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[ Abstract]  Circular RNAs ( circRNA ) are a class of multifunctional non-coding RNAs with a covalently ring structure,
playing a variety of biological roles within cells. Chronic myelogenous leukemia ( CML ) is a myeloproliferative disorder originating from
hematopoietic stem cells and progenitor cells. Although the current research on circRNA in CML is not yet comprehensive, evidence
has shown that circRNA plays a significant role in the onset and progression of CML. This review summarizes the involvement of
circRNA in CML, particularly focusing on its contribution to tyrosine kinase inhibitors ( TKIs ) resistance, and discusses the potential
utility of circRNA for diagnosing and assessing prognosis in CML. The objective is to provide researchers with an up-to-date overview of
the role of circRNA in CML and offer references for future research endeavors.
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1.1 circRNA 7E CML &4 5358 1ER

circRNA 78 JUFHEAE (1) £ 2 % R, X
FRELG AT e S A M > R S BRG]
B, TE S A R AE DG YL AR T AL ) 2
£ LA BUE Al A circRNA ( fusion circRNA,
F-circRNA ) " X 26 F-circRNA 7E J5 40 J)0 %) 18 7
RS AR, (HHWTE R AL A 58 4
THAE,

BCR/ABLI El & JENAE CML & hiiE B X E
BER, LR R B A SZ 85 & CML 1Y
FEEWRILH Z —o PR ER, BREAH A YL
RGN e R, 2™ R S e & R
FHIEH) F-cirecRNA'™!, X 28 F-cireRNA 7] LLE 3
MR AR EE , PR R 8 S 80T s 9 &
Ao IS N CML 5 58 H—F F-circRNA,
FE¥ HiAr 44 K cireBA9.3, cireBA9.3 & — A B T
R AL A B S cirecRNA, SRR BCR/ABLI gl &
e, H FJE S BCR/ABLL Fil c-ABL1 353k,
MRITTHEIN CML B35 P 408 7=, Tan %
FIRFFEME A CML A A (K562 F1 K562/GO1 ) i
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JRAGSE A RN ] CML g R, I BT 4 e o 1%
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A H ) CDC25B 2 3k (144 i 48 L M B AIG

CDC25B () ik, I 175 = 40 i J&] 1 455 i 7E G2/M
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G1#, #Rif, circBAL X CML 40 a8 - JL-F- %A
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CRKL) 4wt CRKL 2 2 —MEUEEH, Coh
FE NS AR IR LA FZ0E ™, cirecCRKL J&—7Ff
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circRNA. 32 |, 1 BCR/ABLI G4 L8 72 AR 1
circBA9.3 il F-cireBA1 EHIEI 25 T CML 19 &
A=, IR E AT %A 7KF 5 BCR/ABLL mRNA %
SERMIAFAEE YA, FrAJE F-citcBA1, 7EZ5d
RNase R B AL PR S5, HAG N () T SE M T BCR/
ABLI # s A, X & F-cireBA1 {E & CML 1912 Wr
bR R AL TRE KR R Ik, K2
Z: 5 CML 1Y circRNA JFIE &85 (77 1, i
JETE CML Hy B FR SRk A . B P I — T AF
TR, CML H£EFH T AY hsa-cire-0017884 ik 5 1F
HOM IR E A LI B R, @it ROC #h AT,
hsa-circ-0017884 HEA ZL X 43 CML PR 2H 5 % M2,
FKHHFHEES CML B AAEH X, I, hsa-
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TKIs B3] ABUEE T CML BIGI7RE=, BEFk
HT CML B E WG, fERERENT, EEg0
eI R kM Bir. SR, DBURFIRITY
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3 circRNA 7 CML zZ5hpI1EH

3.1 CML R TKIs F=A R 25 1L

ZH RGP BCR/ABL A JE DR 38 o i 2 TR
SRR T AL CML ik A= &, Bl
Sy TR YT LI R B, 7R M CML (1)
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B, suBRAREER) HERH R4
FEGE T, FRESE A% TKIs Al fE £y Ak B L0 i
JE5rF RN, W46 J6 38 B ICIR YT G2 A i E]
SRIM TKIs FTR 245 1 (] BT R & CMLIGYT A 2
I PRBRAR . E AT E A 25 ML 32 250 A A2
BCR/ABLI1 # A5 i 245 A1 BCR/ABLI AR A M: i 24
£ BCR/ABLI 4 6 4 it 245 HIL i ', BCR/ABLI [
TR ZE AR 3k 28 A8 2 T BT 25 0 B R eAb,
BCR/ABLI i35 . ¥4 DR HAth 5848 B gl ik A7
TKIs ifif 25 P v % #4E . BCR/ABLL JE 4K #i 14
BLT 5 K 38 3 R AR R v L B 25 ia
B SR BE RO L S s A AR A R
g RS = AR TKIs 4485 8 v] 3% BCR/
ABLI AT 25 (€045 T3151 2678 ) &S,
{EATS A — &8 53 /34 7T fig £ 7E 5% & J'é 7 BCR/ABLI
MR 25, PRI, F— 25 e B TKs i 2 19 55
FHLE], IR B Db B SR TS, X
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Tl CML B F TG 22,
3.2 circRNA B3 7524 miRNA “¥§43” 25 BCR/ABLI
xR

circRNA 7E AT 3L R iR F L Rpe i i &k #E E
ZERVER, AR 2 2 v 2 W B R T miRNA (9 3)
R RE I [ AN IR ) B RS RN B HOR 2, il T AR
E RS FOIR S5, cireRNA A2 9% miRNA [
fifo AHRC, EATELE S miRNA, BHIE miRNA
FF T AR, M6 miRNA 39815 19 Br A A ]
TS cireRNA 5 4 % 2 1 57 A9 mRNA 38 4 25
4 miRNA, JE i circRNA-miRNA-mRNA %], X &
e DR R 7 Xz — o XA H 15 circRNA BB
IR T mRNA R IE, S5 2FEn &4,
Lu 25 (L EE ST T cire-0080145/miR-203/ABL1
Fl circ-0051886/miR-637/ABL1 2 APz S, &
P circ-0080145 Fl circ-0051886 3% 2 Ft circRNA 7
K562 S jedu kg ik B, el i
] miRNA, J75 ABL1 #45%, #iflkiX 2 Ff circRNA
RERAZIN T BCR/ABL1 25 (1535, i circRNA 355
KN4 FHH IR, cire-0080145 Fl cire-0051886
B 25 9 7] fi i 1 miR-203 1 miR-637 F3E 15 1E 7,
20 ABL1 3236, HEIMT- S 30 CML A 4 5% e i
PER R A BRI, DY — TR ST AR T [ A 0L
R, IAH cire-0080145 S i miR-29b K315 BCR/
ABL1 923k, 1 dF miR-203 ™, miR-29b fig 1% 41
i} BCR/ABL1 mRNA #3584, FHAEfEgE4mp s - ny
[ B 0 HAh, miR-326 W #IESE A cire-
0080145 MY ¥EFRZ —, circ-0080145 i iz I 15 miR-
326/PPFIAL HlifE A s et 25

circRNA DBEIEE B 4%, BT REIE N 3E 4
P59 RNA X502 4 miRNA, 10 B4 miRNA
O] REAE [ 2 mRNA $6SRA, G, ARMER
i ST IY cireRNA 51E G CML 1697 I 25 P 19 i Ul
BLHI, 75 2 IR B 5 38 ) B 3 26 53 4 431+ (]
A EAEH
3.3 circRNA i/ F HWS 5 TKIs T2

F W58 2 A% A0 v 7 — ol 4 L S A AT
PR, RV MITE S 77 RS 0 S5 T I AL A
DA B 5 B 200 L P 25, X A AR S RN A Ok
T R =0 TKIs 958 e gtk 3% BCR/
ABLI MM it 25 AL B B B, (0 — e ]
A2 1EAE 85 & & Jy BCR/ABLI JEAKHME MR 24,
YRR Je 2517 CML 40 A AT LA o i 2L 3 B ih 2
ZHE ] ( mammalian target of rapamycin, mTOR )

(PP E S 3545 BCR/ABLL JEMRH PR 21, 4
f& mTOR Ml GEME AT AW, RS
mTOR F F W R0 75 T 58 A #[7) BCR/ABLI AR
PRI ZGHL R AR W5 | ) TR YT e o

Ja 8 A W ) — A T B RO IEE 22 TR | A
PR P18 ( UNC-51-like kinase 1, ULK1), ULK1
5 ATG13 Fl FIP200 JE i 52 & 9 913k 3l B W A 7%
B, ULKT 35509 B WES0E 5 5 7] %2 miRNA
2, Cao 2" I BF 5% K I cire-0009910 3 3 2 [i)
miR-34a-5p K J#45 ULK1, miR-34a-5p AYF0HI 5L
T cire-0009910 BB XF KS62/R 2 i I8 T F1 4 W Y
R, XSZE R cire-0009910 3 s ¥ ] miR-
34a-5p P75 ULK1 S0 F W, M CML 48
Ji R G O SR SR T 2 B, A R R T 24
CML 424 T AE R A

AN, —FPiE E SIRT1 HE K 1958 Y cireRNA,
Bl cireSIRT1, # &AL CML o i, cireSIRT1
fig B4 5 EIF4A3 454, JIF 8 EIF4A3 4+ S 1
ATG12 5k, 52 A7 5 385 Je it 245 1 A 13 Wi /K
YT cireSIRT1 ZEIA T H MR 257 A eAE
BARE A — AN IR IT L AL, R TIRYT I
JETt 245 CML 828 HAT S22 A IG R (E

4 HESRZ

HAT, $EIF IR IRIRYT CML A 50
hZ—. MEBARMIELRE, circRNA 7EH—Ff
B AE SRS RNA FRRE T — S H AR o 4.
FeZ BIESEE I, cireRNA 7] A3 9875 A& A=
ARG RS A, 7E CML 40M8sE . LAk,
DL CML 287 . FUS PEAR . ¥ IRy 2
P R R EEAEA, ARG B e 8 TKIs fif
Zhrh, SR FRIAAY cireRNA T8 1ot 3% sl il e 5
FE CML T 25 W () 4y Tl %, B Rl N i &
F, P77 BCR/ABL1 FikK52M CML AT 2454k
circRNA 7E CML Tif 25 9 4E FH B 245 3 T w0126 15
R, HAEENEYREDRNGTTH S,

SR, HRTFRA TR 5 CML s it A TKIs i
2 AH I cireRNA 19 (R 20 285 9 4 I 4% B LA 56
PURIAY TR ARIEER A, X cirecRNA 78 CML H4E
IR H FFE— 9%, B, cireRNA B4 H il
Bz G—hnif, FEWFIE N R Z A HAFE R
HEST— AT Y cireRNA TEBEGE R, FEiliete
B 1 2UR5 5 cireRNA {5 800 808 5, b ifEfk
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circRNA (145, 7 Bl T 4E =7 0 1 67 B A28 3t
RIRCR, HIK, EAR cireRNA FYFRIAKEE W ESE
SERAEAE G, (IR s Wik S i R
FRE S AT Tt — P AE, IR ZHh circRNA
e, SS5ERCHAEYREYWEA A, ke
SEFEWNE. B, RE HATXET circRNA 16
CML g fiff 55 K 248 h7E HAE R miRNA W4 1)
e L, (HX—EFMLHI A 2005, [FRT,
circRNA 1] i AT Hofh 4 & BRI FAAR X, (H
IR — SRR

25 B iR, circRNA fE25 CML B 58 H i9 — 4>
e, HykhE R, EFEEE 2k
B AR B Hh 0 LR AL, ARORIFR R 2
FIARCIEIR A L . AN T | R 51 A 45
Pl R R TR, ¥ RHEARE MR, FHRER
FFRPEN cireRNA AE A=W AR G, DAAE 5 47 b
BT CML B2, 1697 XTSI
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