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8 ZE . miR-26 K& HH miR-26a. miR-26b. miR-1297 } miR-4465 Z=FHIALL. LEMMI . Fl 7 X FE 51
HIE (UCAAGUA) #1431 /N RNA(microRNAs, miRNAs) 4. £ Fh4L 4140 704k it 72 i fE 45 miR-26 %
KRN, RIS SR R gt JFUR PEREVVETREAL . 2 R ERE AL BB R R BRI A . I
EWPFARIE, 2R ZTR A E miR-26 JERIFRIAZKEL, FH S5 Mg R AR R EDIFG. B miR-26 FKk
T FLR T IR BE L R 5 R G R B TRt JE HEA T 4R IR

KA : miR-26 KK 5 FOEEDA ; HMERE 5

FESES . Q71; R730231  EKFREM : A

Progress on the relationship between miR-26 family members

and malignant tumors
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Abstract: miR-26 family is composed of 4 miRNAs, including miR-26a, miR-26b, miR-1297 and miR-4465, which
share same seed region (UCAAGUA) and similar sequence and structure. It is known the expression of miR-26
members was increased during osteogenic differentiation, smooth muscle cell (SMC) differentiation and neurogenesis,
and etc. The disturbance of miR-26 family gene expression was related with biliary cirrhosis, pulmonary fibrosis,
multiple sclerosis and Alzheimer’s disease, etc. It was reported recently the disturbance of miR-26 expression existed in

tumors and it might play an important role in tumorigenesis and tumor development. In this review, the progress on

the relationship between miR-26 family and their target genes and malignant tumors are summarized.
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X, % miR-265 i 5 M8 5% &R I 7T 3k 1223

Tl T IX F FAH R (UCAAGUA). 7t 8] = B 45 5T )
%R miRNA 2H i, Ak 0 £ F5 miR-26a. miR-
26b. miR-1297 & miR-4465 £5, REFH| 3% 1.

&1 miR-26R R R IR
miR-26 5k R 7t A P81
hsa-miR-26a-5p UUCAAGUAAUCCAGGAUAGGCU
hsa-miR-26b-5p UUCAAGUAAUUCAGGAUAGGU
hsa-miR-1297 UUCAAGUAAUUCAGGUG
hsa-miR-4465 CUCAAGUAGUCUGACCAGGGGA

Ji#4 ) miR-26a 3,4% miR-26a-1 Fl miR-26a-2,
H 1, miR-26a-1 fif T- A\ %% 4 {4 3p21.3 CTDSPL,
B CTD (carboxy-terminal domain, RNA polymerase
11, polypeptide A) small phosphatase-like & [K] ] ) &
T W ; miR-26a-2 £ T~ A\ 4% 4 {& 12q14.1 CTDSP2,
B CTD (carboxy-terminal domain, RNA polymerase
I, polypeptide A) small phosphatase 2 & [X] ] P4 5 1
M. miR-26b {77 T 2 5 Qe i fk CTDSP1 2 [A] 2% 4
AN . 1 miR-1297 F1 miR-4465 43 5 5€ £ T
13 5A1 5 S H kA,
1.2 miR-26RTEEE FIERHIFHE

H i 78N 8, miR-26 7E /)y RV i 47 1 4 21
ek R ERIE, EEEERRRE, Rl e
SR VS I B A B R JL TT 2R it v i 4 B (AEC D) 49
PGS FE R, miR-26 [IRIE B m ", B
WFFCARIE, KA AT ] miR-26a/b (11734 ¥, Smimova
5 VBT IOR I, TE/N RIS & & R miR-26
15 B 5t 40 g b 3R IA W B iy T & e P R
ik . Mohamed %5 " 5 % L, miR-26a {5 3= %
CTDSP2 )5 31 DX AFAE 2 Bl e s IR 7 45 5 60 A
CCAAT 14558 1454 8 H o (CCAAT/enhancer binding
proteina, C/EBPa) FIH-HAA: K 2 W& 7 1 (early growth
responsive protein-1, Egr-1) 4§ 1] % 5% i 4% miR-26a
HIERIL .
1.3 miR-26REEERIEMFIEH

Wong %5 W 70 R B, AR S0 5 ULEESH i 5y
1 FEAE A miR-26a F Ak i EA,  HHLE] AT RE 2
miR-26a 18 i ¥ [a) 1 2 2 13 P L RS 1 SR zeste
FE R 3855 1 N2 [FJEY) (enhancer of zeste homolog 2,
EZH2), RAEE LA 53 A K /E . Dey % ©
JR A3 miR-26a 7E /) BB BE WLAT M Hh ik, Jf
LR LT B G e 1 A AR UL S B2 AR v A I

FreE. PRI, miR-26a i i ¥ 40 d)
JEA& K EE H (bone morphogenetic protein, BMP) ff]
Sk Smadl M1 Smad4 [ 3234, HE MR 2F UL EF 40 i
ff1934k. [FIRS, Trompeter %5 ™ ) FI g i 1] 76 5
240 it s N 5 I 40 A e 2 ) AR R RIE A R
B, miR-26a/b i i % 5% 5 41 #] CDK6 1l HDAC4
P 2 I B 1T 7 B 40 B oA R R R A% VE D . miR-26
FI v] LB ¥ 0] SMAD. GSK-3B+ ctdsp2.
GATA4 EFERIRFRIE, BRI AL OIS R AN L~ 1
LS Co LR A 22 0 S5 20 i A Akt A b R 4 AR U

2 miR-265MEHR <%

2.1 miR-267EEFHIFTRIE

miR-26a/b 1£ % F s A 87 2 4L ik il M Ji
%5 11 87 F microRNA & 4 1 455 61 F R U1 Bk
() e R AR A, 45 SR R 30 miR-26a/b £ 22 PR
AL )RR R T B, AR
Kk ERTIEMNEAL ; 542 miR-26a/b
AR RIS 5 B E W B fF R o T E
(interferon o, IFNo) Hi Bva 7 B9 S S PER] EAR G, W]
A g 30 e A 98 8 N TF N B Bl G 7 A I A
Yang % UESE, AREH 200 miR-26a =R A B H
BAEBUFRME, B A7 R 5 R i [a) e 0 HE
YR AEK . Deng %5 "SI T 126 1] B 8 iR A
AHF TR I, 96 iR 4 40 miR-26a A B 57 Xt
AR T, 5 B 52 Kk Ko
WEHEAMK, RS EENLEERERF A
TEHA % . miR-26a 7815 PR AL R IR RIA TR R %,
55 8 PRI DR 73 30 e 7% ) R S 2 AAAH G, miR-
26a [ ik 2 AT AR 4 IR I s A A7 FERLE AR A A7 ZE 1)
e RUR R R Y. AR R, LIRS R
#H 21 miR-26a [ 32 18 50 H g 55 % I8 4H 23 8 2 R,
I e B8 3 TR AR 68 % M Rg 4H 21 HER2 13RI A %
1, BRa PHEFLIYE BE S S I50)T 5, R
HZH miR-26a [ FRIKIZH =, FES KN 73 WhiG
I7 R K G B35 A o< Y Salvatori %5 PY 5T
KL, SERELNAL A MY (acute myelocytic leukemia,
AML) &35 Hh ) B B8 2 1% 41 i miR-26a {1 R X B
RART I NN E 2 2 4 )RS s 2 AML
197 20 i 43 4k 3 A F miR-26a () %3k Tt &, IFFE
A c-Myc 1 EZH2 3 3% ) K [%. Zhao 2 P2 % 1,
B 1 e 21 23 miR-26a )3 1 B 55 6 1 41 21 B
BB, miR-26a FIKFRIA BT AE N HT F1 g8 TS A
K Fedr. 1M Mahn 25 P RIS, #1510 iR o At
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Ji 1. miR-26a [ F2iK5 B8 = T X R4 835, H miR-
26a [11 7K MR DI BRI B B FAIK, Rk, mTE R
S 53 Wi B R L i AR A AR B . Chung %5 B9
WA T FCIESE, miR-26a 75 P S0 135 4 1)
KRR T X R, ATV S SR O S 1 AR ) 2
e .

BhAh, Lee 25 ™ W 70 K B, miR-26a-2 RN{HLE
B B R IR 3Rk, T HABLESS
W (4R ) R R A AR R E R, R H
o R0 5 R i AR 2R ) TS 5 3 AR OGS
2.2 miR-26a7E I B FRIX BT

H Aot 70 R B, miR-26 (R & i FE K E
1 (1) etk Z4+EFRIEE (loss of heteroz-
ygosity, LOH) F14 14 A {8 miRNA JE K #% DL B .
Huse % P B 50 R I, 78 PTEN $p.%5 1 56 R K 1)
AR R R 4L 23, miR-26a-2 {7 {E DNA
JKF 448, Conyers 25 PV HJf 5% & B, WDLPS/
DDLPS 2 fi5 i R i W2E Y, ARG 12q13-
Q22 XL H 438, AMEAE MDM2. CDK4 F1 SAS %%
LR IR 0, T HE W] miR-26a-2 [ 3 ik
hn P (2)SNP K F. HHFFHRIE, miR-26a-1 Fiffk
(1) 5" AEGwtS X A7E 2 451 (SNP) 437 A 17372209 C>T,
% X 848 5 Al B 5 3 157372209 C>T £ A& 1 i 2%,
M T 5 M) miR-26a-1 2 PR %% 5% 1) #3281 . Michael
2 P E s, miR-26a-1 £ 25 1 47 #4 rs7372209 C>T
70 S JE DR R R o S AR R, e 0 2R PR R T
RN T 215 £, (3)e-Mye 1E ¥R T, £%
FERhRE A TR 3G, I EL T bR i ) 4 B e
BUEH . A S RINAE 2 T i ot 41 fa 8 1) A= ik
Firf, c-Myc @it B 5 miR-26a ft 78 3% K (1) 5
B 71 5 8 miR-26a F L) F . Zhao & ™ filr
WFFRAER] 7 MYC-miRNA 3 % i 5 %k [ MYC £
i miR-26a 3R 1E, #— 38 0 HriE B MYC
ALY EZH2 3L [AE AT miR-26a 15 32 H 1 5 3
T 40 41 miR-26a 1% i%. Zhu 25 P % I BE R AL
(1) STAT3 7F [ #% % #% i #2, 7J LA&5 & T CTDSPL
FE R JE B 7 X3 P AN AL s S1. S2, AT 411 il
miR-26a-1 () %% % CTDSPL 1) %#: 5% . Lezina %5 PV
RIAE AL T RIS FE R, 7ER K p53 AT LA
i i H 3 1 H T miR-26a-1 3 K] 1) -2000~-1500 [X.
B S ) M 2 i miR-26a-1 RIS .

2.3 miR-267EFE & & & R P E91E A R EAHI
2.3.1 V4 R 2 e P 1S
LA} R A2 # [K] - (regulator of chromosome

condensation and BTB domain-containing protein 1,
RCBTBI) fii T A 4e ik 13q12.3-q14.3, HHrk %
5 B bk A0 A5 S bk C A B S TR 1 R AR A
Ko Lee 55 P Ri ] 9¢ 't K HEWF FLUE S, miR-26a-2
RERL A #] RCBTBI [y ik, AMEE R IA miR-
26a-2 F] e HE 2 A IR 5 AR 40 BO AR I ARG L A7 TR 2
TERE, 0 R 4 S B T R, A0 AR 7 4 234
AT SR TG, AT IR A A .

EZH2 JE Kl 2 15 () 2 1 512 2 M KR (PeG) 1Y
R, BAHEAWIEREREREN, FEMAHE
3 19 27 5 IR (H3K27) (a5 & A4 = W k4l
(H3K27me3), M4 FF G iR 5, £ PeG /1 7
() DR T BRAIL A R AR A o Kemp %5 P2 BFF 50 R B
0 ) IBE ) 1z 98 g 4H 23 R L4 i & A7 AE EZH2
21k K& miR-26a MR L, JF HAMEME S FR&
EZH2 7] 5] 2 miR-26a 34 ] T [% . Zhang 25 " 4F 52,
FL i g 41 2175 47 7E miR-26a [¥] K 3K 18 & EZH2 Al
MTDH KR ik, #E— il 5t R i SL i K,
miR-26a R EL 4% 4 7] #01fi] EZH2 1 MTDH ) %34 .
AN iR ik miR-26a A] AL IR MCF7 4H i
71, W] MCF7 4 A8 i, (e dtaifad v, [H
3 AT /N BRI AE K . Ak, Dang % B 5T
KL, miR-26a A] ELEAL [ 404 EZH2 (3%, 4b
YR = 28 miR-26a 7] 5] 2 EZH2 YRR L, [FIS
£ DAB2 HAE# H (disabled homolog 2 interacting
protein gene, DAB2IP) FI A\ Runt ff 3% #% % [K ¥ 3
(human Runt-related transcription factor 3, RUNX3)
e Ras, Sl A0 G /S WIPH T, 384
TR R A PRYE TR R A AR 2R e T REAIC ¢ Ab
Y5 A ) miR-26a 2 1K W) AT A it e 200 B 1) 452 22 66 )
Y

JA 1 D(cyclin D, CCND) Al & A& E 7] 43 5
5 CDK4/6. CDK2 5 &M E & ¥, 18 H i
IR i B 41 ffd 8 (retinoblastomal, Rb) 3 [X] 2K [ 4 2
1k, MM JE ) DNA S, fEgnfist N S . tksk
AW TR I, A0 R R B AR ORI e T 2
(regulatory subunit 2, CKS2) & —Fh 4 i i #A 55 A K
#5144 B (cyclin-dependent kinases, CDK) #H ¢ &
M, S S5Y0E 7. Kota 2 P9 B R BL,
JH g 4 24 miR-26a f) % 3% B AR T B 4H, miR-
26a 7] B 3 1 5] # ] cyclin D2 (CCND2) A1 cyclin E2
(CCNE2) f13&35, JF HAMJEE i3 14 miR-26a A 75
PP A (HepG2) G, HIRHHT, J00181 /e 240 ffa
Wo BB R, miR-26a/b ib 6] B 45 1] 1
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X, % miR-265 i 5 M8 5% &R I 7T 3k 1225

# CDK6 Hl cyclin EI(CCNEL), ¥ [F) oA 3= 52 K
CTDSP1/2/L i i 2 1% B2 1t ppRb #3% pRb & H 1
b A0 H A 1 Gy/S Hetk, i 25 i i & A B
TN BFFE R I, miR-26a AT BL#EHE [ 414 Rb1 )3
ik, AMEME A miR-26a A HE] Rbl A, [#
fIC Rb1/E2F1 i i vp %% 5% [ -1 E2F 1 IR, 33
1 it A BEL YA, s e R 40 A f 4% 5 B, PTEN
(phosphatase and tensin homology deleted on chromo-
some 10) /& — AN ELA7 0L 5 57 11 Tl 1 T i 28 110 410
B, HERIE YRR S8 {5 ¥ PIP3 (1) KF,
B2 PIBK/AKT {5 5l i, {2k 2 s 410 i
BB FAH L TS, Kim 28 P BFSIESE, miR-26a
JR AT [E 44 PTEN. RB1 R 22 24 505 40 B (1 il
BB 2(MAP3K2) )R &, #— 0 0E & A
B(AKT), M fifie 3k 40 B3 58 H- 0] c-Jun 220K b
BRSP4 B R T2 AN 7R R IA miR-26a 1]
e b /N BRI 0T BR A MR 1 AR K s FIEE, LR S
CDK4 8, CENTGI WAt/ BRMR i AR Ko itk —
SIS R B, miR-26a 5 [l 15 3R 1A 1 e Joft 158 241 ffa 98
BEEAAMEE TR, /E#F LN, miR-26a, CDK4
M CENTGI i i # ] RB1. PI3K/AKT #1 PTEN,
INK 38 i 20 N\ o 400t P 42 28 6 B8 . Li 45 B 80,
N % 95 2H 21 miR-1297 1) 3k W 56 v 1 A e oot e 2
41, 1 PTEN [WFRIEH BT X RAL. Dt
FLUESE, miR-1297 JRAE B H 80 [ )] PTEN, #RJ§
PRI 1) miR-1297 W] 1 1] Wi e e 40 B A 3G 5 3L 7%
Fe/NRMRI A . Ly 25 PR U R B, FORIRAL
SLOPR IR i 38 4H 23 77 4F miR-26a (IR £ ik K CKS2 [
AR s WHR LIRS, miR-26a 7] B 32 #E H)
I CKS2 3Rk . MM R KA miR-26a 7] 5] 2
FFOIR iR 2L Sk W08 4 B G, S RELYA,  Fi e 4 P &) 0 2
(1 Bl. A }2 BCL2L1. CDKI1 FIZE [ /i 4/ B(Akt)
FIEMAAL, FEHE R A0 g EE . 1Ak, Chen
2 W E 5z, miR-26a A] # i) #1# ERa ()R E, b
PR 2Rk miR-26a AN {H A I 25 0 ] PR 0 1) A=
K, M B mT i e 1 (E2) PS50 e 4 o 4 5

TRIB2 (tribbles homolog 2) 7] ~ i C/EBPa i
Fak, fEME. AML 55 2 F e & A vh R 45 B
YEH . Zhang %5 " F e & B, i iR 2 4 b miR-
1297 335 F F, i TRIB2 3RI&8 0« ik — Bt
FUAE S, miR-1297 wf DLEE A $1 fi] TRIB2, A1 14
i ¢ 15 miR-1297 w] #1 fil] TRIB2 (1) 15, 30 C/
EBPa {150, AT {6 fils Ji Jess 208 6 o0 0 165, o0 o)
JIee 96 4 L 0 A PR A AR

B 5 A B B B B 3P (glycogen synthesis kinase
3B, GSK3B) J2& Ak 25 % 1 e A () S B . GSK3P
AR AL B-catenin, HE— T RALPEME, MK
HEMRMEA . Zhang 25 ™ 50K B, miR-26a it %
1K ] FEAA AIMIE 1 R e 240 PR 1 184 5 S BT T Ao ()
B, TEBKG S BB /N B A 2P it 21X miR-26a
(1% LA 200 PR ) /IS SR AR e, T4 Pt SRk
miR-26a $ ] 751) (19 JIH 7 S 40 AL 4] /0 B JU) Fiee g 2 K dik
8. BE— 5 B JCIE 92, miR-26a fig B 2 4 [ 310 4
GSK3f, & # ik miR-26a ] #Il 4 GSK3p, ¥ %
B-catenin & H T I# 15 54>+, W c-Myc. cyclinD1
I A AL W B AR 3G BE W) B0E 52 AR 8 (peroxisome
proliferator-activated receptor 8, PPARS) Z5ff) ik, M
T A2 ik R s A B P A 5 1 . A T T It Sl A2
& W) X(pyruvate dehydrogenase complex X, PDHX)
F& SRR AR HE R R 1) & R A e A R )
fif. Chen 2 ™ st KB, LM S EBRAR AT
fE(E miR-26a [) /5% 1A ) PDHX KR IL, FHHEH
JIF e 24 ] 267 WS FE I N S LR P AR S . k2P
LRI, miR-26a 7] DL B #2487 401 PDHX 3%
1A, ARJE MR H] miR-26a ) 2 1k AT 42 o R 40 i
PDHX (13235, /b i Jed 200 16 o] 260 ik 1 V8 FE AN LI
FIA R, M0 CEEaHEE A AR, AT $0 fiRg 1)
2.3.2 ki i 40 AR S 1 s 20 AR 43 AL

PV 3 14 48 (endogenous ROS) £E 1 4% MLk T
M R R EEAMEH. A B T
(peroxiredoxin 111, Prx TIT) f& 148 A 55 1 HE 5 1)
T, FENATTERARN, FITERRGRL A N S P
.o Jiang 2 MWK BL, AMEA MK AML B
HhJE Il miR-26a R IE K3 m, #F— PR ER
S IE S miR-26a 7] EL 3% BE (] $11) Prx T (389K,
I HAME I miR-26a ZRIA RGN Prx 1T (1%
ik, SN N TS T AR TE BRI I, BRI T AR A I
TR 4L BE J7. E4b, Salvatori 45 ' BF 70 K FIL,
ANJE A R 2R 1A miR-26a 31T 71 $% cyclin E, FI5RIA
F M B I HERE, 1G58 1,25-(OH),-Vit D, X%} AML [
MR E R, ATt AML 487344 .
2.3.3 AR AR 4H M A T

O T 25 M 30 BR 1 (silencer of death domains,
SODD) & 40 Ml 3% [HI A6 T 32 AR Be AR T A v i) 32 22
FLMFT 8 H. Reuland 25 ™ HEFL LI, B E R
HZFAE miR-26a KL & SODD HImRiL, #t—
A FEUESE miR-26a W] HE [0 SODD [k, 4b
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PRI iR IK miR-26a w] #1fi| SODD )& ik 3t i fie 3t
MM T-. SLCTAll(solute carrier family 7 member
11) B[R 9 i Bt 24 2 / % 2R xCT i 84k , /v &
YU A Dt 2 R e i BN |, RIS 2 N 43 R
s B MM Ah . TR R VA 22 I T R 2H 2R SLCTALL
RRFIES N, W SEAHLICHMMILT: . Liu & 1
TR, FLE 41 23 e HL 20 i 3 A7 /E miR-26b
MIfIRRIE J SLCTALL [ RIE, 3t — P W FIESE
miR-26b 1] § [ #1f #il] SLCTALL (1)K IE, FhEME =
1% miR-26b RE Ik AR 7L R 40 1 52 MCF7 136 71,
If HAE LT3

NS A B B (stress-activated protein kin-
ases, SAPK)/c-Jun Z & AR vt i (jun N-terminal kinases,
INK) #2& 22 ¢ J5 35 1k 25 E ¥ B (mitogen-activated
protein kinases, MAPKs) ZX % ) Al 02, N 280
SR LEGE, ANZER Gl R Z MR, W
c-Jun. p53 FIIEHE 3K T 2 (activating trans-cription
factor-2, ATF2) 315, HEIWF 75N, SAPK/INK
& H B O B B0 DNA I o 453493 ) 75 R T2
WG S E M. Arora % TR, H
B4 I i B 48 I miR-26b [ K IE T, JRER
ATF2 [ 3RIE RGN, 1 — 0 FTIE 5K miR-26b A EL
FERE m) 4] ATF2 B3R3L, AR MEHD 6] miR-26b 1]
FoOk AR B AE O 5 3 I ATF2 (1)1 s, it
MAPK 15 51 2% B [F) {12 325 PR 2 i S o s 240 B F6) 4
F. Mavrakis 25 " W50 &30, 75 MYC %S/ BT
Y M AR v, R S I B R0 2K 1 miR-26a K
IEURL, REFMEE ARG EE, R R S R
AHRE A T, B H L AR s (HAE B T-ALL
FE U, Hatziapostolou 25 " Wf e i, SMEMES
1k miR-26a W] [ 18 i 1 i) 40 e L DX A BIML fib 8
) 2 1 A IA T B 00 L PR A 2R
2.3.4 O FieRg 4 e ) A 2B AN R RS

Ji IR 1) R A R e S AN IR I T . H
RN, SR & T A S A K R - 32 2
ALH5 I N JZ 2B K K7 (vascular endothelial growth
factor, VEGF). % £F 4 41 iy 4= 4 X -F (fibroblast
growth factor, FGF) %, Chai % " #ff 50 &K 8, AMJE
P 2R 3% miR-26a A0 FFE 40 L VEGFa (11733,
2B FCAESE, miR-26a A E 32 HE [ $00 i1) i FR Ak,
gk i B UL I i il (PTKC3) 4 4 3V ¥ £7 201 (phosphoi-
nositide-3-kinase class II alpha, PIK3C2a) [k, 4b
YR 1 2238 miR-26a 7§ A Akt/HIF-10/VEGFA i
#, NI 7E A B A F . Deng 2 U IE B

miR-26a 75 A] ELEHE A ] FGF9 [{)3R1A, miR-26a
Gk Z W] FEFGF9 By mkin, MM S Jm 40 i i 4=
Z KA. AR, WEAER 6(L6) 5
HAHN 2RSS & Ja v 5 gpl30 456, Mo e ¢
Rl 5 i 5 B VRN )04 3 (signal transducers
and activators of transcription 3, STAT3), 3 1 #% 3¢
WO HHE L, 4 VEGF. HIF. MMP2 } Bel-2.
Bel-xL. survivin. cyclinD1 25 [ 1A5, 520 [ 1
B, ML R (12 28 55 85 . Yang %5 U 1
TR, AFE A2k miR-26a 1R E K, 1M IL6
RIEE N, HAGRIE miR-26a =Rk IL6 [1) &
HHEEMgE . MBS E K. Hdk— B TiEss,
miR-26a A] DL ) 0] IL-6 13RI, AMJEME & RIA
miR-26a A] 1 IL6-stat3 B #%, i p-Stat3. Mcl-1.
Bel-2. cyclinDl. MMP2 538k B, 45 A8 1w
A0 (1) 12 22 PN AL #2 BE ) PR AR . PTEN & — /M N it
WLEE =% (phosphatidylinositol-3-phosphate, PIP3)-
WEER B, & ] DLiE i 2 B IR 1L oK PIP3 % 4%y PI-
4,5-P2, 5 PI3K WIZhREM S, /> AKT H)3E AL T
0 # PIBK/AKT J& . Liu %5 Y AF 70 & L, miR-
26a 1] H 2 # A ANH] PTEN JER I RIE, RE SN
PE 25 miR-26a % A i 248 i AR K %A B AR
BEAER, R O] 0 e 40 B 1R 28 ST # e T A
B4R AKT. MMP-2, VEGF. Twist il B-catenin
SR FIAM B, B R & H B & (ephrin
type-A receptor 2, EphA2) & 52 44 I G T Ik I 5% it ()
MR, EiEn 5 H AR Ephrin-A (EFNAL) 45425
iR £ A e PR I A TR . Wu 25 B2 RgE 7R R B,
PR 2 5 R 2 2R A7 AE miR-26b [fRKIE, HH5IR
PRy % 2 ARG . AR iR R IE miR-26b A i il 44
KR PUREA R IGE . TR AR, 3B TIE
52, miR-26b 2 [ #] EphA2 )ik, i 4
Je L&A AL

=1 % A (high mobility group AT-hook,
HMGA) & — M A 3 A AT-hook &5 #4) 18 1 #% 3 Jii
HH, Z5iHEE A R LA iEsh v, 2
T4 i R OB J . JBS I g ZH 23 b miR-26a K1k
BEAlK, HnT B4R M #0 i HMGAL 1 HMGA2, 4k
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