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18 P88 £ 1 L% (chronic myelogenous leukemia, CML) &2
— 2L BCR-ABL % 22 B2 ¥ il )50 9 25 111 28 35 O e iF 19 7 B 4
AP R CML 5 A2 7E Ph e 0k 5 i, 22 S ik R
AEEERE (BCROFAF 9 5461 ABL-1 B[ |, fE
74 BCR-ABL @4 8 1 7 iy X Fh il & 28 1 0E ABL-1
it » ABL-1 R AT 185 5 22 4> 05 538 3 JF i 40 #4200 0 0 o
IEEFEHIETE . 67 CML S5 H Ry A6 77 25 ) 2 1% 24 1R Uk G
J#17] (tyrosine kinase inhibitors, TKIs), 1 F #L il & #0 1
BCR-ABL Jfjs & (IR & L R B e B KA R
=0 IR R RS — A BT I B 25 W TE I B R
3 R RN Ao AR O T AR R A 2% . (A& B F BCR-ABL &
BRAE, FEOMEFE T S D e Bk SR ERS S
WG DR . AR R B CML iy J& f Xk TKIs fiif
i S miRNA BP0k CML G 4 3% Je Tiif 25 5
¥ RNA (microRNA,miRNA) (i #F 58 F B L5k 40 F
1 miRNA #fi&

miRNA J& Hy 18~25 A~ 4% 1 R 41 5L 1 1 4k b R < 1 5 4
JEiiS RNA 437, H 1993 4F Lee S50V 8 75 Wi AT 28 L (C.
elegans) 1 & M5 — 4 miRNA DJ 3k , miRBase 3% &£ (1) miR-
NA B WG K . miRNA CHIEEA/E R EY R SS S
VF 22 40 i A B R L A0 A3k G ERTJE T2 4F . miRNA JE Hy 40 i
AR 20 DNA 4ifd , RNA R4 855 11 8¢ 5% 5 89 % miR-
NA(pri-miRNA), Pri-miRNA % Drosha #% /2 B 87 ] i K 4
68~80 A% 1 IR 1< 19 B A 25 B 45 14 19 1 f& miRNA (pre-
miRNA) . HlHFEE N 5 %18 2 41 M 18 57, B J5 Dicer BiR
it HC B9 ) A 20~ 25 A A R 20 A B9 A miRNA. miRNA
5 H AR mRNA f 3'E B¢ X (3 -UTR) & & 5 it RNA Pk
24 (RNA-induced silencing complex, RISC) f# H iz mRNA
BRI SRR R AR . B TR miRNA W] RLER X LA
mRNA. H It ,—4 mRNA fy 3'-UTR #] 44 & JL 4 miRNA
AES . HETE A 1020~ 402 9 N2 mRNA & 86 & N
miRNA 8 H AR . #52 B L — 4 miRNA W4 £ 3% 200 4>
B AR B 3 2k B b 2k 1 D) 58 2 Rl 2 4 40 45 5% 5% 20 WA
AR B E A%, N, miRNA o fEfH HF ARy 1/
3 [ mRNA #3507,
2 miRNA 5§ CML

F R, miRNA D EHMIN 2S5 AR AL
AR R —AEERRDN, AR R KA 5021 miR-
N BT T 5 8 0 A LI S M P o1

mwzﬂé/w,/ﬁgbmiRNA%g{fmSjS,ﬁl
miRNA 2512 {00 4000 3 11 o B o e e sl e 7D
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L9 S B 7 S 4 R e rh 2 WL B miRNA 1y 22 7 R 3K
Calin 4512 % 3 miRNA15 Fl miRNA16 fii T Y 4 & 13q14 X
B — 2 DL R Bk A A 2 DX R Bk 5k A G
WX R A FE K 2y 68 %6 (148 1 Ik B2 400 M 1 i 35 ( CLL) 35 6] o
miRNA15 Fl miRNA16 4 5% 33k F . Rokah 21 5% H
T3 43 F1 Al RT-PCR #;l miRNA 7£ CML w35 K -,
& miRNA-31, miRNA-155 Fl miRNA-564 7£ CML 1 35 ik
T4, miRNA-128 7E KN A h ik £ 5, R R E B+
B FRIK 5 U | I S R 2 VD AE OC . 2 5 I A i Y 4y
B A RS R T Y . AR B . K miRNA 3
K76 % 1. 2 BE T 2 5 2 FiE Y R T, R R AR Ok ) R E
CML %Ak e, Li &0 &3 CML 41l CML B
1, miRNA-125b {1 3 ik & 2 34 I, miRNA-125b 7] 3@ 5 9 5
UL BAKT MR A . S 5B R &2 . &P miRNA-
125b W] 30 ] £ T BAKIL, 2 518 Vb 48 M 5 i s 109 5% %
CERIAAER miRNA 2 5997 CML K H Al A8 45E , JF 3l
b & R AL 2 5 0 R EE R, — SR RE AH G ) miRNA
H AT A S 7R g 26 W bn 35 00 T 83 00 8GN 25 30T
i), Li N BESE 2 . miRNA-4701-5p 78 KCL22,K562 FI
KUS812 H1 [y 2 35 A8 B8 AT 1Y Tf 25 40 M B 0 B I, miRNA-
4701-5p i 1 88 [ 4 H T ST3GALL, £ 5 CML 48 it £ 2 Tiif
25, W9 EW . miRNA-1301 7] DL ) 4F F§ T RanGAP1 1y 3'-
UTR, #t4h,CML # % & B RanGAP1 5335 K F 5 miR-
NA-1301 23 43¢, RanGAP1 & 4 T 8 5{ miRNA-1301 # ik
AP B AT 4R S CML 48 i X 7 58 Je i SO e . S &
B 7R, miRNA-1301 3@ i F 98 RanGAP1 By £k, 7] 5 &
BCR-ABL #% JE 30 Fl p53 %% 5% 0% WA i £ = B 5 5 Je %F CML
£ TPy G

3 miRNA 5§ CML fit 2§

3.1 miRNA-217 ok Bk 2 0 3iF 3% 2 B 5 % 1 28 W 38t 1% 78
CML 2 55 4t T 24 B2 8 I » 5 38010 10995 40 . e B R 3 5 1%
#&'9), Nishioka 2517 % ¥4 #9 )% F] BCR-ABL TKI 3597 S8
B K562 4 Ml it 25 5 DNA 3Lk 7K - 3 i Fil miRNA-217 7k
SER A . i g BCR-ABL TKI i 25 1) Ph 3 8 (& k730
B 20 Pk IR T 20 1 i s CALLD 1 CML B8 A4 11 I 95 400 I K
A % B DNMT3A 35K E 85 miRNA-217 FilA %,
HE— 2 WFT K562 TKI Tif 25 40 it % B, 1 F miRNA-217 #] &5
DNMT3A ) 3'-UTR %4, B I, % % miRNA-217 (¥ 32 3% &
REAM ] DNMT3A B3k kP (RS B9 2 il 3 18 1 4 b
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i 98 1 /0N BROR BLAE B 3A V0 85 JE L 5-A-za-de Bk G 1697 G - DN-
MT3A £ EKF- TR, miRNA-217 RXAK V0. 45 Lk,
Ph+ [ 1fiL5% 40 s f CML 38759 TKI i 25 5 miRNA-217 4
1 DNMT3A i % Y 41 5% . Nishioka &Y ff 57 CML H %
RSN Y EZH2 KOF I & Bl STATS 3 i i 3%
ik EZH2,K562DR 2 i v HL 4T 1 07 25 5 Je A 5 1 A A il
Ut EZH2 #9536 75 07 fg 2 5 550 10099 40 Mo O I 8 2 i 24 1
I, #AAEAC K562 4, 4F K562DR 40 s 1 miRNA-217
MR FEAR, R, miRNA-217 (kKA e 5 CML fft & %%
JR TR 25 FH 5

3.2 miRNA-17  Firatligil 472 j# 5o 2% 35 B & W 5% = W
(stem-loop PCR) XJ {7 T 5 J¢ 5 % 4 Jifd . (7 2% 4 ) Tif 24 40 ffd A
it FRE 9 T 5 11 S J] B A% At A A AT 43 A, & B miRNA-17 A
A B E Y T RE T U 40 M R A O e R T La
(cyclin-dependent kinase inhibitor la, CDKNla), p21 1 E2
transcription factor 1 (E2F1) & g 3 [N 7. 78 K562 {5
e T 245 40 B 0 25 4 S 56 v R B, 43 i AR DR e LR T
RREIE R R EHY T 15 . miRNA-17 1R BKFF B, X
LR L] miIRNA-17 Al g CML B BIr MR 2 T B,
Jurkovicova 4E™% R FH M I 1] 0 R 1 gRT-PCR % 77 i 43
BT B £ 5 Je 1iif 24 R AUER B B 11 70 AR TR Y miRNA L 25 4L % 3
BRI 8 T 25 B 9 miRNA-17, miRNA-18a, miRNA-19a,
miRNA-20a, miRNA-21 ,miRNA-27a Hl miRNA-155 33k ft 3
. miRNA-17~92 S HEA B) T 40 MO 34 78 . JF i@ i E2F1 B2
g 3L B (PTEN) Al BCL2 45 19 410 4 1= & 7 (BIMD) %5 7% 5%
PR30 40 B O T, Liu 20V B 5 & B, #E K562 41 i
miRNA-17 W~ 98 , B 78 25 PRDOBOE JF 16 B 0 4 i o i
A7 i A R A AR 4 T BE . e R N B miRNA-17 /5 &3k w]
2% i AL T LB 8 (NCD 75 3 1Y 48t 43 A6 F0 R T2 NC r] 3 i g
B e AE K562 A CML 4t fifg i i £ . CML {7t 5 % Je
i 24 48 il Ak K562/G01 Al CML J5 A% 20 il % NC 22 30 &5 2 4%
J&, NCiid Myc-miRNA-17 & 5 fill f2 ¢ 25 40 Mg 53 1k A1
T ok o IR 3 2 i 24 42 L v 7 1T i

3.3 miRNA-181a/b/c Zimmerman 2% HF 5% % 1, miRNA-
181b WJ B #0458 A 4t i (5 0 995 -1 (Mcl-1) 19 2% 35 » miRNA-
181 Y3/ P B Mcl-1 3% 3K 7K F- 42 i I 25 PR3 I . Mosa-
khani £V %6 CML (4 ) {7 75 45 JE i 25 28 % 5 0514 5 3% Je 4
R D BB BRI AR AR BEAT miRNA LR 505 e R A
qRT-PCR 4347 & B . 7 B 5 Je Tt 24/ S0R% 4t i o miRNA-181¢
B S 98 AR 48 miRNA-181c #8 ) 3% A (4N pre-PBX3,
HSP90B1 .NMT2 F1 RAD21) 5254y i 25 M0 . Wang 257 fiff
FER ML K562 21l )y miRNA-181a #4353 323k 7] 4% & CML 41
JiL % B b 2 i Rk 8 ] #E BT BCL2 F] g & miRNA-
181a fig #E K562 41 gt I 45 J2 75 40 a0 T B L il

3.4 miRNA-219-2 1 miRNA-199b CML ¥ % 4 J& i F t
(9,22)(q34;q11) f4> F BCR/ABL 3 FH A&, K2y 15% ~
18% Ph™ iy CML 3 X ik 5 (& % 5y (B 5 A F 9q34. 1. 1 F
£ CML & % A0 4k & M miRNA-219-2 F1 miRNA-199b
CABL1 & [ % B 150 B9 B 2%, Joshi 457 S 1 HIE 92 9q Y dik
Je B FH 865 A7 2232 5 36 (FISH) il RT-PCR 4347 1 150 44

TG 9q SR BB H LB 9q Bk R R - 1 —I i JA
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mant ZP B KB, CML B 2 D8 e ity S
miRNA-150 il miRNA-146a 3 ik L. i miRNA-142-3p
miRNA-199b-5p FRiE T 8. 3 Il miRNA-199b [y 3 ik ] fig &
i CML 4 i iy Noteh {55 R H#AE M A T 38 JmAb A7] i 4
BEVEME . F L, miRNA-219-2 1 miRNA-199b 5 CML I %
J T 245 85 DA G

3.5 miRNA-29a/b miRNA-29a/b 7E CML #5255 15,
HARIR KV 5 0 B Je I PR T 285 40 0%, & 80 — A~ 25 W) 25 1Y
WTEAYREY . AUCRE T PSRBT BT 12 4
A& mAEA R QRT-PCR kil & B, miRNA-29a ¢ fiif
ZREWMALA R 2ALEKX, I A S CML Hi)5 A B % V) 4
S0, Li BV miRNA-29b 47 17 IR ABF5E - 3 3 2% 6 K il
6 W22 F) miRNA-29b 454 F ABL-1 9 3'-UTR, 7F K562 41
Ma . miRNA-29b 3 3T & & 5 ¥ & p2l1 A p27 B 7. B AR
ABL-1 # F K. 80 Gy 40 i o 2B A R B, A0 R
miRNA-29b 45 7] 75 5 240 M 4 T2 38 A2 bk R 44 i 3 1% M 3
W, 53 PARP 4y 24 F1 Bax 8 12 W F B8, 7 CML 4
Jiu 28 A P R 2 AR 02 — 30T 8 . Riether 02 BF5T & 3.
£ CML T4 vp i@ i3 F 8 miRNA-29, TKIs 1] i 5 i 8 35 56
¥ F B A& CD70 1y 33k, NI 2> CD70 )35 3 DNA H
BALFN BB K AR R EE R 1. R miRNA-29b 2 —
AT T2 W i A W bn i 9 A S O 5 SR 25 W) R
1) T B

3.6 Al miRNA Ferreira 255 BF 5% & B, miRNA-146a [
2% i5 A 2 5 i BCR-ABL 5% 1 NF-«B {5 5 1% 2 98 .
412 308 2 A7 5 % JE i 2 40 M 9 0 7. Kaymaz 255 % B, U1K
STATSA F K 7] LA gl 7% it 245 40 M o miRNA-2278 { R ik, i
i F 9 miRNA-2278 (3R 3k . AP B 5 e Tt 24 40 A 0% 0 T 1 dnb 34
Jns iR & CML 4k 7 A 8 . Liu %5 & Bl 4E K562
fiif 25 4 il P c-myce 19235 B, c-myc A 3S i miRNA-144/451
FFik. TWEENE, miRNA-144/451 R & 5 c-myc 1Y
ok T 35 Jon £ R JE T 245 40 PR X O T A BB . myc, miIRNA-
144/451 JE MWW E AT 2 5 W W H S 25, Lin
ZEL A BIRAE T CML T 85 2 UK AR % . CML {7 1 %5 J2 if
25 BB 3 R 2 4 I 2 1Y) B B L 3 A AR AR 1 CD347 CMIL T/
HA M F Y & T miRNA B33k, Bioconductor Illumina 23
AR AR A g CD34" 4 Jfg 3F 17 %8 B I )7 (deep sequencing,
DESeq) £ T 63 R[] miRNA [y 35, (A F S, 7
BT % R UL R 25 40 9 CD34 " S AEA P A 12 4 miR-
NA 1) 23K AR A 48 88 3 1) CD34™ 4 kE AR, K £
B miRNA R 35 B K, 17 4> miRNA K358 m. ik 4h, 7
CD34" CML T/# 41 h & B T 34 A H i) miRNA, % H BA
W e o R v i A O MR 2 B R IE T X 3 41 B B AR A
CD34" g 4% . BEWFSEIESE T CD34" 4l o 63 B &
I miRNA H1 A 32 A~ miRNA B4 [[] 35 646 B0 15t H -+
miRNA-145, miRNA-151, miRNA-452 Fi5 K EF . 7 45h,
i fi1 & B 23 ] CML iR # 75 &3 Je % & e iRy 5 . 13
Bl CD34" 4iffd h miRNA KRB HFH B AL, xuLR
A Hy miRNA K 2 76 4 i J5 0 i | #4612 5 MAPK
Ml factor-B ES5M . B, CML % T/H41 b 2% %k

7 ﬁ PIE AT CML i 3% %) 4 5 %%
1 ‘A
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25 CML (¥ % 7 5 8 J@ Tiif 245 74 19 7 A= i 72 AN TA] 119 miRNA
X CML B35 Je Tt 25 Pk 25 7 Az A (6] 09 5% ) 5 i b o 5l R 94
H4E miRNA {23k mT ¢ 3 CML {5 % 2 Tt 25 40 e i 8 1=
MR AR CML X B I 35 Je 1 it 25 7, 3% 28 miRNA A 2 A h
M CML B U B e i 25 B e ey i s . H2 . i T3
28 miRNA X CML {7 I 8 2 ifit 25 ¥ 7= A 1 1 F AL 8 R i
#,7 H miRNA Fo B LV A 4N M P, H A8 Bk 2 Y
AT, thoh, miRNA T 2 ALK, 7T & S 8ClE B
A AN BL 52 107 1R o, T 38 g Ay R o G I PR g FH A R R 2 —
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[€#im] Mitsugumin53;.S pLm eis 8k B £ 45 5 @ % ; TRIM72

[FESES] R641.6 [ #ttriffE] A

T AR SR F S 4 B Mitsugumin53 (MG53) & F R 77 4E T 0
JILFN B 88 WL i) — A 3 8 50, #E B Tripartite motif-contai-
ning (TRIMD i & 53 2 — B B0 3 b /B 7 45 10 4k
. MGS3 FEERBFHBINMON. S H5LMAME
o Ao AR L R STk A ML A L A P R 9 5 0 D R R UL
O JUE S5 L A 7, 0 U P2 A LA 495 2ok 2R e R T A A A
HR AT, MGS3 EA @S 5MS 2k 1445
Bz R R AR FGR T B e A B R R
AR 255 F (metabolic syndrome, MS), AT MG53 & H
BEA 0O LA B 1 AR T S IR, 325 i A e 5 R AL
XA R 0 R MS BIR YT BRALET R
1 MGS3 5nAfmiEs

S WU M i BRI TR A F R B AR
Bl ik A2 R — AR 43 e i JUL el 20 A B T B 0 AR 0 IR
A B A A6 S 8 EL TC 35 5kt S — A 43 JUL A5 0 0 LT 4
5o SR 45 e S Ry ace LB i T E TR R % (MIRD . H
A S TR ol = A 2% 9 S g sk 2 MIRI B % 2. BRI tE, a5 — Fib
BT e 0 0 UL A A R d R0 LEF A AL R B 0 /N . i
I, — TS F AR MG53 %) MIRI f 47 4F 7 Y 52 56 1 F
WA, ANEFEA MG53(rhMG53) fE A AU BRI E A T
TR v /N0 WL BE T AR K R A0 T R R &L B L, MG53
XfF MIRI AT fig f& — 8 7E A R I 67T 5
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[XZHS] 1671-8348(2017)09-1280-04
4R (SAFE) i #% . B & % X — 4 r 5 19 R W A, SL7E
JEE T £k I RISK il [ 55 %5 BE R 012 A7 17 0 40 02 A 77 0 i
WEAS WE L EE-3 % W (PI3KD 2K 1 # A Ce (PKCe) . p70S6K .,
FEE G(PKG) FIBE & 4 B #E 3 (glycogen synthesis ki-
nase, GSK-3B) % , — [a] #4 J& .0 JIE A 37 15 5 3 8% 9 A% 0 38 4 » 1%
T S S T R B R 0 AR B A R o 1 T ok
BERGRALmSE  ARFSE BOR  rhMG53 38 ] /858 i 48 1
F A B P R O LA B3RS PISK %, T LA, rhMG53 Bk
7T L A0 RS R AT 48 AT th T DA R RO 2 SRR R R
1 CAKO {55 38 3% 48 1 32 850 L4042 36 B[Rl . 55 A rhe
MG53 A LAZE & F 4 M B 0 32 1 L I 45 80006 28 (s i, (A3
Z WA B — 2 BRI E M rhMGS3 2k, R
T X 40 HE A 18 5 Ty 68, thMG53 38 J&—Fh E3 12 £ .
B MG53 H E3 3% 432 [ (9 D) RE L XF 40 A7 05 A% 18 2 i) #6
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