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18 ¥ B 48 ME B 1 9 (chronic myelocytic
leukemia, CML) J§ F 18 & & #§ 4% 4 HE 5% (cMPD)
g, ORI T & I T 40 M B R , A R R Ph
etk f(2) A& BCR-ABL MR 5 HEHN. &
/v RNA (microRNA, miRNA) & i ¥ 5 # R i —Fh
KEA19~24 MENANESHERDRE NS T
RNA, Hi# i 5% mRNA # 3% UTR 2 A%
EHEHEMN, ATTS 5% X ERELAE,
miRNA fE4 A Y088, s 5 44k VR - R iE
mRESETEPRES TEREEN. ARER, &
EMASSEREN miRNA 5 KR KM & E
RIEEYIMEX.

1 CML &&HERARTRAR

CML 2 —fh & I8 T 1 i T 40 a0 S b ol 1
PR, HARMEMEAR Ky Ph e (K, AT LT 906 LA b
Ry ED, Bl Phfdk, B0 9 SH 22 SREHAK
KB 5L, HEBREAAR ™A T 3 FARK
XY, M CML $ 5% WA % p210 BCR-ABL
MAEH HAEAREFAGHNEOHRARMUE
(protein tyrosine kinase, PTK) i& %, 0] 5| &£ £ # {5
SHEEERTRE . MESSE GTP ZH (RAS E
B B H R MES /R E T JAK-STAT @i i 2 R
JRIE AL B ¥R (MAPK) i B% . 9% A8 B UL BE- 3- S A /
Y E R AR (PIBK/AKD @ 8%, X 24
BENREESRR. MBRT -TERNESES
M4, FmFB T CML WAL,

CML Wt GE3857 vT LABCE B8 3 s IRAE R, 38 40
BRAREEE BAARARE L BESBREENS
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FAY¥ER, GRG0 S B, B R A
IR, CML BENEFEHARER, BT
BE2EMEY ., &, CML W57 WLIF et I8
SR ffAE IR B i B2 OB, B L R e AR A E R 4
Ji 52 T, % A8 O 7 It T 40 R A R R E AR I
BRI E R ER S TERN, BT B A
B,

2 MiRNA %1 R I 4

MiRNA 2EERBRHEH—RKEL R 22 1
REBREAGWIERISEE N F RNA BT SR/
PERREE A0 ) B ANEC A, B B A H mRNA B s
R R B, AT ST SE B I SR G Rk
BRESEREERAY. AMIB 1 REXREERE
R T —R RNA, K EHN T2 20 M
HE, E—MAAEEMERENER, T S5LH
REtEEEEEN lin-28 A lin-14 # mRNA3’ 3%k
TS E AR, IR BRI R, BE XA
KA PR TAHMUDGENEE let-7, Y LR E
HolgERE T —FIEmBEREEAARK. ZEMEE
FIR AHRALKARARPRAT 100 gMEHX
TR ERE , A EEBEA & ER T, B8
GiFr R4/ RNA(miRNA), miRNA 9 4E F % o g
ZEMERBEHHERS,

B3 %E% . miRNA EA DT HE MR D@
HREAN19~25 B3, KR A IE 3 wmAT L
H1-2 M BERKENEAONRREEARNAE
FF RNA, BB EEL (ORP) A K wEER
MOheE R AR A Y R ERE, REEARFT
mRNA #5357 5% F 540 4 B @ BB ) miRNA R
RFHE RN~ , B Dicer BT & & KKK —
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%8 F;@miRNA BN FRABERGHENED
Ak g B (X 48, R AT 4K R K454 s © BB miRNA 5
FFMEBMAORREMERAFRYHBIHRAES S
BHRFEHRERA 104K miRNA 7R &L R
WA KA P RERTSE, BHBEAHR LR
FHRE 2~3 MBENEN; OELEDERRETNAR
[f] Bt , miRNA 43 F B KK AR, 3 B A ™4 5 i
ZHMEAFAEA S, AAHRFEMIER miRNA 4
FRE, XMALARFFEREZHER T miRNA 4
T Ol BB 5 Y iR h B 2 0 B R Rk R AL H % UM
*B,

miRNA LI A Y% o 68 3 2 2 8 1 10 | 2L 8
EEMRE EHYH BN BEFEAYERA
HRAHA, miRNA W EZHA S AT IEPHEXEY
BFRRTFARE. LR, miRNA 58 E 55
BRRFNEXT N HEER, RGRKESERRERE
FFH B AR B K, 5] R E H mRNA BE#E, #
(BOMHIEEHEE L R B3 E M, LA EEE
BERRAWIGE ATHEJSHEARRELE
— AN HXS A K,

3 MiRNA 5 CML X%

3.1 MiRNA-31 MiRNA-31 & %7€ Hela 418
HURH, REM FREARMIp2l. 3, KAl HER
FRERBEEEIYTFERENRTEIFE
B FEE X miRNA-31 BN EA,
HRERH miRNA31 EARFIME b REAEBENE
MER, HRERY, 51E% AR89, 7 E.
9% 45 1 i . B W 90 0 5 95 1R 4 O 9 45 T o
f1,miRNA-31 BE &R BEE B BHEE. LK
52 BT 5 PR B S MR O LB P A R IR R,

7 CML 1 ,Rokah %@ 35155 CML R %,
EON AR DEREITE miR-31 KFEETHE. B
THEEYS BCR-ABL MM X; A T EiR miRNA
£ CML B R HE RIK, BFREF BT X 470 #] K562
MK 3ZIEH ANMM miRNA S FERIA 8
f miRNA ZBBZERHE . HEFARITX2ELH
B miR-31 7£ K562 40 il & % ik B K, 3 H 7€ CML
BEVTAHERMERL MG, R EX CML B3 R
A SERHYRITHIGE KN miR-31 BEKEH#T
TH—LHE, GREHENA 100 mg/d 5 KIGH
CML B# 597 A1 iR miRNA £ixE R LK 2%
B X, 8X 400 mg,30 KiE¥7)/5 CML B # miR-31
KFEBWRITHIAR A . & L% 8, miR-31 § CML
3.2 MiRNA-155 MiRNA-155 & fif F % £8 4k

21q21. 3, ¥ 40 0 & & # (B-cell integration cluter,
BIO) W IE B e = W% % i, HETE L B
BT RS R S5/ B REBET
B PIRIEE . B AR LR EBEREHR 3,
T o B A PR IR AR R VB BUB . PR
MREE AR E M AR LK, miR-155 2
R ik, B, miR-155 8 AATRL K “BUE # /) RNA
(oncogenic microRNA)Y”,

MiR-155 51& Ifil . 2 $iE Fl G 8 5 2 Fp £ W) 20 72
BEEYBER, W F miRNA-155 7F [ W 2 55 % 1 f
S8 BB B, Pederson %51 B 57 & B AL BE-5-B%
B B§ 1 (Srchomology 2 domain-containing inositol-
5. Phosphatase) , B} SHIP-1 % &, /& 3 18 45 & ify 48
MEHMEFNEEAHAEE F 2R EER
miRNA-155 8 FZ—. HREKHA, FEREH
ABHMMKEHEES, MBHAHEF o« (tumor
necrosis factor, TNF-o) HrIMERANE R 5B E M
7§ miR-155 7K L9 & SHIP1 /KF T AEYIAMH %,
#—FEEL T miRNA-155 R{LE A MK FREY
. EAREREEPHUERETEERA. BF
PR B~ miRNA-155 7E#5 B K BRA I B 41
ik  BREERIK RS, FEALREB MK L4
MR R R, B L% K B SHIP #1 DNA &
&®EH(C/EBP)®ikx 8% T, SHIP Al C/EBP
%E?}H}}ﬂﬁ?yﬁ(interleukin 6, IL-6) 555
BEEREY DT, ER miRNA-155 WS FZ—,

Costinean U @558 CML WE SN HED
BRBITEER, L miR-155 K EEZEFHE, A T
2 E 5 BCR-ABL &% 3 i Rokah %% CML
K562 4f il Bk B9 miRNA 8 fF 51 2 7 8 7~ , miR-155
BT E BCR/ABL M B & R 3 A6 75 1 % 41 40
X, MCML BENAREREBOHAFEIER
J5 B miR-155 RiX FREFEMREIFT X4,

5 & B, miR-155 £ CML A DL 5 MK E
im0 A B B CyclinDl, B 5 B K-ras. # 3
¥ E2F2 ¥ MR, HESIMEAEEREF
VEGF.[fE & H EcbB.BEWMERZELEH mTOR M
MAPK JLF 4% 315 5 & 2 0 B 38 X, T 8
e b R A MRS ML R T F B R AW IR,
3.3 MiRNA-196 MiRNA-196 3 miRNAs R &
BAZ— AREAESZHMWENELERBEEY
X, HET R, EXER P, miRNA-196 1f % ik
ALAE TR B AL, {2 5 e 73 40 O 3 7 L 9 o
B, EEBHE D, miR-196a 3L R B W DL E
PISK/AKT i@ B (R MR i i & B R %5 . BA B
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RER,FEI/PAMIBASHAK S, £ miR-196a
RIAGEB M B HEER p27kipl KR KK, {22
BRE.

E A miRNA 2l 88 i 55 34K 8 X 80 5 R i i 4%

% B miRNA-196b #9883 H & BCR-ABL, Wang
00y % A FE E (survivin) 33 BCR-ABL ) —
ANFHER, M survivin 2EFH IR MFE T MH
BEORER R R Z —, 2 — Fh R 59 40 1o 08 - 19
FLEMBRERSTXEEEER, FXAMRNE
BMABEAEEE L B A CML 43 FREIRT I —
AR, PV E T L pLVTHM-miR-196b
HEHBIEKERE, R CML K562 4 IE Bl g
FEBR P g AR I A I IE 3K, miR-196b 3 Rk W] A&
me K562 fMSH R FT-FEYEIEE, #—-BTAR
KB, miR-196b TR EZAMHFEFRREV BB
K HERAERIT¥E X, ATIERX T miR-196b i
RiRREARKME Ko62 AR, S Ko562 41R%A
T, 3 T #8 survivin ZH £ ik, X miR-196b £ H
CML IGIT I — 38 R it T 2 mh .
3.4 MiRNA-17-92 MiRNA-17-92 M FiE ik
13-q31 @32 b, R =W F Cl3orf25 b, B—1RK
B BEBENERN. miRNA-17-92 BT UREBE
f miRNA, #ll miR-21725p, miR-21723p. miR-218a,
miR-219a, miR-220a.miR-219b21 1 miR-29221 £,
2005 4, He %% g 57 Eu-myc B B 40 g 3 5% 4
B, 3 N A miR-17-92 SEF BEF # MSCV & R AR
RSN THE, EREAAZEEN Ev-myc B4 K
B 40 fd bk B2 9% i B (8] 4 F i @ Eu-myc Bl. Bl /GBF
FAM miR-17-92 HEAE B b 40 B 40 M ok 2 .
R Al BRI B A R L W R
ZRLEBERENLAREMEPREEM X LR
BRY T “miR-17-92 FEREEE",

#* T miRNA-17-92 # 8 2 %5 #1 %, Pichiorri
ZUE KRB, miR-17-92 EUMBHAREFHH
SERGME R T Gocs-DRHEFMEF EHER
iKY AT B socs-1 FE T A, #Ff#¥E JAK/STAT
FoE @M, RFMMME, FMFHHLAT. R
W5 K, miR-17-92 #& AT LA v 48 B J8 3, i 28 40
K G, $im S A% 4. Dews ZMIESL, miR-17-92
T W B8 43 X Y BOIE TR cZmyc B E B B
B, A TR A8 4 KA F(CTGP) K ILE i
EAXREB (TspD), RHFMBEILEHE. EEEN
M E MR P, Venturini ZU #) B miRNA B HE
BRI T K562 4 210 f miRNA, H i K562 4
MR AP DB REE T RNA 45, R M

%% 51 B BCR-ABL @& # B % 3%, miR-17-92
BRI BBEZEK, ZE miR-17-92 R EXEF
3 BCR-ABL 2R AE., ZHR/DHXEW T
35 4 CML % CD34-+ I miR-17-92 W £
BLEHP A BIRER A 24 BIRRER, 7 HIRaTE
W KAELAREBEMN CDMT 4+ E miR-
17-92 HHHE LK, 7 B 7 CML B4 H $, miR-17-
92 B PH 4 M 3 R 3 miRNA #1874k miRNA £k
A FRUEMABEE. REH, miR-17-92 £H
HREIKFHERS CML F Y%, T BCR-ABL-
cMYC-miR-17-92 % 42 & CML 18 #£ ) miR-17-92
REABMEERHA.
3.5 MiRNA-451 MiRNA-451 @ FALXEEA
B 17q11. 2, 2005 4E Altuvia 209 % WK 726 A B 3 &
RNA %8, BEJ5 Cheloufi M Sz h %
B,miR451 FE—MEERNERER, KB TE
F Argonaute(Ago) B 1L BB TG 1, 24 Ago2 A L
&R, miR-451 SEF AR Ago2 BE 4 AT IR #4140
M. BABFITIESE, 7 K8 B A s i 40 e &R R,
miR-451 ZENMRLOT M P RE B F 5 BHELHANR
ERMBRAERTEEER FHERFARMNER NG,
A I 3B P AL BB S T R S — .

X F miR-451 7E P h e WIE LA, S HEE
B R R B A k. BT R B 7E 7E 3 /D 40 I O
B, miR-451 B LAS I 40 MO 3, e A A =, 1A
bax & Fid p-Akt, 1 PI3K/AKT & 8. E3
VibmfEA . EE/PRFAESHKE P, miR-451 7 L&
it # MAPK f5 8 &%+ p-p38 MAPK Hl p-
MKK3 ZEAEWARMEHE. 7 Al 5%+, Cao
20838 1332 A miRNA G HH AR % K562 40 bk K
BT 2 2 T 25 40 M Bk K562/ ADM ] miRNA F#ik# 17
ERWERW, XI5 K562 40 Ml #k At , miR-451 7E
K562/ADM (A 8% LA . ERFHITEEL R
A miR-451 25 THMK W HE 8. Lopotova
209 &3 miR-451 £ CML B P M FEHE AL
ik B EMIK, 3 H miR-451 5 BCR-ABL H i@ 1
4 K 1 il X ik, i L W miR-451 5 BCR-
ABL W[ BEFETE—NAWIH B T R R E E O,
FIEAMMTEHE, BRALREAL, B miR-
451 TTREFR A CML 2 IG97 B — BT A
3.6 MiRNA-21 BRBEHHIELEH, miRNA A
PRERE, YW AR E T R4 K, 8 ¥
H.AOMRAT, HPREMR R miR-21 44 F
17923, B HIELEZFMBER ZE I RS, & .
KGR BRI 2L % . AT 3 BR B %, B L miR-21
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HRANANEE /D RNA, EMBRRGEMHE S, B3
W E AL R miR-21 EEH Y W55, 18 MM
E41f H A5 5 E 5 EH AMK, miR-21 RXEFE
BE . miRNA-21 $BUE/ER IR FXE T s H A
4 %, Meng F B R M H miRNA-21 FRX)E,
WESE miRNA-21 7] DU FESE R i A & B B A
T8, HhimmEtE PTEN 25 & H T PI3SK/Akt
W Z R miR-21 RETUHMAY., TREIEE.E
At MRS, T miR-21 1% 68 %400 ) M % 40 g
BE, ARARERAT,. B BRIy
R U

J8F5% miRNA-21 3t K562 # A=A e,

Bt g a0 E ke K562 41 B304 miRNA-21 &
iBELTT L K562 4IRS KA Z B HBWH, I
AR Ks62 M, R HME T #H PBK-AKT
BEERNRZEREN B EH. #IB miRNA-21 3¢
K562 i iAZE R FRERNAY, FF A T ¥
—RIEY FHESIE, B EE M miRNA-21 B3
EEAEZHM, BAHE CML FRBUR PR T
—E%R.
3.7 MiRNA-663 ZE4 FH Y% F, miRNA-663
Z—A/NrF RNA, BRI T miRNA-663 B BT5T
HARZ, BRI EB R, miRNA-663 1] L1 1 fip
BEK, B mRNA-663 AL M EHMBEPIRER
W, EEERED KR &M miRNA-663 B IFE % 40
JEFEH BT, H7E B % BGC823 A+ LA
miRNA-663 RIATMLES EHARBPEASIE
HMTE YA, M F MR AR, £t
WE DI THP-1 28 %, miRNA-663 7] LA T i@
JunB 1 JunD, M\ 54008 £ 58 LPS {2 AP-1 L
W, EEBHBEAREY, miRNA-663 7] LUE i3 %
HAERKAT 8 (TGF-R) M XA S B, B W
B AR B R R,

Yang %% ML K562 41 f8 R 317 % 9 24k
BHAMASHFRELHETARPEREILEAKN
miRNA, % £ X3, miRNA-663 7 £ B L5 Rk
E. IRAGBE)S M) K562 4 # b4
# miRNA-663 H B &, B A1 CCK8 #: il if 5L
miRNA-663 & A 4] K562 M5, F BESHF
=, @7 CML &1, miRNA-663 W] fE i@ it i@ 1
BEEA TGFR, .JunB Al JunD N\ kK EFMBENH
MIER . MXF miRNA-663 £ CML 24 KR
ERRHEBURNH, BB FFE SR,

3.8 53 D 254A X miRNA #% 1, B H
WM SEJR , 2 — R B 2 MR ¥ 8 1 %1 71 (tyrosine

kinase inhibitors, TKIs), K& G4 M A N E O &
ABL,@ 3 ¥ 1w/ i T BCR-ABL EH, B EMEE
BB, AT THESESEL, W BCR-
ABL FH#E4MAKF FERABMT. BB TH
HE,.EXARTHTREEZER. B AT CML 25—
KIRITY B RIEIT R P BT 2 AR
] Z 4, BT miRNA 1R k30 5% b 7 i 25 B9 3 O 1) 3%
B TXHEY ., Lopotova ZM"I LB, 5IFE ¥ AR #
B IEIT BB = AR B AR 2 N W B E A B, miR-451 %
CML#ERERAAEMBEERBEAR PR
HEAKEBERL, HS BCR-ABL EHERMEE,
XLERMBET miR-451 545 TR FEHEE.
Zimmerman % & 8, 7EX} Lyn B8/ S 64 25 41
R MYL-R B X485 DR AR MYL & i)
H miRNA #3588, 5L miR-181 £ MYL-R 41
MG 2540 H REKFRBETH, H Lyn HEER
155 miR-181b & miR-181d MR ERFERME.,
RAE BN, miR-181b AT AHHI M- E L Mcl-1 1y
FiELIELF Lyn #A A M miR-181 KW LLU#
AR M-l AT-EH#ETS S5 CML 4 X451
THMZ. Yu Z" B 27, miRNA-30a RA 8
E BN F Th 8, miRNA-30a 335 L A] DL
fn CML 40 i 54 4% ) B 8Os, 3 msg s 5 Big S
M E/E . San José-Enériz 228338 53 % CML
BEMNEEABRAMRSIT, RN A 200 K/
miRNA ) FRiX, RA 58 F DEBRBEHL, %5
DR REPHFE 19F miRNAs BAXBERTE . H
f miR-7. miR-134, miR-141, miR-26a, miR-183,
miR-23a.miR-196b % 18 Fi1# % ¥ F ¥, miR-191 &
EERAERT ERX S miRNAs ZE48 %) T 25 &
EMEBBEPFEER.
4 NG

EXMPFIEE ZH, miRNA 758 40 B 5 .
AL BT HEEEARG, HRERETLURE
B K & B, X F miRNA W47 38# CML &
RE KRB HEBRIEHPHEH ARG, B
R EAR,mRNA % CML # HFHEARRBEM LKL L
WE TR, 3 3 EE A CML RIRIFT P
BREESER BRMENRERRE, REEDH
MEAREEFESHATKHIER. BRTER
TKIs B BE CML BERNEFHRARKEK, BR
it 25 5] B A o] B 40, 8 i X miRNA MR &Z B, &
% miRNA fJfEi# I ## BCR-ABL X EA S5
THRAMAERE., B2Z,HE miRNA 5 558K BT
AT FH—B AR CML WELE KRR, HFIE S
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