B&%
Bl “RIR” rrvE, RERRBEEIETT T E.

(v9) =4 TKI J857.

ABL R KA Z S F = 4% TKI th g Edgrr, Wk s5. #
L 2 B4 R 206~ S0%F 7 ABL XK, 4 K%
RAFFM K TKI AANBREFLERBE LR
EER. EXMEAT, FERELHFORR 2. Fi.
KT EEMA RN RS FLG M LK nf &, T CP
B, rpBdefnRsg R usE, M THENESR,
KB REARS . AR, Wi LR IEEREX
FEARMKR LN NEH, PRERTRENGE., MR,
KV EREZEGAFRERX. ERAOHEHE. BEdTAZHE
., WHWAHNT USRS AFEHANKRER, T5FEEXN
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AT, BHWAE IR, MBREHE &R, 245
B A TKI Al % B, o UERE LRI FENE
7.

F 5 M ABL RERSHAFRTF R

R BT HB

T3151 TR, i THBEHE, ERRKE

V299L LWER, REER

T315A LR, RERR, FL&E, BAER
F317L/V/1/C LTWER, REZER, BHEER

Y253H, E255K/V, LWER, AV BR, BHRER

F359C/V/1
ATEAEMBRT LB R, kDB E, BESER, BRgR

Arox, WMRERERDERENFEHAN. BAE ISR NFLSE R A RE
WG REIE %, oMk B R B255K/V 587 xHE 74 B BRI .
(&) RIGTFEME.
MNTEABEKM. Bx. BES TR C(ML-CP
B, = TKI. B K Bi6J7 & #E(Treatment free remission,
TFR) F DA A — N EHRIT BAF. BARAEAEMMEER
TFR 35 B e AT, fBLAR & [ R AR AR A . B1 M0 % 5 A CML
BHEEIE (MOAEHEN) AN T4, UEH
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AR, BlEwETEENRTEE (L TR) , FHhrET
EFMELEKXAR, FimREHHRANCETFTR. Bl
HNEE-EAEBRGH AN A, &4 T a0k R o LB TFR
e, SEUTAEETE: 2% TFR, TFR &
B, BEAFEHIHFEEH, EHFFHFELRN
FEAE, AN EFCHEPE, 2 TFEARMNE
E%ﬁoﬁ%i A1 A 2T A B A TR AR A X T OML
giAn 2k TR R &%, B8 R EIZIURI
BHEAEAMGE, ARILKG.
F 6 MMNERLULZE ML BE-EA WA,
X1F A 24K TFR (v

CML & 77 E A% (1) T EATR R R D B8 s B i 3§
(2) K EAFZRKE EHH
(3) 55 W CML AJAH [F] 8y A 7 JT &
TFR B9 & X AB AL (1) & X TER 384 1E TKT W& /7 69 B #4c 4 F MR LA 75
ZERIRTN—MRA
(2) BAL: CML & P30 B A 4R BT DMR 2D 2 4R 7 D
FR1FZ. 2K TRR
ML EEHFEE ZRTRAFEFRUTEE:
B TFR 69477 (1) #15 Bf 40T 1% M
(2) RYGEEMEE . EF TKD X AW
(3) A5/ DMR 2 2 4F

(4) B# RBP4 TR, SERRE S S5 T B T
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e R L E T

B 87 L TKI

H

(5) BH L RA BBy TFERFFREBT K,
WH R EE iRy

(6) 2 FFRMAE 2~ 4 ANELH

B, 2 B A% MMR {2477 5 35 2| DMR &9 % 2 1 & &2 TFR!

(1) BEANiZ#RE LB H 5T F R 2187 B AR 4L
TRARE, RES L@ Fa

(2) XLEHTUEFTIET, SHANEREPTER
Bi, RBEF|FSDMR, TFR 364 7 6k 21K

(3) mREHBEEHIARAFTREFEAR BT, EA
BB B A 2 TKT, DB EE G EEN ST
F R R

(4) EAEFESmEETFE TKI 89 8| 1E A

BRI L4 8 S o e DU &

(1) BEENZBAMTHEEEMRE, BFFEE N
LW RY

(2) TFR - EokE AR A&, EATEHRAD o fk BT
gk, HEEERET

(3) BRfEZRAT TFR, EAMN YREEZXFEFL L ZLE
|1 W 7 n S 3 e

MTERFHNESL, EAEN Y Z Wi TKI F 24 % A4E L
B hn A A2

(1) ALEXEHELHANATEE, —HAETIEHY




BN ¥
(2) BYFSWWRRE, AT mERSH R 5 %
HOTKL W75l KM EN, IFEEEFHITLE
(3) A LEAAERIZ T VLS 7T LLig Sy
2 fn 2 TRR e (1) E ArdE R & A& 2k T4 1E TKT fo2 4 TFR 387 4 &
Nz 00 2 [ R
(2) &S AIRAGRIE TFR B3 7 o0 22 13 B 6 1F % AL I
M, EAELa R B LR H T H LT
(3) EAN Y EIRE] TFR Yl = BCR-ABL KT 2 7 8 &
THEELZHIAEE
HT¥EARKME BENZPRLETHFLERKS—, IMASHF. EE
V=RI=Tig MAZARE R T TH ARG AERIRTHT %

FE: DMR, HEA-T 5 KRBT BCR-ABL #5534 <0. 01%; MMR, Z Zo-F < KL Bf
BCR-ABL #£ 547 < 0. 1%; TFR, EibJT & M.

Wl 8 7 A iER T A7 e TRR AP EETEHF RO E R,
HRfE OML B Mz 8| sk Rt m i & 0T
HA T E ML EAACHE T ERRY . RE L5
SR B A T 2 TRR e s (AR, 0 26 IR 3 /T DA O 26
B E BT R Tk, 18 H A TKT 3697 B 4 F7 DR 354
A RS SR ESTF RN E TFR Ryt A A R IE. H
B, #HATE R TR By B K 2 Fr L 7
L Rs Y B, I LR B oA B BB A =K TKT A
HENTFARGBMEAA, WFLE R K TKI 7253k
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5 TFR R = LB Z £ 57, B85 —X TKI 877 # 7 7 LL
YRR B R e A A, R 23R TR BN IF £ OML B
M ERFr R E B — W, B AEANEREEEH-
EA S EERA. B, Tl ERE S H TER
FERAHEELE ML B R EZ AT, 2B Tl
G AR AEWEAL. A8 E A 3 CML
B3 8 3k TFR Ak 2 0 00 B 1.

(55) HEBEH LT,

SAf AP fu BP B3, FEHBREEMHEFEN 600mg/d
% 800mg/d, EHEAR K 400mg HH 2Kk, EPVER N Ting
HH2KRH 140mg FH 1K,

KT3I R IBTY, 48 A& Y 68 o TKI 8y Fn 2 TKI
BIY  H CP R ¥t £ £ AP 3. BP By 2 Ff. A BP B fuxk
AT IR Y R AL By AP B3 3 B TKT LB 7 ;R1F R
DL J 3 7 7 5 R i i T 40 e £S5 A
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FE% 1

LA 5

PRCTIN

3. Ak

A .

5.5 it RT-PCR.

Ph [k

I H.

BCR-ABL [J] 1.

16 e 0 L S L9953 R

e oAb .

Ph Bk
al.

BCR-ABL 1.

1.2 cML.

2. 95595 4 B

1. 1 b B

N
“~Zy
b~

.5 Y.

PR TEIE N

=
o

44




fit 3% 2:
18 M BEVE B W2 T e (2022 2RO
mEHEEERA
(= REDHF )
gk HERE
B . HEE. WEF. IE. L. KERE.
W A KEIRE. TEMS. BERE. BKE
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