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Abstract

Objective: To systematically review the latest advances in the treatment of Chronic Myeloid Leuke-
mia (CML), and to summarize the efficacy, limitations, and development trends of various therapeu-
tic regimens. Methods: Through a literature review, this study integrates recent research achieve-
ments in CML treatment areas including chemotherapy, immunomodulation, targeted therapy, cell
therapy, and gene and epigenetic therapy, with a focus on the iteration of Tyrosine Kinase Inhibitors
(TKIs) and combination therapy strategies. Results: Current CML treatment has shifted from tradi-
tional approaches to a precision and individualized model centered on TKIs. The first-generation
TKI imatinib improves long-term patient survival, second-generation TKIs can further increase mo-
lecular response rates, and third-generation TKIs can overcome the T315I resistance mutation,
while the novel allosteric inhibitor asciminib demonstrates high selectivity. Combination therapy
has become an important direction to enhance efficacy and reduce drug resistance. Hematopoietic
stem cell transplantation remains an option for drug-resistant or advanced-stage patients, while
emerging therapies such as CAR-T and gene editing are still in the exploratory stage. Conclusion:
Current CML treatment has shifted from traditional approaches to a precision and individualized
model centered on TKIs. The first-generation TKI imatinib improves long-term patient survival, sec-
ond-generation TKIs can further increase molecular response rates, and third-generation TKIs can
overcome the T315I resistance mutation, while the novel allosteric inhibitor asciminib demon-
strates high selectivity. Combination therapy has become an important direction to enhance effi-
cacy and reduce drug resistance. Hematopoietic stem cell transplantation remains an option for
drug-resistant or advanced-stage patients, while emerging therapies such as CAR-T and gene edit-
ing are still in the exploratory stage.
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1. 5|8

A PR 24 L 1 L5 A — b DA 2R 125 0L 2 T e 1 G A R AR (R L MR, R ¢ (95 22) (q34; ql D) Zh L
FIT ) BCR-ABLI il JE 1K, BE 084 i B4 4Rk B R BR BB 5 R B0 &R (1, 1208 (AL IR sh ki 4 i 7
WS, BEm 51 RAR[1]. CML £ ERRAE A2 BE H 88 R AN i 1 A, AP ok 40 1 s A HH B
F B RERL AN . T AESR, B R BUE PR IIBR . SN Y A S A
YNGR SRR EE AR R, AT T 18R 52Nk B 50 (Minimal Residual Disease, MRD). /M4l
TRIT RS . G AT . RMBAAB RS A 7 B E R IR, JREZRER LRI T2 3
WIT 7. 4, EAAE CML iaYT 7 R R BEEPERZERIT . R BREYT . ARIRT SR
HEWIEITE R L, ARSCHS T CML J6 97 T sk i — 45

2. LEBTT
2.1. BiHRGHZE)
I 2L 20 HHE0VaIT BRI — 2R 250, L9 Findi <o I DNA $01%I 46 2 40 s 5 ) Ak 2K A0y 7
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254, Xt 3 (Philadelphia, Ph)Js oA BH 1t i8R 3 BA B 27 22], (BTN Ph ek, H
K AT e 5 BOU™ 5B BRI R 2F 44k, IO ARBRLEYT kT R, ACR B TR SR U S R T
Pt 00 5] 7510 0 3o 9 39 43¢ G S 3 (R i 1L T4 A5 A (allo-HSCT) U TRAL B 5 %8, 4k, #k— S it kR
FIH 22 ] 5 RUS R BOA B, DA mRe R Rl 2, [RIBHRAL T Bl e 2R3 2 i, LR
/D JHF Bk P 2R SRR M (2]

2.2. BEER

FEILMR AL RRIC SR B 77, 3 BH T DNA & BT A6 48 f 1955, AN B4 BCR-ABL1 4E[7]
PEHAERREE, EANTEEZNE, BRERTER CML &40, HEASSBUmEA RRMFKRLE
[3]e HITFREEMRwPuE S CML 838 1 m AR ILE, H AT AT HRad B B 240 M TSl Dy J 3004
BhiRYT, AR BT %

2.3. Rt by

G725, i = RIS (Homoharringtonine, HHT). Bl g F4%, wf T CML HiG77, (HH
i TKI #8697 759 CML — 203697 B ik . (ESRAGTT 29 Re s 3 MLV 2- 2, ToiiE R Ph+ o )
AR EH T BCR-ABLI G5 [, tHITCVARE S it JE 2 s s S B, AT < R85 1) AR A7 A B s TR
I GR . AL GAIT ZIAE BRIIGYT J7 S b 5 HAR 25, (R T 242 1) CML (1155 39077 5L allo-
HSCT Wb, TiicaFk HHT FHEELE 7k TKI M 245 14E 8852 2 B A= 35 1 00 . RAMIF iR
Wi, HHT 5475 % Je I H AT U [Rl4004] BCR-ABL1 FHAYE4HMIAGSE, JUHXF T3151 RA A 2, HiZT7 %
BAERFFEHT B, 170 70 2 I BB AR [4]

3. REE
3.1. 3t FEInterferon, IFN)

THRME R CML 1R rik#e. Hild B0 BCR-ABLI FHVE SRR 5. B0 S AL Th
Re RFEPLA MR VER « BE%E TKI i) 2 R, IFN-a IEPRIBAL FRE, A ERERB O T, W TKI 24
TEORERZE B R IR, IR N85 R51-7]. IEFERFURITIERS TKI B feidid b
FIVE RIS R OINR R, MR 4L 2 AR Y2 B B A R B35 3T, A e th A inA R
BN, IR AL D RENE IR @ b AT AE N B8]

3.2. PD-1 i35

CML 4 nlidid b PD-L1 RIE ] T 4HDhRE, (CREBORMEIE . LK, s & sl PD-
1/PD-L1 il 51148, 7 SR RIS 73 L0 28 S M bR vh e DL S 257 &%, Had@d BT PD-1/PD-L1 5 5
M, R ERIMORD e R RGN, SEGR T AU HURRE T, AT R ) e BRI AL SEBLRHE
REAATT[O] [10] FHULHEN, ZIEEE CML FEEAEIE M, AT REFFE A0 PTE M T 40 ML DI RE,
TRt RE . 7£ TKI MNZ5(% CML #8rh, GIARAT TR, i A0 A B 1ok 2 SR 0 B g ik
IR ARG R GT PD-1 V6T MJTRL, IX3RoR 1 SRR ST CMIL G el (18 AL SRS (117 2R100, £
PRAU, CML H) 5 2ifyy it kbl . RS0y PD-1 0177 B LR T 400 Thse ik 5 TKI ™
AP RION, (H B S AR R A B AT RE S BUR T N A IRPREE AR R AT BRAE ), HL AT REAF £ e
PR RA R SR o BRIk, ASKRBIE FEAMY T ZEAE CML B hIGHIE PD-1/PD-L1 BRI DhRE, L7
PR UGS A A7 7. HAT, PD-1/PD-L1 HIFIZE CML i) R AP 75 R I PR 56 11 56
k.
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4. EB[EATT
4.1. — TKI: 3% JE(Imatinib)

H—AR TKI 5 & 8 IR AR S35 8RR ) VE YT I B R M . A N e MRE R PE 4] BCR-ABL filte
B RN T, T8 Sl 5 et g A ATP A7, BELIBT S35 T S B 1k, AT 408k 1 L5
Y MG H 5 S TI[12] 2T IRIS PRSI AR MAs R, D& e gt T CML —23697, 1%
W R H 18 A B 32 E 4l i i A% 2 22 ¥ (Major Cytogenetic Response Rate, MCyR)i& 87%, &5 T-4%
GuT IR 7 % [13]. KIABE VT ERE 3 — RS, B S & e v CML 18V B 1 10 FFAEE T2 80%
DA b, BT X — SOOI 5 e A T SR BRI M [ 14] [15] R, #4070 i85 DR i R P Bk i A i
240 S EGAIT R, Hoh T3151 R BCONIETF[4] [16] [17]. KRMALT D E JE KBS Semg IR R E2 ]
REMEATY 2 BT 5T 7 ) o

4.2. —f TKI: JEi&E R(Nilotinib), iXiPE JE(Dasatinib), 1HEFHJE(Bosutinib), FIEE
(Flumatinib)

RAEBGE RN CML AT S B “Hok i 3e s 7, 2458 1 CML 18 R0 & BE LA, (EREHE
WHRMHE— RN, LB BB B EEMEETEE. S e v ER e — A TKI 7L 258 B vh e 3
HRERHNA ). 5—K TKIF L& e L, X 28 =X TKI 2378 b 4+ 45/ 528 7 T 551 BCR-
ABL fIIEPEA B % 1 R A7 e v L, (B B RO AL S 8 R S AR 2 R . R B e — Al
Ik FEPE ) BCR-ABL 15, & T X4 B8 Je 7 7 ety kit 62595 15 BCR-ABL Rl & B H 4 &
SRS v 20~30 %, {2 Be LLSEAR A 25 Wi FE A 8 4 45 S AL A, BE i O BT 5 5 1% S BK 18]
DR JE U — b 2 B s IR, AEHDH] BCR-ABL Rl& 85 11 [F] I 38 nf BT SRC ZK G, X PhsliRs
FIT UL A1 A o EL T S 0 B R A R 1T B JE MR I ik v B e i B8, [FIRE W] #] BCR-
ABL Fll SRC i, (HHFLpik 51800 B B fFEZ 7, PDGFR 1 c-KIT {XHGET B JE i, 1 AH
AT e A, X AT A S L B S v KU AR AE[ 191, BRIE A BRI A TKI D& BfED F451 L
BHAT TR Ak, HHEER T X BCR-ABL SRS PE AN 3R, R PDGFR M c-KIT 06T M5
%, L B PR B BE A0 1 5 AR A AR DR AN RSN, 147 197 280 2 &tk
Table 1. Comparative profile of major inhibitory targets of second-generation TKIs
1. S TKI EZHHEEaxS b

kY N S UCETEAEI I HE
JEW%#JE BCR-ABL. DDR-1. DDR-2 DGFR-a/8. ¢-KIT. CSF-IR. ZAK. MAPKI1 (p388). MAPKI2 (p38a)

kyb# 2  BCR-ABL. SRC F G ¢-KIT. PDGFR-o/8. EPH %1k, BTK
f#47% 8  BCR-ABL. SRC K& TEC ZKJGEHES. STE20 KKl . CAMK2G. ACK1. EGFR
HEEE BCR-ABL PDGFR-f (589)~ c-KIT (55). SRC FKIRBBEFHIHEMEAR)

X HAE R CML S IR KU, Y097 108 2 H AR 2SRRI UR B 2R, DARHLIEBm g . — AR
TKI 5 8 Je — 43R 77 i 30% 1) &3 12 4~ H NI 3 32 259 1% 22 % (Major Molecular Response, MMR).
MR ENESTnd. DASISION 4 LI HL AR % 2 ) [ Bl PR i 8 uE 52, — AR TKI —£R7697 il CML 1844
WEE 12 NH N MMR 23252 50%~60%, FFEALI A 156 3 sl A 333k e (1 U [20] [21]. % T4
L e 2, A TKI A7 e k2 #kk T3151 4M1) BCR-ABL RAZ, SRR 2E M ZIE 50%~80%
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[16]. MEEVEZEMRZ, A TKI EA X 9T 48 TKI B e (02 2), wjeis & Je vl e S48 a0
MAEFLAC EW & e SR ERRARG. WS e dRETERAERESEEHE RN, S5 ey
BEFNH B B4 [22] (23] [RIk, I PARERR 75 EAE SR IT AU [FI B 78 70 25 FE J A T & R RE R O, SEAT MLt
HHIRIT[24].

Table 2. Comparative profile of adverse reactions associated with second-generation TKIs

F 2. BMTHK TKI T B & MEHEXTEE

2 FEEAA RS ARSI RS
BB R O M A AR : QT IIISELC . A1 Bl 1 28 M HREINH] . BRAR A FTIIREH
(PAOD). R IMLPECHERS +  ILHE/ 1Ll 5 Bz I Al
bR il A TR B - s B R A A ) O B ARRL HREME] . SO BRIE. B BB
- B K e A (PAHY) ;IR (P ™ F I /AR Dl ) AT /AR i L AE

LRI 2 N SN = ¢ o TN
PR B AR AR AR B I RE T, K

DERIE(Z N 1~2 HENEOEhIE ).
M/ ARG B2 I, &

MEFHE  BWERMEE: BECRERRRE), Bo. Wik, 2

mEYERE B BRI A CUHR MM 75 FFDhRES &

JUE AR TKI B3R T TR EMRUR B, AR JUREA 254N RS PR 1 4851y At o A\ A PR B
Fl, 2407 NCCN $8 5 HEFE —AX TKI /E A Sokal #4318 f& CML &35 58— TKI 5 8 Je i 52 i
HIR SRR 6]. B AR TKI IR PR S 7 T 1) 4 B34 75 38 2 I R A 50 E . Ar] B, —A TKI #E3)
T CML 6T BARTH g, B AU AL SRR RNR 2 00 T2 G2, NSE I Th RE MR B ER A T B BL il

4.3. = TKI: L49% fé(Ponatinib), BAFFE % JE(Olverembatinib)

£ H ATME—XT T3151 A 800 TKI K254, o Jeisid 51 Nk - B =S NIPELE ), BR%A AL
FBE S 07 RRAR I A (AL, HotF BCR-ABL1 F4MfIE R B T 5 8B e, nlik 2 58 e 1 500
52511261, BHFFLER, WHEBIRIT 2 Eif 25 CML 3 MCyR R 1[IE 56% [27]. SR, HEHM
MM, Wzhkike. ™ BSOS A S5 R 5 ARG 75 1 T DI [28] o T B W A 1) BT B2
B e A sy 745K, TEORFERT T31S1 madm il i FR, K 3~4 A R HAFERF 2£<10%, 3 FRETi
B i~ L MCyR 3K 79% [29]. HFl, =A% TKI FIAZ% 003 M B2 AR LEA77E T3151 848K CML 3,
PAK OO 22 AR TKI ¥8 97 RICEUH AN 32 (03 Je ) CML %%, IR AT Ph + ALL FI3580E97(6]
[7][30] [31]o =AR TKIIEA “J 3580”7 1A “HRGHEACEE” Jrimisdt, AHAESIT 7 b e i i
FIEZ RN s a s

4.4. F8 TKI: FUFEKJE(Asciminib)

B TKI R AL T CML $E[A1E ST A ATP 52 5+ PR i) 2844 U8 15 1R RIS P4 8 . A A E MR
PEEE ] BCR-ABL1 PA G5t AR A8 R 411 7], BT oK J8 i 755 BCR-ABL1 #4578 Ak S EUAS HEH 1
[32]. HAESMERE R A I B, JodLR N T3151 RAFS N 2 Fh ATP 524+ TKI I 25 &, B
H T A32] [33]. R T IXELIGAREE, & 5250 E HER(FDA)T 2021 Filid indEftuig s, A
TIRIT AT T3151 AR A8 MR 2RI e (AR BH P CML BRAE B, DA BRAE 32320 il TKI 697 B8 12 15
P OARFATE CML AR B [34]. FBiF 7C(NCT03578367) IELEARZR Asciminib VEN— Rl BhATT 5%
W, DAFSBIE M CML B35 4k L8 2 167 DL S Hh S B PGE RTR N I OB [35]. R B TKI BT 5
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BRI, TR AN 24 W I RT B A 45 24 7 AT R SR T AT R .
4.5. FEMEER TKI BIELB 5iEHE

BEAE AN RS TKI AR Rl tH, CML RIS IRIGIT 3k Hia = 2% . Wil 7E 1% 2 259 h i B st — 2k
KIGHRITR, REAHZEIT. BN WHRDEREFBUAELZYERER. §h2IT RS EAREN
FHEM, BA—A TKI RSB BT | CML ¥EFEYT FIEEAE, 10 FALEZRAE 85%~90% [7]. {H AKX
TKI —ZIAITE R T RNEE ERER TR S &), A, X — “BEIRER” M3 nies
HAONKIAEA IR, HlUE 4. 2BEH0 ORI K IRE v Bon, = TKI 558 BfEaEfT
WATCRE A EIE RS R E E R3] HIR, AR eVERIERE TKL B AT 2R G R 3 .
ANFEARER TKL A5 A E 7 T 2 a4, fENG R TT o o 55 AR A £ BEmt i Dl £ TKI 2454 .

ANFIRFR TKI % BCR-ABL ¥ X J A8 (17 75 Y6 1 % S thoE 1 5 2RiR 7 (7 B oees . I B et 24
[ WLEAE R, Z2H00] B AR TKT ez, 1H T3151 5878856 — 48 & AR TKI ¥ARURR . =R TKI {98 e
FBRE LR JE 2 R — X T3151 2872845 %00 ATP 354+ P RN 7] 0 380 75 28 g 00861 751) 5] 175 8 A D 8] H gk
REIIEE A0 AT, X 280 ATP S56 07 s TR A TG, 0 2 S 25 B PR A T Fnie (7] IR EE A2 2 1T
B H W BRI R, RURPHEAT BCR-ABL BAHFIX ZASKIN,  HR 8 9848 2R % % )5 48 TKI.

CML 1E R KAV IT g Em, TKI MK R G 9 a st o B8 &, Bl HY
BROCHNEFER, FHTHRALZERT AL TR B8R EZRRHR T, LUk
R, FE 2025 R CML 2378 I, —28 TKIEFENIE T EE RS2 S R &6 )T
BIBGEAIET]. HFHERRE, DT 18 B S 5 T Ao Il PR Y ) SR AF e 22, R IR R A7
ZEEFEN, AT CRREOL W, [ DL K R 35 A O I R SR

4.6. SEINTCIETTE R (Treatment-Free Remission, TFR)IIR . Bk 5K K 5T

TFR &8 CML 1214 B 5 72 SR A5 F0 e VR E 70 122 22 i (Deep Molecular Response, DMR, 8 & X
79 MR4.0 5{ MR4.5)5, 1% 1 TKL &IF hRE4ER: MMR OIRA . X —MES 1032t #REF CML VGIT BARdg
NG TR FFEE A R 5E T SEB A P ], AT ek B i e e KA R R, W RAHE
TERE[36]. ERRZ TSGR EH, 4id>3 4 TKI iEJ7 H. DMR #F4:0f 0] >2 FEr0HEE, 2l TFR 1Y
FRINZEL) N 40%~60% [37]. ZHUr T ERRAETETZ))GE 6 NAN, —BRIh4EFE 6 MHU b, J54:
8RR 235 PR AR [38] [39]

RUE TFR A F, EILAE NG 2 Bk . HARIEK DMR WFEI A $2 5 TFR Ih3%, HE
ZEK 1 4F DMR, BIDRLIEMNZ) 3 AN E 4 s HEEEIERE K DMR Mk fEd, mlae A K N s
PN R EE L TAK[40]. K, T MALAUE DMR RREER A (i {E . H TFR J& 75 #EAT ™% 4
T, o B AT IS AR, X ER T R E A S T IR R R AR I
5. YHBRRTT
5.1. BT E

I M T 40 M H BT A& CML JaT R EF B, MEBHEEARREED, BRI A&
MR EE, BHE 3 ER R IATL 90% [41]. THBEME AL T7 2 1Ak K R I 11 95 R0 1)
MR, BFERKTERRE . HLE TKIRITRAAR, BHEAFE S CML B MR EE M —&iar ks, JEN

& EF>2 B2k TKI 697 AN 3280 25 /) CML 34 7% e s I T 40 A i [42] . ek, Z5%
HEE L SRR R AR T RS EEFASCIAI R, W N CML R85 1 3 7 s I 41 B R AL 1) FELAS

DOI: 10.12677/jcpm.2026.54245 242 s RN PEAL 2 2


https://doi.org/10.12677/jcpm.2026.54245

FEHE, KRR

5.2. REPUESE T MAEYT % (Chimeric Antigen Receptor T, CAR-T) R #h & 4HpRyT %

XTI 25 B e R, CAR-T T kiR EME . B arret 7o R £ TR0 CML et
B, DU VTR B I Te 4 B i 98 /b i 1E 9 3 LR 20 . CD26 FZHZR R H I G (Cathepsin, CG){E 5 Ik 21T
FARA AR AN 2. CD26 7E CML-LSCs Hm ik, $a CD26 k& )5 32 & B W4 il (Chimeric
Antigen Receptor M, CAR-M)TEAA N 715 BE A R It CD26 BHM: CML i1, i Bk LSCs e AtHT SR mg[43].
B0 AW IR A s B = B, B CG B S ICRIER CG1 KB fE HLA-A2 [ 2T CML 4 /i
K, IR CG1/A2-CAR-T A AEIm AR B8 b g 9 801 HLA-A2 BH%E CML i 1M AN 520 1E
WML, I0UE TS5 AKE N s B s T AT M [44] . SRTM, CAR-T JTikim R AL THIIG PRk, A0 BRI i
JR S B B S e . AR AMEAN R SR E R R . b4, A SR IS PD-1 HIHI 5 AT 1
% CAR-T $L A M M, BT & 75 KAEIGIE[45]. H AT CAR-T £ CML H{/54b T 5250 Fr B, 1M
CAR-M 5535 B 40 732 1 I 5 ik LSCs i 245 P R 738 7 1), ARG R 2 4 Ve 58 3ok gl — 20
BG3IF

6. EESRUWATT
6.1. EEYRIE

G A R e ) o e (1] SC 3 & 7 41 -CRISPR AHSCE 4 9 (CRISPR-Cas9) 3 [K] 4 4 43 A 1 368 5k ¥ 1) o B
BCR-ABLI1 il & PR By 2 5 RS 5@, AT v IR A5 48 TKI 67 H H IR 245 P o) . A 5 Jd
PRANSEIGUESE, ¥l BCR-ABLI ) CRISPR £ 4¢ n] &2 ] K562 41658 3% SR 1-[46]. H A%
ARATYAEAE SIZIRBY B, AT5 A7 16 B BB RN A 1% R (M BR AR, B B e R 1 e Ab 75 R IE 25 HE 8 o M R 41K
i #E RGN A CRISPR 5 Al PR B B KA, CRISPR/Cas9 5 48] BELE A7y B8 4 i 6 DRI AL A7 ol = A
PI#), S8R RR BRI RE . HETIESU T K S R B Cas9 A8 1A KBRS %5 B 5 S 88 70 5 5 G
BB, T A B2 ARG A T 2w 200 SRR [4 7] o T %o 255 K] L~ 200 99 - 007 2 A P M 000 R0 P 0 () 18
2 AR M PR AL AU R I TC S 22 A ) . T CE BB XERR /5 T, 4nfelfF CRISPR £y &k 5 Sk
Wik BRI ) CML 400G H2 LSCs, 28 EREhg . H Al 35 5 1036316 B 557 # 8 A AR 1 300k .
TR B TR, (BAFTERENLRE A5 R AR N SR W AR [47]. 5T b T EORAS 19 LSCs, RV 2
S SRR, 7™ 5 R 7RG B S D R N BB R IR (4710 AR dgidik 7 e A VETEAR, (HAEMR e
[r] P A28 R 7 THATD A R AR A [47] o

6.2. RILEILZE5

DNA & FBAL T TR s B [H], 2 2 8 M e W 2 5 4% CML T4 PRI A7 75 A B R BT . R
B AN IR e R AR, R R R AR . RS 2, W R e A e, mriE
] DNA F FEFERE B 4 5 0 364k, RIS 385 5 TR XF i 24 41 B A U I (48] . 4HL B8 11 2 ZLBb AL B 01 )
71l(Histone Deacetylase Inhibitors, HDACi) U 7] 3 i i 15 2 5 1 L BE AL /K, VR R P09 3k 8] 3k FEHE 1)
CML T4iffa[1]. TR, RUMWEAL Y5 TKI A N RS W RIS I R B A R RT . R
WAL AT B IREN TKI i 2. fFFA SR, 20 20%H CML B #H#EH ASXL1 &R Mgt A& 45 5L K 5847,
TN IEE ER ALOXS RiE, Wul FUHE S8, MR TKI FI8URE. EIlmRATHEE
] ALOXS5-BLTR 15 5 B4 ol 10 7% ASXL1 RN SN 24, Hf5 TKI KB 75K Je 72 A8 Bl [ 38
[49] IXHEIRER W E FOWEAL RAZFATEC G HEIANATT, R SCBURG R 100 7 i 24 ()38 Sl o T2 HDACH
WIS TKI RAFHIPERE /1. B HDACI B Rk i 45 & HDAC FAb ik, 7E TKI BURAMIN 25
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2B, PR
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