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B Z: Ber-Abl BARZHARX 9T L EKE c-Abl KB L 22 5 % & 4849 Ber AR Hirakemm, %6 ek
4% 4 Bor-Abl TT A i F A K @ f gk 9 & % . Abelson £, & f % & (A-MuLV) = —#bif 45 F 9k &, 2% A B v-Abl
TA 5 B AR E 4% %L Ber-Abl 58 R B fe A-MULV 5% & 49 25 B 45 5 2 & ik Abl & @ (Ber-Abl 4= v-Abl).
Abl BEGFFHBEAL % 5 FHSFERYFEENEINM A, X8E T4 FEK T 203 JAK/STAT/Pim.
PI3K/AKT/mTOR #= RAS/RAF/MEK. 24k, Abl BE GO FFMHBEALLE EEEZTHTFHRERFFTEN, A
B KRR % 25 RNA (INCRNA) 4953 % £ A A k. P af Abl & 3L B 4T F £ %49 3 543 Tl R AT 4234,
HNBAE M. el ATFIBNEZRORLEMNBLEGXFZ, A Abl PRI IE 69677 RAET #%

: Ber-Abl, A-MuLV, 125834, MG, BSEFIRHS, IncRNA
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Abstract: The Ber-Abl oncogene is produced by the reciprocal translocation between c-Abl gene on chromosome 9 and the
Bcr gene on chromosome 22 in human genome. The encoded Bcer-Abl fusion protein is responsible for the pathogenesis of
certain human leukemias. Abelson murine leukemia virus (A-MuLV) is a retrovirus that could lead to transformation of B
lymphocyte in mice, and v-Abl is the oncogene of A-MuLV. Abl oncoproteins (such as Ber-Abl and v-Abl) play critical roles
in tumorigenesis of certain cell types. Several signal transduction pathways, including JAK/STAT/Pim, PISK/AKT/mTOR and
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RAS/RAF/MEK signaling pathway, are involved in Abl-mediated tumorigenesis. In addition, Abl-mediated tumorigenesis is
associated with mutation or abnormal modification of key signal molecules as well as dysregulation of some critical long
noncoding RNAs (IncRNAs). Here, we review the molecular mechanisms by which Abl oncogenes activate three major
signaling pathways, and provide a scientific basis for therapy of Abl oncoprotein-induced tumors.

Keywords: Bcr-Abl, A-MuLV, signalling pathway, cancer, tyrosine kinase, IncRNA

ARk, EFXFE Abl R 15 S IR 1 4 F
AT EEEHIR T X Abl 3046 50 A9 A 5T 5 I
K, IR FEAT . (BANZERI, £5
JERARAEFE—E R B . Blan, Abl g3k R AT
A AR 25 58 A8 LI kR 25 W SR I 25 G, T
WA FEEETH AL PG 1 . BRI, VF 2 REST AT BA
¥ BO#E ) Abl 55 TR 2R s ST,
LSRG IR 1 57 S . Steelman MR 5E %
B, Abl 3 8 (1 HLA R Y 3 E 32 1R 1 S R U i 1
P, WRRELE L K, LIRS A aE . i
IR TS, BB TR L . ACss
B TSR F NI, X Abl 55 AN
345 5% (JAK/STAT/Pim. PI3K/AKT/mTOR.
RAS/RAF/MEK) 11 Ak 1 1 8 2 i 8 & A 2o it
PEATERR, A BT 1% Abl JiE 3 R S b & A
(50 FHLEE, ST HRIAYT M (0 S S R P
HERl

1 Ber-Abl BEEE A-MuULV &

1960 4, Nowell 11 Hungerford & ¥k M 18 14 i
M IMH%E (Chronic myeloid leukemia, CML) H
AR A MR ZR T — K550, #WEn
22 G fh, w4 o PR @k (Philadelphia
chromosome, Ph) . [fij5, Rowley iER] Ph:{q
EMIEREMT 9934 Y c-Abl FEHFIALT
22q11 Ay Ber FEA, 4 t(9;22) (934;q11) 5 fiifid
FHN W 2L L R R A, B Ber-Abl kG
SENBL Ber P2 RN R BRI, R
s HAT GTPEFEE . Abl J&—FhEs & IR 3L, %
1T A0 MIAZ AN AR L B 22 18], eV 2 H b Rk
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FEIEH BT, c-Abl BEAS AL 38 A B Al ¥4 1 A=
KR F-3Z AR5 5, 572 1) 24 - 2 45 A R L At 24
B U e o A B (07 1 e Sk B A5 55K Ber/Abl
EAE 3 MORFERIES: pl190 Ber-Abl, p210
Ber-Abl 1 p230 Ber-Abl, FTAg i3k S6 8 H AT 21 i 7Y
Abl BUEEIEPE, AT LAE S G 20 B R R A
CIV - NGE ISR

1970 4, Abelson X ) Moloney B 1%
J% 5 (Moloney murine leukemia virus, M-MuLV)
SRR/ IN B TR 2 PRVJRE v 0 1 M — R A B
RIS S BE, 44 o0 Abelson BRI 9 975 BF
(Abelson murine leukemia virus, A-MuLV)!®,
A-MuLV & —Fp i IF 4 RNA R 8, AEIS 5/
Wk L 20 e £, S35/ L Abelson [ LR A4 & AT
A-MULV [R5 PR BT RE 8% 76 1R A 1 bk T 97 1Y
Pl R AR, JFREEIRIME B e . . iR
DL Ok B8 £ 4k 4 e Fn 3 o 240 M9 9 4% 4k, i B
A-MuLV F ALk E 40 B A AT B bk E 40 B Y 4y
iE® v-Abl J& A-MuLV 9 SE, 76 A-MULV 5
BV AL i A-MULV 1) Gag 3 PR 25 46 40 ifg i
FEFE I c-Abl 1) SH3 XTMIE k. HIt, v-Abl GEfE
P — A A-MuLV Gag JF41 . SH2 45 #4381
SH1 (MEZAPRIEEIX) MRS . v-Abl 1 F
AT F AN AR, BA R A 1 R
PRSP, AT LA AN A 1RO

2 JAK/STAT/Pim £ & & &

2.1 JAK/STAT/Pim ES@EEHE /Y
JAK/STAT/Pim fa 5 H 4 NEEMSH
e Janus % Z(ERIEEE (Janus family of tyrosine
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kinase, JAK) . 15 5§ S F¥E 5L 0E LA+ (Signal
transducer and activator of transcription, STAT).
2 BRI AR B Pim 0% (Proviral insertionin
murine, Pim) FIZHR 75 561 K F (Suppressor
of cytokine signaling, SOCS). WLzh#H JAK
KRN 44~ 1 JAKL JAK 2 JAK 3l Tyk2!™H,
JAK A 7 A RIELS IR JH1-0H7, b JH1
HAMMEE. STAT Kk &%eh 7 4R
STAT1-4, STATS5a, STATSb fiI STAT6, 34
£ & e R ST . coiled-coil Z5#44 . DNA 4%
FAVIER | SH2 45 4 3ok 1B S5 i 14 5 S5 et 46 Ay ek 12
Pim R G 3G Pim-1, Pim-2 DL J
Pim-3, Pim-1 JEE R FIZE/EHRN M-Mu-LV [HTH
AN ST A B, socs K HATA 8 4
MG, 439l CIS, SOCS1-SOCS7, ‘B AITHY FhH]
BUESA —AMRSF SH2 2558, 1R 3 — RS
%5 k18, SOCS Box., SOCS Box [ RE 51z 1k k%
G, R REEZREBMARS. X4 SOCS
1ot SH2 48 by b i A [X 5 5 40 43 1454 )5 , SOCS
Box Al LI Elongins B/C. Cullin-5, Rbx-1 %4y
TEEE, T S 4 T R i

JAK/STAT/Pim {55 38 % 5 F2 A4t i 1R 52
KB IEAZ S 515 S JAK @t g 7531
SZARLE A OEOE , BTE Y JAK K STAT R5E 240
JL DR 52 AR A LB R AL, BERR LAY STAT JE AL
[ R al 3 SR R AR UE AR A, IR sh— R A3
R s, b st ok i SOCS ZE R Ry
BRI T T JAK/STAT/Pim {5538 g i e
WEIEIESE , TEVF 22 520 DL K 1 1l s A bk L 98 45
i sga 200 B b, JAK/STAT/Pim 15 538 B 0 3R 2080
5 H R A R R R e
2.2 Bcr-Abl. v-Abl gE#%if#Z JAK/STAT/Pim
ESEEAE LS EMENAE

Ber-Abl V5 422 1 Ab 14 1 32 14 i 22 R T g
BH B B SHL Bl e, 161k JAK2, JE&
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HCOHL X HE— B AL STATSIY. AFse kR
W], STATS B Fi% 22 R Wi R Ak s v] USRS T JAK 2
fIMEAL, TR BE Ber-Abl BEEEEALIE, S Ak,
1 v-Abl 7] LU#15 JAKL kb TH2iE ALY K F
HETT AL R e 11 STATL Fil STATSM, 05 4L 1Y
STATS, wlial e SH2 Z5#3, 55—~ STAT5
R AL ik A R AH B R B R Ak,
Mg A%, T DNA Z5tk, JEE T
W DR LA Pime1, Pime2 JE R 9 253k 120 ) s
A BA B IR 478 H el FAB 75 Ber-Abl . A-MuLV ¥4k
ifarh, TLAEN Pim B — DRI T 8
Pim R IL Y el FAB itk T 5'UTR HA & 24
TRAERI ) mRNA BRI A0 b 5
T, BEMIEEE Abl 9 11355 0 40
#EAREY, Hob, Pim-1, Pim-2 #5034 elF4B 1
Ser406 1 Serd22 {vi i BRI K-, H 3 2EHER
A 550 elFAB Serd22, 1fii Pim-3 X} el F4B iR
LEIVE AR R Brib =z 4h, elF4B i Al DLk
PI3K/AKT/MTOR #1 RAS/RAFIMEK {55 %1%
W, E A S RN R T AP E A A
EHAEFDIRA R, SOCS # M Al LA i L SH2
XZ54 JAK FIZEME IR 7320k, seqe il STAT
52 RgsE, S5 STAT AHewl JAK w1k
k. [FIE, SOCS 2 [ Fl H: SOCS box 5 Elongin
BIC E6W%4siG, M SHMEREAMZEL
Fff. WA, SOCSL 1 SOCS3 Al Fi| FH H g
il X KIR (Kinase inhibitory region) 5 JAK F$#%
HAE, T IAKs fEEE P BEo %M,
v-Abl JEE AT BEERL SOCS-1 LI RH: fa 4y
JAK HYIHRE, (175 JAKL 4b FHRELE AL Ak 29,
FATEIBIFFE A BAIE % PR, Ber-Abl Ji 25 1 AT DL 1
Wil 1k SOCS-1 fi Tyr155, Tyr204 F1 SOCS-3 ()
Tyr211 I H L 2 fETT JAK/STAT/Pim {55
WERINEE, MBI T Ber-Abl /R4 IYHL
B peAh, FAm RIS Bk, A-MuLV #
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e g e, 2Rk B/ Pim-1, Pim-2 St nf
M R AL SOCSL T 55 4 M Fy S5 b e 241

JifgRg 1 A 5 At R B A A BB A TR R A
EEUICER . MR 046 %0, AT e 2n e e
B8 T4 DA ) 9 2 A 4 B A2 ML 1
H A1k 15 5 . de Groot Z51%°17E % 1k Ber-Abl () BaF3
e & B, BT T- A Bel-xL MRS 37 F
FETEZ A STATS 45 G, 16 1Li) STATS n] B
5 Bel-xL sl FAE A shiE k. Yang 5P
ST 4iiE , Ber-Abl [HAEAR ML, FF2E0E LAY Pim-1,
Pim-2 J i 4 n] 8 o PRk el FAB, fnt SHiid T
A mRNA (41 Bel-2) BB, BZinS g
KA

3 PI3K/AKT/MTOR {5 & %

3.1 PI3K/AKT/mTOR {55 @& H &
WS UES 3-4 (Phosphatidylinositol-3-kinase,
PIBK) FKEH Z AR R, AT
IR 50 | 28 AT R R 2/ e -3 N 5 R YA
BT A AR I SH3 S5 R . T L A% X ek IR
IRZ5 5 (BCR). IR & £ X interSH2 (iSH2)
23 WA S N FR A Sty SH2 25 Mg 4L A 290 T i A W
FeALE pl10 WAL . RAS Z5G. HELs
P38, e BB S e 3R . PIBK Y35 I 5Lt 35 5 11
MBEES 6, AL B AT O Ve . 22 R
TNE R E LG (AKT) FE FEAHE 34
AKT1, AKT 2 fil AKT 3, JH: 3= %2 ply 42 3 iy () 90 1
X (Pleckstrin homology, PH [X). Ha] @i X
TR B v (1) EE TR R XA A . b, R X AR
MR A&, B AR OCHEE I BE M AE AR, Ik
Wtk — Z 5 SR, FHinE R EIL s
#0,5 (Mammalian target of rapamycin, mTOR) /&
— L AR E NG, BT PIBK SRS, 1
AR AR R S PR 7 4E, Bl mTORCL
S mTORC2, p70S6K ¥ fiff /& mTOR i i T Ui 1)
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— NEERNS T, HAZN RS, AT
mTOR  Fl#% i Mk WL EZ A1 3% i - (Phosphoinositide-
dependent kinase, PDK) 19 £ F F i i 46122,

PIBK/AKT/MTOR 1553 [t & — 4% Fh 241 it
W, FYIMESEIENARNGSE SRR, 5
BE . B, REEH . AR RAIUETAEA O -3
ZA . Grb2 fll Ras %5REE 5 PIBK 454, (HILAA4H
JL B A% B AR R3S , e B =4 PIP
1 PIP3, Hirpr, PIP RN 4n PTEN FEf# , 1 PIP3
5 AKT 458 05 PDK , 330 AKT f30E I fdi H
s mTOR Z R ™. PIBK/AKT/mTOR 15 %
B 018 S T S g . LA L O LI A Ll
5 242 2 ol 8 11 2 A A 129300

3.2 Bcr-Abl. v-Abl gEfi3iA#E PISK/AKT/mTOR
ESEEAMELLESEMENASE

Ber-Abl i 2 R 4 Bl 7E Grb2 Z5 181 B 2 1 A9 1%
B, BERSHLIG PISK M 5 21 40 i B 0 4 B
WA, JFEY PISK iy p85 T WAL A, B
iz b pl10 i Ak 7 JE v ok I s Ak, B RS
PI3K/AKT/MTOR {5 53l j& B4, HF5iEs v-Abl
5 PIBK M SCHEA L& Ak, (A ELARTE L AL A
TEHRZR A, 235 (b PI3K, H pl10 fifh 1 4k
SN BERR L LRE —BEIR (PIP2), JFis Hukizfk
A PIP3, PIP3 (1) PH 2544 5800 T i 8 4 AL
ENLE, AFEESA PH 45 AKT 5 PDK1
DT 25 A0 B R B AKT 958 42 TR AL 5 % PDK
K25, PDK-1 HEEMd Thr308 {i i iR ik, i %t
Serd473 i T HIEVEA, (H AKT 1 PH X 5 PIP3
SR IR W SR AN A5 AR #E T PDK1/PDK 2
EARIIER, BOE Serd73 i S B R 1L 15 11
A AKT 1Y Serd473 1 Thr308 # 4l B2 1k A fig
Oy AR L gl

IEFEEAT, TSC-1 Ml TSC-2 Bl — Rk E
&Y, Ml GTP B Rheb 3% 1, i Rheb Jj&
mTOR i k. Ir 2575 133 2R 11, IRt TSC-1/TSC-2
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TEIE #5500 R 36 mTOR BIZhéE. 24 AKT i1k
J&, E Rk TSC-2 1) Ser939 Al Thr1462, I
il 7 TSC-UTSC-2 ZAWHITE K, MIifEER 1 XF
Rheb Fy4MHIMERT, #75 mTOR #EGE", Wik
() mTOR 7] F— A ##7f p70S6K M. Ber-Abl .
v-Abl B LA, p70S6K S AT B 1R 1L
Y elF4B [y Serd22 fii 5%, % 4h, AKT s al
AT 22 8 1) Akt/mTOR/p70S6K #4211 2
I EAEREIR L elFAB 1Y Serd22 i s, fRiFAHC
mMRNA B EIIE, BB kP,
3.2.1 Bcr-Abl BEE M PI3K/Akt/mTOR {55
T8 I VR 95 ) 40 B SR B AR AR LA R BT R

Ber-Abl 53 PIBK/AKT/mTOR 5 518 i 1Y 7
SpiE Ak, vl DT P AR 2 4 4 R A A G
oy, SEM4ak AN, A s, R
V53 R A A

55—, {EIE AN R B IE R R Cyclin fO %
5. deMattos 2B s, ik Ber-Abl 1y
R BVL73 i, &R AKT G nT i oo i
fb FoxO3a, il By A T i % s il Bl Bel-6
eIk, AR 2 20 A SR 40 1 R 45 R CyclinD2
(% 5% . Prabhu Z£B8ESE, £ A Ber-Abl ik
B4 rh, WAL B9 mTORCL W i i i 1R 1k 9 5
MRNA BPFE GRS 4E-BP1 TE M, ®&
Tk CyclinD3 mRNA 1 B, LA i 40 1 Ji 1A
HEFE

55, Al A0 A A SO 4 R R Rk
Gesbert Z:1 5y B, £ Ber-Abl FAYEZH I,
TEA R AKT S, AT 38 5 400 i 24 ] 300 0 ol 4 1R
¥ p27 FRIK, RMERHXT Cyclin D1-CDK & &
P wIVE R, RN i Gu/S AL AL i A,
S 2 T A4 LT S AR
3.2.2 Bcr-Abl RSB0 PI3K/AKT/mTOR {5 &
T8 PR B T R AR R R DL R TR B

4h, o Ber-Abl #Z2iEL ) PIBK/IAKT/
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mTOR {5 5@ i, wnld T 3 For bt
AT M F, SRR, RAA
SR A

S—, PIAR R T3 R A #5 5R . FoxO Bt [
FRIEFBEACFETAMIZEN, L2454 B4R 50
SAE TGO SE Bim S5 20 A 8 1 AH & 3 X i 5
. Essafi Z:1*07EFik Ber-Abl 1 BaF3 4 g i &
B, WEAE Akt B TR b FoxO3 % sk X 1 fift
Z SHAT- S AR 14-3-3 MLE A TS e 40
RN, DA b A S A 08 T e it

55, PRI T Y 4 . Carayol 1Y
JESE, fK it Ber-Abl R52236 K1) p70S6K i fiff 1] 8
iRk PDCD4 Ser67, i Hyz ZbREfR, b
eI elF4A FEfG R IG R E A4 4 F
elFAG, fntbti T8 H & .

C ORI i s e = RIS ERETR 9/ € 1)
1. Trotta 2 M gL 5], fE4£ 15 Ber-Abl HY B
RN 2 b, 77146 p53 T 5 MDM2 (p53 1y it
W EN) BE KBNS, WHKE Ber-Abl
FREETE AL I A B A ST 50 7, TR 1L
P53 WM FE 1T MDM2, DIE#E p53 A2 i,
TP p53 A S AL JE T o T ZE ML Z I,
Mayo 2132 4iE 52 MDM2 2 PIBK/Akt i 72 H AKT
MY . LAWY, AR Ber-Abl
FREE by AKT WA 7T fgid o w5k fb MDM2
PAVATE ps3 TG HE, AR AT, (A
BLHI M ER B . Ah, Neshat 2144V iE , Ber-Abl
BHE 20 FP S AL i AKT 0] R LB 4G 5 Bal-2 5%
Bel-xL 454G M T-HIAZE 1 Bad, fiH 55T
S5G R 14-3-3 485G, RO & M TR
1 Bcl-2, Bel-xL, &EFITA/E .

4 RASRAF/IMEK 1% & &

41 RASRAF/IMEK {5S@IRaIE /Y
RAS FGEIE 3 b, 4058 H-RAS,
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N-RAS fil K-RAS, & THIMIAE M, 1F 15 ol
A5 GDP 4G WAETE MRS, 5 GTP 46 A
W75 S AR A0 RAF e —Fh 2 R 15 AR R
[, 4 RAF-1. A-RAF #ll B-RAF =fis# |
HATHF U 2 1Y 2 RAF-1, HAEANMI5E . Hid
T-HAEE/EA . RAF T4 54 CRL,
CR2 fil CR3 3t 3 MASF X, CRL X &I fb Y RAS
5 RAF & IS A 0 2507 ; CR3 X HA
AL IhAE, fES NUF MEK JEZS A, IR
k. MEK 43 MEK1 f1 MEK2 #ifh, J& F/b
B I T 24 IR R I 2 R/ 22 % R WU EE R S 1k R
WEO, Sy oM A —BEE S IR K,
4 RAF 5 MEK H45 430407 .

RAS/RAF/MEK 5 5l & & — A0 5 5 5%
S, Rk A 2R I Z AR L

RN G SR, W B R MAP
T 4%
4.2 Bcer-Abl. v-Abl & 1% i84F RAS/RAF/

MEK ESBREELUNFSHEBENLZE

Ber-Abl 5 RAS Z[RIfE 1 — 43k 1 i
T ES, W Grb2, Shc %, HrP#FsT i hix
ABZ Grb2, @t SH2 4555 Ber-Abl
W Ber Y Tyrl77 (i sss 4, JFadH SH3
ik, ST RSN F Sos 1l AR & )7
Y 4E4, B Ber-Abl-Grb2-Sos £ 4%y, ki
RAS-GDP ##: }y RAS-GTP, %1k RAS M, LA
I3 RAS/RAF/MEK {5538 %18 11 v-Abl Il
5 Shc/Grb2. Sos i, v-Abl-She-Grb2-Sos & &
Yy, BETTCHE RAS G,

RAF 1) CR1 Xl i 5 RAS 254 i i 5 4E 5|
YA -, IFAE V0 KW AL Fn Z A R 71 & 2%k
TR, X A e i R e e AR
TEALJE B RAF 5 MEK & 7 ifi 2 R 1Y — B X Il &b
&, BRI CR3 B X 8RR fb MEK 11 22 24 iz il
SRR R ALK R O MEK 8 T/ A 0 W i
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SR , T ERK Y S 20 B8 F1 I3 2 B W 18 5 6L
R AL T A HLE ) 3% AR ERK AT 7E PDK 1
S5 W (S B R BN RSK ., WFST M, Ber-Abl
M v-Abl FeAbAnirR, RSK i T H B R 1L
elFAB [ Serd22 fii i, fEH#HAHIC mRNA Y HHF,
AR R EP, ETREBAE Bd-2 %t
JHT25rF 1 mRNA, A1 SE ik — B B IE

5 RE&EH5RE

Ber-Abl BRI AT A-MULV 5 #5175 S iR &
AR R S A e R, RN
£ R 398 BRI TR DA 0 ) S RS L A T BA
SRR BRI, HCi Abl (40 Ber-Abl v-Abl)
FREEm Ak JAK/STAT/Pim, PIBK/AKT/mTOR,
RAS/RAF/MEK {5538 % 7] LALJE il Pim,
AKT. p70S6K . RSK # i 1) 2L [F] JiIE ) 73 el F4B,
DLt nss 5'-cap HA K 2% 451 mRNA (2
T — SR e R R AT T ) R
PRIV TR A S B R AR T (7 1)
AN, Abl 3 E 75 T 0 e A RO AR T
el FAB, 17 12k 141455 40 i ] 390 R e 200 B 08 1 %) R 56
A AR A A G S A R T, S A g A
B R BT R T R (1 % Ber-Abl
P LR A-MULV 5 5 5 09 IR & A= i #E k
FEREEAEA, AT FHKEEIEZ5IS RNA
(Long noncoding RNA, IncRNA) 25,
Guo ZEPUSUFIH] IncRNA 2 151 85 F 4 AR 075 2k
THARBERDADEHIKB Ber-Abl 1)
IncRNA, 43514 IncRNA-BGL3 il H19, iR AW
58 K B, INCRNA-BGL 3 A LIE Ay 5 4k 9 I RNA
(Competitive endogenous RNA, ceRNA) % PTEN
3R, SRR FEIEEDIRE, 20 Abl MR 4 i
AP T LR AN IE S A R A4 . T4 H19
RIS Abl FA LA PE T, I B0
1o S 41 L R R P R A K . BRI, FRATT Y
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i \ IncRNA
RAS PI3BK  JAK |~ SOCS
' | !
ERK mTOR < AKT  STAT /
¥ v I

RSK © p70S6K Pim

J
@ elF4B ®
—

Uncontrolled cellular proliferation
anti-apoptosis

v

Cellular malignant transformation
B 1 Abl (41 Bcr-Abl, v-Abl) fEE i ST 45
LRI IE
Fig. 1 Mechanism underlying cellular malignant
transformation induced by Abl oncogenes such as Ber-Abl
and v-Abl. Abl oncoprotein activates the JAK/STAT/Pim,
PI3K/AKT/mTOR and RAS/ERK/RSK pathways, which
enhances the cell proliferation and suppresses the cell
apoptosis through el F4B-dependent and el F4B-independent
pathways, thereby promoting the malignant transformation
of targeting cells.
S 45 R IncRNA-BGL3 i1 H19 7E Bcer-Abl
WA A R R SRR, A Abl B
AT IR THE XS,

KT v-Abl g 5L BRI iR & A= 5 R 4 A i
. PR TR R AIRE D . Guo 4Bk
KB AKTL H1(1) EL7K A8 AFAE FHB 5 v-Abl ¥4
it rp . B e S R B, 5 AR AKTL
FH L, EL7K A8 R ] L 25 (e F v-Abl J5 2 1A
AL, HaTE RSP T & Bel-2
[ R A FIIE T HTA SR 1 Bad BB Tk,
EZHFELEE (Imatinib, Abl BEEDHIFD) A
1% v-Abl B LA g pg 8 T, W R UESE T AKTL
WAL S5 Abl A Sk E 20 Mg AR Y B G
P BeAh, Pim AT LLE S #EER L el FAB LI
it Ber-Abl, v-Abl 35 5L K5 i Ma i 4k, i B
Shahbazian Z:5HiFB T el FAB B i Ak 1 L5 St
Hi E 4R E mRNA BB, W Cde25 (41t JE 1
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PR T) M Bol-2 (BUHTr 1) A4
W, AR v-Abl FRE2IE 1Y el F4B 1l gt im it 5
2 L SR R R R T AR E AR, R
BRI AL, 25 v-Abl 73 A S Y
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