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[Abstract] The guideline for the diagnosis and treatment of chronic myeloid leukemia (CML) in
China (2025 edition) has been revised based on its 2020 version, incorporating advances in the field of
CML diagnosis and treatment over the past 5 years. With reference to the revised 2022 International
Consensus Criteria, the threshold for lymphoblasts in lymphoid blast transformation is clearly defined. The
EUTOS Long-Term Survival score is recommended to evaluate the patient’ s risk status at diagnosis.
Meanwhile, a prediction model for tyrosine kinase inhibitor (TKI) treatment failure derived from Chinese
multicenter data is also recommended. The prognostic significance of cytogenetic and molecular
abnormalities should be considered. Newly therapeutic drugs include asciminib, olverembatinib, and
ponatinib. This version of the guideline systematically elaborates on the decision-making principles for first-
line and later-line medications. Milestone responses are of guiding significance for treatment strategy
adjustments; however, we emphasize that molecular milestone responses should be interpreted individually.
Concurrently, it proposes TKI dose optimization based on efficacy and safety. The implementation criteria
for treatment-free remission, postdiscontinuation monitoring, and fertility-related issues have been adjusted
to minimize toxicities and improve quality of life while ensuring efficacy. Allogeneic hematopoietic stem
cell transplantation remains valuable for patients with multidrug TKI resistance or intolerance and those in
advanced phases.
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Ttk TKIIGYT & i s i) f8. 35 2 I ABL L
fiff X 28 A% BE £ TKI, 56 ¥ #8 = A8 TKI, I ¥ 4%

T3 PRSI A R R (CML-CP) — £k DL FIRIT K HIBE T 45 0 (% )
4 ) 2 2050 (51550 POzfEYI ] MCyR CCyR  MMR  MR4.5 OS#  PFS#
DAS 100 mg & IMii25(124491) - - 43 63 39
vhr[49] = 7413 20
1 IM ANTii 27 (43 44i]) - - 55 70 51
Flu 600 mg#: H  IM.DAS B NIL i 25 S AN 5% (199 7))
11.44AH - 61.2 56.4 - - -
1 Yj—»\HO]
NIL400 mg & H  IM T2y (226 %) .
) o 44E 59 45 - - 78 57
2y IM i 37 (95 f))
Pona 45 mg & H  NIL 5 DAS i} 25 5 A it 3% (203 f41]) 571 H 56 49 35 - 76(54F) 52(54F)
130 CML-CP £ T3151 5825 (64 f3i]) 571 A 72 70 58 38 66(54F) 50(54F)
WEEZE 40 mg IM.DASHINIL—F S LA B2yt (1274)" 3430 H 79 69 56 39 94(34F) 92(34F)
F H 153 Pona i 25 S AN 37 (30 1)) 48 J - 57.7 36.7 - - -
By SEUJE A ik 24 ST 52 (17 451)) 48 J - 60 29.4 - - -
CML-CP ¥ T3 15128725 (77 51 )* 3431 H 85.3 76 68.7 54.7 - -
B ELJEAE 80 mg  IM.DAS NIL .BOS H:H—Fhiiff 24 s A 32
: 48 J - 84 68.3 - - -
H 1B (71451)
A 40 IM .DAS .NIL .Pona.Rad L BN
i Je i 40 mg onaRado YR RLLEIZGSA ) L - 398 376 108 94(24F) 97(24F)
A H 2% 32 (157 451))
B JE A 200 mg  CML-CP £ T3151 %845 (45 f5i] )
24F - 622 489 24.4 - -
/@ H 2”/—([56]

E MCyR: FEEANE 5 N ; CCyR : 5¢ 240 M85 I s MMR : T840 124 2 s MR4.5: 43 F 22 U 4.5; 08 : BB 1 s PES . ToiE
JEAAE  IM A SR JE s DAS IR VMR JE s NIL : JE I8 B JE s Flu: S S #5JE s Pona : JHTIBER JE s BOS i385 JE ;Rado Fi 2 FR 2 5 —: oWk, a: &b

o 77464 T3 151 2878 1Y d
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allo-HSCT" %'

TCAE W if 2738 3 S 12 M 01 ) I 0 ol &
AR SRR TRUVA T B9 (AR5
PERE AR TKD k4l S AR A A AT (5 IR
1657 52 AR I S S P 2 allo-HSCT. X T
AN A allo-HSCT M &, #E7E R LA TKI Ry St 119
HERHIRIT o

= TKIIAYT IRV SE LA K IETT S Y W i

CML & # #5252 TKLIR YT il B 7 B0 46
ML F A0 B 38 A% 2 DL K o T 22 I, B PR 36
7 A F AR AR Y B H B R L
CML 18 3 f8 5 1) I A0 st A% 24 LA K Gy 2
FN bR AE I PEAL 7 2L SR #6 22 2020 4F fl
E CML 2 58 e m . s &
BRI T = AR R R RAFIT AL R R R AT
ML 2 B P A R 7 (] S 38 A7 400 B 38 A% 2 A

LR N S AN AR R O R ) R A
BCR::ABL1 &5 kil . Sanger ] J* — H J& BCR::
ABL1 5278 53 A1 i A bm e, {5 R AR AT, s A
| <15% ~20% Wy 7€ 78 50 B o 0 ) — AR F
(NGS) U NE T &, REME UEAT LB /AT LA S B A 5
AR YT A SR M XA SR 4850 B UE I £ T cDNA
[ NGS K #:47 BCR::ABL1 28 28 #i 5 . 25 ] 5% ]
REH%ECT PCR(dPCR) A& I 287252

I’ . TFR

1. TFR A 479% « A A 4R B #E 47 7 £ 50 TKI
15200, AR i A TR RS TR R TR, B TKI
BITARMEAT BT ASTE] (45 F 3R 5 A AL : 40% ~ 50%
B EEE T AEHRFRFSE TFR

2. TFR 5 25 HR i : 5742 MR4.0/MR4.5 VL |53 T
4ROV R I 2 AR H T 2GR B i AT B A5 E . TKI
JIR 24 B [ B g % B B 45 24 i DMR 5 25 B[] 5 1
524 5 TEAH O

3. TFR R WO I 8l FHA I7 bRt : Lk MMR
SRR e PRI L A A7

4. TFR R FHA YT RO : TFR R, 2500
15245 B TKIFRIG 78U, 86% ~ 100% H & BE S F
KR4 MMR, 80% LI _I- B & PRI 3K A5 DMR

5. TFR &R E L™ 70 I b & S5 R 3LRE |, S
X AR AR, 256 8 BN LB T 45
AT i W /R S

(1) B K CML 12 301 £ 25 (CHLAth 155 10 ke = %54
T

(2) BE A2 B B8 R A

(3) Al HE () BCR::ABLI1 5 KGN 7 ¥, 3%
Z/DIkFEIMR4.5, H45 5 5 s

(4) 45 Ry AR BB S A 5 A B4 R A i
o 0 8 7 1 S 0 = R A T W

(5) F8 35 [m) A 24 e 42 52 R 2 i

bR :

(1) —E3A097 B s S AT 32 % TKI U
A LR R

(2) #iAf 13221k e14a2 I BCR::ABL 145345,

(3) 5 A AR BB S oA | T 70 245 b fE
o 0 B 7 1 S0 2 A T

(4) TKIIBY FHAEEH] > 5 4F( AR TRKI F5 >4 4F ).

(5) 4y T2 % (DMR,, Bl MR4.0 55 57 4 )
FREERT ] > 24F

B AEARE -

(1) TKIRIFHRELERT ] > 54F

(2)#7°5 MR4.0,DMR 5220 ] >3 4F

(3)# 5 MR4.5, DMR 4L 7] > 2 4F

6. 1524 i Bt 7 Wl 35 3 £8 A B TR 45 2 25
BAE R I 245 5 LR B P R0 (B8 e 1 91
SO, FFE U] 5 v G2 i 3R o3 A T 2R 1R
YIRRETR YT G fREAR o

ZRUFHE R EETIEANR 6 AW, &4 &
HME K o 16N H N6 ~244 T F1244-H
JG B R EBE I 69% 14% M 17% ', R
A TFR J5 i k8 22 278 WA O = 00 (IR 30 H
R E, HIek i . s 2 )5 T 2 4 5
ARSI, Kb 2 A, 225 MMR 35 7 o7 B
Ja TKIRYT o f5 2 Wi an s

(D #E25)E w6 ™ H &1~ 240 Hif4T 1Ry
TR, BT~ 120 H g2 AN IR, 25
(TCRRH) X TR MMR B 883, 53 s
RS

(2) # B JF MMR, PR &2 TKIIR YT,
B H AT T2 M0, B E FRR A MMR ; 2 )5 B
3ANH WS 1R . EHUA ) TKIIRYT I 34 H AR
5 MMR, )i/ #4T BCR::ABL1 I F45 H Sl 52 A8 A6

7. ASZY 5 R - TRR J5 9 v SR 25 W H G
PP . SCRR R E TFR 18] 278 2 807F TKI 524
JE 2124 A kA, K bR 674~ A, H TFR
LS R AL T 0.1% 707 T B A B
5 2 5 2 R GE , nTREARAG T TFR J5 &
A

T R 2R R L
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RUE CML B 45 R B A3 3 ek st (H e
TFR I3/ KN R s A 16 it 55 7 1A A
FREETE. AR AS PR AL W AN (B AN R
JNE, B AT A . RS AT RO et S
HEAT RS PEF R R A AR AUR A R F RIS
Bl SRR i A 8 1) 25987 B A BB 40

LAEFI WA YT - B Aot TR G = Ak
B I B T A o e AN A2 A /D g [ s A
U TKI (4 i ) e U AR R . X AR R
& BB 2 b o 700 B TR b & ey Lo 2 o 2R 4
2y [ 5 f CML PRI % FB 5, T L i FH b offe 5] ]
AEJE IS . X3R4 TRIADBA FI IR R 9T &
TR IRV IO e M L .

(1) BRI 6T CML A P 3 B e A v
B R IGH A H 100 mg, XF TAEAE s P& CML
PV R, — A A H 50 mg 545 H 100 mg
LA ALY 307 o 1) B 25 24 850 ol /D 2 4
H 50 mg X T 2 JE i 245/ AN 1 32 i) CMIL 12 4 1]
B TR ISR AT R, X TR
H 100 mg ik VP Je A ik 2 AN 52 1) £ 5, g %
i FH 50 mg CEAF 835 AT 722 D) WD F 1 20 mg)
DLt & AR S BGR R e A 2 i R R
RIS 2 2k VD R JE H Wi = i s 1k BE AL 55 53080
7 ELTS 5 i £ 35 Hh (10 5 A B, 75 AUAET 3K 25 XL
I 8 B 75 o

()W e I TR Je i 1 ke 4y ) i 25 H
45 mg, HiiEM: OPTIC i g%k 4 S KXt T4 T3151
AR () FE B H 45 mg IR eI IR iR YT, 15 F
BCR::ABL1" <1%J58i/0 24 H 15 mg 4E 557 . [ul
JBRPERFSE B ondE B 15 mg BA BRI RS & 4R
R, HXFROIeEm ™

(3) B ELRR 2 - B BB HE A R A R
40mg B H 1 W, H [ 22 v [ ik A 2 e e oAt
TKI T 25 CML 18P 1] 8 25 %t [ 30 mg 140 mg k2

BIG T 7 RORN 2E A bE o SR A ) P 143 D fiE
W 1 T 2L AN Y- A 1 B R RRAE T 4 AN 3t A 2 I
N Ay F2E BN S AR S A2, H 30 mg B H 1K
(A 2 PB4 FESRIR YT LB s

2. ARAFYT RS TKI ) 5 B AR 5[] Bk 44 24 - &6 4
WFFE4s 9 WoR , CREAE TKIT 2y 3532 TKIIGYF=2 4F
H 4+ MMR J DL iy f8 35, TK ) it 388 9 22 4
ALAF

7~ .allo-HSCT 7 CML A7 /) v

TKI [ )5 , CML i # # 3Z allo-HSCT 19 LL 47]

K T %, allo-HSCT AN P& CML 12 M 1 B35 1 —
LRIRYT P, HAHK SR S CML ARG M T B, o X
TKU i 25 A S it e I £ 3 o #E7 7% J& allo-HSCT A
WEALEE : O= =8 TKI A S A4 25 ) Bl S 2 AR 3697 2%
T ) 12 M 0] R 3 5 X 2R TRIR T 37 ()18 P 30 £
s QTKIIA YT WA [R] 5555 32F Ji (1) J 3 5 (DR 1 ek 44
{AX—2k TKITRYT N2t 2k BT B EUER 25
R @2 R B ; @TKIRIT T, Ph Ak
FAPEAE B -5/5q— . —7/7q- S H B .

AT I KK P 22 H e 904 5] CMIL H 4 FSAH (14 508
WR RS E KPS W4 >80 4r HAT W i U %
i J5 OS M I AR A . WEAE KIE o R
b F 55 kR PR A ) BB RS A S I A AR R B
T CML i 8 CML 2728 31 s > Pt 38k
Jre R A L B8 M S RS, 2B I R e A
THE AR G Ao pe P U 7 1T 30

REFEWFSE R allo-HSCT 5 6 ~ 124 s A
FREL PR BB 2 R R TR e 18 4 kil
BRI B BB, DR LA IS I B0 A 7 A% B e 1 A
W allo-HSCT J& % P-4 6 H65 1MV 27 B 6 40 it
B e A% R4y el FISH 20 F2440 0. Dis %)
CCyR H.3 T4 I 45 5 Ry B v 3 - A7 s A
(5%) A1 1 PCR WEill, 4 34~ H 1k, L2 2 4, bl
JER 6 1R #LL 34, @31 CCyRIH 4> F27
Aor i BH PR AR A AR 5 A AE ABL R 272 , Pk ik
B ) 25 909697 5 SRR G s 0 o R0 L U 1 40 A
i TR B SRS ERI IR YT s B S il Rt
5. QAR CCyR & K 1 B #H A5 1k G e 1 i
TGIT I WD, F2 BRI IR J3 2 W I PR B 3 A 2
AR R,

CML B E B 5 TKI W P36 7 k0 & % (H
BT IAYT I TR E 4518, il B0 24F

b R 2435 1] 0 4T R A B

SRR BN DR SR E ek
Be RV e VRIS JAIRE e ANk i e A
HAT RSB, ML 80 . BUA MG R 78R D
/N, TKUIAYT AT BE— M5 i MR S 3%, (EG B8 1 £
HAEBR R ER W, B4 CML B E IR TKIH
V) P {1 52 27 it A 7 TG B 8 186 0 56 R T 1 XU
L P A Y U P SR T B B Lot R AR
LA A 2, W R A0 1] IR P TR B84 11 97 7 35 R S50 e
JRUBS: o 2z P e 25 R TR 01 i) 72 M e 5% 25 4 R 3
TER ARG 1524, Z 80T RS R R AT B R 550
R TE s A I 10% 1 I i 2157 7 T 85 g
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AT DL3E 2o I i 45 B B, 9T W AFL T s JE I B e
b3 3 G A 5 B, ] A A LT . SRR AT AN
MY BA B ENESWER .. TR A
Gy ifs i MR B 5B TR o C 8 E STIRIfIA Y
WA IR BB B e A R

L i TR -

(1) BB — g T 45 TKUIR YT (EAH
KL A M. WAT7ETFIS TKUAYT BT TR PR TR
TAe AH HAETHLZ R ZA Y7 1) CML B F A 7 i 1

(2) Lotk B AN EAE TRIVEY T W) R i 4%
B I LM TG TKUIA YT A o] 2% [E 31T 00 1 R A7 -
P T R i AUIG LRI (9 AT BE , Lo P e o5 2 I
YT R A) 0 457 1 TKI IR YT o PR b Lok f 3 A 3K
MMR # L it G R 4R 0k o 2 0 5 o] Pk &= TKIIR
J7, TKIIRYT W Rk el 2L . 5 i 8 25 W %t G L4
HIC L5200, 254538 43 T M IR 45 R B8, Lotk
B AT RS TR 1 % 1 AT IR 56 BH v (BE R
WHZZy 48 BV R 4 J8) J5 455 TKI, 5 AR B b
/D R 2 RUN G LAY TKT 277 .

2. FEHME R T i 9 () 5 1 W g
SR XU, N7 3k G AE A Uik 9 OO0 2 AR iR 1T 34 )
i I TKIAYT -

(1) W YR AA32 CML B 5 - Ak T s 1) s
SRR R BT B2 IR, IF 57 BRI R 4R TKT
ACEO AT o X T2 M0 B, S 0] R ikt oy
TKI 535 IR RN 1 TH 22 55 B B0k a] GRS 259 , vl
$99 2R o0 240 3 5 AR R (1) e 3 4 4 I VR 2 AT
YRR 5 214 11 4H M 23 25 AR A BV 2 i 4 i ot /A i
B, ] LLBAT &) DT AR A 4 R e A Lk
J5 AN A7 BN i Tl 2 ) 0 240 e, 4 i 16 8 5 ]
SRS FOT S5 JE 400 mg/d, B % e Tt 24 B AN i
Z ] IR 2 400 ~ 600 mg/d.

(2)TKIIARYT P2t fE A W R A A 3L« 7E 58530
T, PR AR B G LR 7 B T TRIIG YT, ™ Wil
PR O IRIT S LR EN 7 e R IR R A
BT 50 TKUIAYY . TKIFRAYT R B3l .

IR ) 250N B RN 11 7 B

o R 22 R A T B IR ) TR, 24 B Y
AR — 53 B a5 A T 100 B A () Dol 7 1 S i [
B AR i . N R T AR BEAE A OTE 5
HALZ5 YA BEAER , i gl w2 g, I8
I7 N 2 BRI A IR YT ROV L2020 A i
CML 2 Wi 53877 5 ma 10 B S iy Ab B & 154 R4 T

2V R S FRATT -

4 ) 25 0 T 5 2 L7 S B
oo 2B L R A UL L 30% ~
80% ) f# 2 IR {E VT (07T 24 s 2
M RO S I 3 2 7 32 1~ 2 FL UG 1 4
AT Rt TR A T 2 LW
R . IR A R () K 3 - 4 2%
HEVE BRI DTG 0 22 1% 1 SO LA R 25
T

0 L 2490 63 L2 B A D
R ST B R IATT R . RS2 A X
AN BRI G A R0 015 5 R
Sl P LTS R ) 5 5 7 T
Wit e R34 45 TR IR 22 0L JEVS 45 2 8 7 B 3
25 W R 525 5 R 7 B 75 ) 0 L5 S0
CIIBERJ B8 L BR 2 R W B R T ) 5 25
SRE A G I S (% DL L ¢ F TR 6125
FYTRE B . DB 5 B AER B AR G e
A b B JR 0 J2 3 SR T L W SR i
R0 B 25 0 B 45 4 G PR 4
JE TR T SR IATT IR RO K th LT
K885 0 O R 9
SRR B AR R B
ST W I B SRR T 0, A T 1 2
T T R, T % S — L 2 (L
38 T I 8 2 0 11 (0L 280 T 52 9 4 1
2.

CHREE - X S0k

SEEBETENER e LA AN, 1% M T7E B b
PR B FRHE) L RUE ST (P AR/ ) s B aUR AR
R Bt L 7 BT (B D8 42 VLA ) 5 A B Rk B s P R B (2
A0) s ol NREEBE RIS R s 1 AR AR B B (LR 5 )7 P B
R B I 55— PR B (IR 7 ) 5 S 2 Bk o2 B I = e (£ 47 )
e 0% B AL TR I BT (5 42) 5 DAL R R 58 — R B (B R ) 5
T 2 IR e R B ZEAT ) 5 A P REE 2 ) B B2 2 e W) I
By RIS B (W15 B A1) 5 e i RHE R  [R] 5 B o e B )k ) % B
(o SCHE) 5 T RO 38— R BE (R 3R ) 5 TR AR B BE CRIN ) 5
TCAE B R e (RIAREL ) 5 23 A7 e B Jis R I o (X)) 5 B WD
bR 5 — W R I e (2 BT ) 5 i 42 26 % D~ R D 9 7 I g (¢
W) 5 P B S B — B R B B (2 E ) 5 g I BE R R 2 T B e (X
B RG] ) 3 T B RL S BRI CRE TR AR ) 5 1A 5% iy PR R R 22 B I
BEBE (o) 5 AR5 65 B B (B 24 ) 5 LD B R R —
Bt (A ARAE ) 5 b R 030 A2 T2 2 e B I 25— AR BR e CRIRES ) 5
A R B B A i < B e (DR RS R R A s I
5 TN BE CREHT) 5 DU R AA ARV BR e (A3 ) 5 SR M = B 26
—BEBE (AR5 T 5 PE AL B I B2 e (B DR ) 5 Tt B )R
A ME BEBE L) 5 WL B2 e B 28 — B2 e (e iy L 2
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