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miR-32 7 R M & £ & FR AU AE R R =LA

The role and mechanism of miR-32 in occurrence and development of malignant
tumors

WagmR  TRLT G FH(AHEA RS S MEEREZHAIWBER BT =& 4 MEsny
FAREF R P S ERBHEIEE IS =F 29 650118)

[ ZE] /) RNA(microRNA, miRNA) & —Ff PV IR B2 2 18~25 A% P B ¥ AE 2 5 RNA L 38 I 5 25 11 )7 9t A 6 R 1)
mRNA 5453k R A% H B BRI E R, 5 s 10 R A2 R R DIAHDG . miR-32 /BN miRNA SR ) 25 B R 7, 76 S [/ g vh
FIEIKTATAE B S 2 57 DRI 5 e o P AR D 1 B A B 3008 1) JE S A L BUIA) 2 , 7F miRNA AT AZ B 7 0 2063, I 4Rt
TR I, miR-32 %o 3 1 IR 4 i (1 A A SR 2% WA T R, Ak, miR-32 5 3 YRR LA L R AR R I PR 2
Wi ka7 A BN C R . A SOt miR-32 76 M IR kAR R T AR B A T S LA I PRI ¥ HR S 55 S ik 3t JR A — 433
(5] PR 3/ RNA  miR-32; AE W5 54 s Fills

[(FEISES] R730.4;R730.7 [XEAFRIRAE] A [XEHS] 1007-385X(2018)10-1064-08

NN RNA (microRNA , miRNAD A7 - 5iE fife
PEAL AN R 20 X 45, 22 5 DR R IA 1 7 i %
miRNA 7E i G HLAR KB A2 T ke 5 EZMEH
[ L AR A A A A S AU T I 0 BE TR 3102
miRNA 598 E K A2 K J& % IR 0% , FRAEAS [F 9 ik
(R IEA 5 35 22 5, B A M EAT NIV 2 77
THI RS 098 A2 8 (0 U FE 5 H AT C R AR JoRs AR s &
W) R RE B MU IR ST AN TR FUTC) . 22 miRBase (1)
R KRBT & 197 & B, miRNA-32(miR-32)
PRI K (3 i A AE ) /R F G A 8 4275 28« miR-
3240 F NGBk 9q31.3 | C9orf5 FERKI 55 14NN
TN FEA R YRR R B A B ARy, T RES HHLA
MK R ESAHEE  miR-32 3 168 N LHEE
i LR, K F B S 5B ERERAE G5 S,
1 Y 488 AN T2 A AR ) A R B s miR-32 7E AN [R] e iE
HAVRIKAFAEZE S, 1 B 2 44 h AR L T 45
H e 5 A B B AL e S A A By
1KY, miR-32 HIE A K R E VI, AT pE i
IR RE L ] 10 5 et AR i R IR BE R g A 7K ) SR B
[i] Z& ¥ (phosphatase and tensin homology deleted on
chromosome ten, PTEN) )2 B3 iz 2 £ #: 1§ TRAF3, /7
T ARAEAH AT 5 I BT 175 R g AR, A R 5 i B )
2 B J S 45 DR 7 E2F3 7 55 e g VR it e U0 e 4
VB IF W] 4% CEBPA 5 R 32 L Je 240 i 34 5
34k, miR-32 W] 3 1 B e 4 B R TSCL A3 P53 AR,
AT 0 o 2 e 2 J e A PR BG B0 AR ST A B T A OR
A% miR-32 B AR B 78 S0k, B 7E 1) 3k HAE &
PR AR R i R TR T AR T AL o

1 miR-32FEMBLELEFHIER

1.1 TAF G m fo 38 78 649 % 7

miR-32 % AN [F] (1) i 968 4 B 3 5 00 1 2% = .
YAN ZE AR 60 1] B J 4 23R A K 40 151 15 9 I 2%
S IEH HAEEH, IESE T miR-32 76 B b B R
15 (P<0.01) , FF K30 H: 5y ek v] R i #2 3& K Kruppel
FE 1 4 (Kruppel-like factor 4, KLF4) [f) 31k . KLF4
J& KLF % 56 R 5 i 0t 2 — , 180 5 40 f i 1
-3 H I AH TLAE FH R A Wit 5 54 5, d1 BeBH 1k
2 20 L B 1 G & S WL AR R R TR, 4 i R
M D1 (cyclin D1l c-myc [ 5% 5% , 214w S50 1)
KLF4 B 5] cyclin D1 35K, A i ik 15
YR TE . (HEC R R Ah SR IR R I, 1 2R A miR-
32 2 5 2 0] B SGC-7901 2 Yy B B RE 77

XIA 55T H qRT-PCR . Western blotting 11 XU ¢
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FEAR IR I 27 5 FL AR b A JE R I LR 2
2 miR-32 1A W 9, WAE W] T F-box Al WD-
40 45 ¥4 1 7 (FBXW7) A& miR-32 f B 4% N Ui 41
b, B Rk K 2 AU M =-0.431, P<0.05) ,
miR-32 {5y 781 I 23 W 35 39 5 7L R g 4 e 1 38 0 e
77 s FBXW7 AE 2Ry — P g #1171, 15 HoAth miRNA
H )M 2P, t0 miR-223"9, miR-25"", it F ik
miR-32 7] N I FBXW7 ik , M2 2k 1 2 1
MCF-7 41 fe 34 S AT AL e o . IR BT iR
B, miR-32 7£ LM Hh ke o5 Jiogg i 770 i 4 A, e
Tk v] HE DU T AR PH I E & R &R H
2R A BRI 2 (PHLPP2) ) 3'-AEHH % [X., {f PHLPP2
H2RIE T, S EP21 B H M BL & cyclin D1 A1 p-Rb
() bR, AT 5 5 L R A P R 3 5 . PHLPP2 2
Ser/Thr & F 1% & By (1) B 5, 18 3 1 4% PKC F1 Akt 15
530 B R R R AE B 5 L T B R R A A TS 4
il 7E 45 E P i e i ORI, i SRk PHLPP2
AJE 5 G2 B BE v B3 RH B G2-M % 48, AT 417
1] 45 T e 4 A 9 5 . PHLPP2 W] BE 5 g 240 il
(A8 B R R B DA 9% . WU S22V B, | iR miR-32
AL 38 o ) HL R R bR PTEN 2325 189 9 45 1 1 9o 44
Jia P 3 5 g /0, (H 32 BLHI A PTEN 25 A K F, 1
PTEN mRNA FIE &G AEATAEAL s miR-32 1 Rk i 25
e 3t 45 W Jie SW480 A iU . [ miR-32/PTEN &
PAHATAE T HHE A, 1 R A miR-32 #i 4 PTEN [ 3%
% AR HE P HepG2 0 540Y . LIU 250978 £ 4 i
FIRIE 72 0 & B, i 260K miR-32 il T 1 i PTEN &
35 M A2 6 7 8 40 PR 1) 384 B 5 i 3Rk miR-32 1] B
AR HEKY SE-410 20 A 738 5, F 40 ) I8 T (R i) 22
28%,P<0.05) ; it F ik miR-32 % PTEN mRNA £i5 T
B2 520 (P>0.05) , {H AT B 2 41011 PTEN & H B &R ik
(FNHI 2 48%, P<0.05) .

TN A FE R I A S S IR B R4
2 miR-32 287 J& (type genus, TG) /N R, & I AT 71 iR
H miR-32 FRIA KB E & T2 H 4 (P<0.0D), H
T I G % A A G £ 92 W 8% B miR-32TG /) B 1 AT 41
Ji b B v A R R BE , tR ITE B 5 3 1 miR -
32 RIS ALY A R b B2 P JRE A% (prostate intraepi-
thelial neoplasia, PIN) 1] & Ji % <= 34 hn , 45 3R 42 7R
miR-32 i Rk 2175 T 1 F1 iR b R 240 P f 1 e A0 4 AR
PECAR o RS2 LIAEP R I, 75 5% G miR-32 #4847 (1)
It e H1299 F1 AS549 41 B i3t 47 MTT Ml & J5 R B, %
G2 2 B 1 1 A e B 2K T 0 R ZH (H1299 41 i, P<
0.001; A549 4f il , P<0.01) , &5 5 % W] miR-32 7£ & 4h
0 1 9E /)N 41 B Jili % (non - small cell lung cancer,
NSCLC) 2t Jif 38 5 5 75 #R B8R T #2 7 FH miR-32 1540

WG Y 1R H1299 41 it J5 & 30, miR-32 21 (14 Ji g A
B R T X B2 (P<0.01) , 4 J J5 VT B 9 Bk ot 5
R, miR-32 4H (1 i 8 o B 2 BRI (P<0.01), 45 2R
7 B miR-32 o 32t mT # fi] 44 Py NSCLC #% A8 58 11
A K s 3 I % 0 F B DU E I SE miR-32 A B B2 #E A
TWISTI, miR-32 §) b1 5 2 TWISTI mRNA 12
IR R 028 12 35 PRI, 1IE 5 miR-32 % NSCLC 4f g )
TR PEAE FH 238 oy B T TWIST1 . FiR B Fi 3R
B}, miR-32 7£ NSCLC H A2 A 4y [ yeg #1] 8] 1 e A FH
[

7E 1 ik IR 41 P g5 Coral squamous cell carcino-
ma, OSCOHF 7t & B, OSCC 2141 miR-32 15
B B E R TS A 41(P<0.01) , FFE it A 4h T B
M R, 1 G miR-32 BEAUAI ) Tea8113 4 i H i) 4
it 348 B T i S 35 2 AL, (RN HH R I zeste [R] R4 2 1Y
i ¥ (enhancer of zeste homologue 2, EZH2) >N miR -
32 FUFEEIE N 2 — , W RIE B A7 AE W] 2 () 47
#H G (7=-0.433, P<0.01) , {H B Ak EZH2 %} OSCC 4fl fg
[ HE TE A O R AR IR 52 4z B

A, miR-32 75 KB 43 8 4 iR o A A ik 4 g
BFEAE R, W B R U A B e, e A B
S 25 5 {HYE NSCLC H1 OSCC H #1401 1] 17 40 Jfa 48 4
IR T BT AR AT MR T A% miR-32 7E AN [R]
i R AR ) 2R
1.2 Tk m it 45 An iz 2 69 % f

miR-32 B 45 IRT (14 A 4 25 AR 1 7 52 1 14 5 1)
[ B, 05 W0 41 B RIS B AR 28 . i I 1 miR-32
T U KLF4 A AR i3 15 e 40 B PR 19 5, () B,
EHINgn I AR 28R 1™, KLF4 (5 5 8K 7E
41 f L #8 4= 28 F EMT JE s A 8 224 A LKLF4 I
RE 32 K15 5 EMT FE T2 2528 4k, {E i 83 48 A b
KLF4 [ 56 1] 2 15 18 i B 4240 1] Snaill (b 2 853
H PR R IA A S E YD) 3R I8 T80 E RS 3 R
ik PRI S T bR o2,

75 7L AR AR, CL4RAIE SE miR-32 f It Rk H
R 0 FBXWT IR IE , 1 HIEE 4l kR & &
SEEB6 R B miR-32 [ 1 AT I 3 A g L R A e )3
¥, I H miR-32 [T 1 A 0 ) 2L P e 248 P ) i £ 00
WF TR I, 1 F655 miR-32-5p AT #E i) $10 8) S 445 1R
JIit 2% 1 (isocitrate dehydrogenase 1, IDH1)mRNA Fl
A RIRIE K, IDHL (R IE D B0E 78 75E ST
F-lahypoxic induction factor-1a, HIFa) 4% K 1
kKB(NF-kB){& 5% 5, T 2. 35 3 1 Snail 21X, £ 2
Tt T PR A0 M (142 22 B

WU ZE215 58 K BIL, miR-32 1 [5] PTEN % 45 H.
¥ 9 4 B P O % AR 28 A s, A B IR o 5
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I8 F Transwell 12 28 S50 R B, 1 3R 7K miR-32 7] 5 &
45 W s SW480 4t fi ik #% , 1M ¢ fIX miR-32 #7] HCT-
116 41 i /1 E 2 s miR -32 i 374 7] 5 35 4 5% SW480
Y AR 2B AE 7, R miR-32 $ 1l HCT-116 41 i 1)
1R /7. S5 RPN, miR-32 7EAE 3 45 B e 4
(R A 28 77 TR R ¥ B E .

T FF 9 B AIF e b e sk, 5 56 AR L, (1%
miR-32 2H i 41 i 2 S 200 it 250 0 55 PRI S 4 i i A2
RE 719855 , 38 I AR SN 74 78 miR-32 (13 R IA B[]
W PTEN W55 T FHE 40 R E R 228, 18
JiE g 1, miR-32-5p A7 [F] 45 PTEN (1) 335 AT
R JE g J e 200 PR 0 5 R0 L S T ok g Ji g 440 e 1)
WA R 15 A TR P R I A ek

TET 5 200 I 7 4 R B, 1 R4k miR-32
AN PTEN & H 3R IA , e 3F 1 5 20 HeLa 41 fU 1)
fRZBFITH , H BARM 4> FHLH v R 5 U b RS
FEO. LEMESEEQRIEEMT A X, L,
miR-32/PTEN JH i i of 72 i3k Ji 72 4 B 1 3L 78 A 42 2%
BEZRHEEMER.

miR-32 A & B A W\ AE A, 2 1 $2& 2] ) OSCC
H miR-32 1] /R Sy Jigg ) B 1, o SRk A R 3
I OSCC 4H M (14 14 5E R 77 » [] B 4081 48 e F 3 4%
1Z2E 68 717, il i Transwell 1% 28 5256 A1 IR A5 & S2 56
UESE, 5 X8 4 AH B, miR-32 () LV BELAS T Tca8113
Y1 15 28 5 A 2, ) miR-32 40161 701 4 4k SCC-4 4
W5R T AR ZERE ). B MR @A R RS T
miR-32 %F OSCC 4 i # & 2| 4l /5 FH

YANG SRR F0 N Jh 98 40 e 75 PM2.5 (5 S,
YR T 1 ELAR /N T 22 pm) 5% 5215 5 1 EMT HL
il R B, 78 M 3 I AR R, miR-32 3R IE K P
= B, I K I miR-32 [ K 55 Smadl /515
SR A MIE M, R PM2.5 BB SN
EMT 2. 455 % 0], miR-32 7] DL i s 41 g o A
F| 7 EMT #5000 E FH 0T BE X it 0 37 7% 45 # il
YEH .

1E & 1% B3 41 it Je Cclear cell renal cell carcinoma,
ccRCOHF 7B, miR-32-5p Al 3@ it B 245 & 52 A%
2K 4 (testis nuclear receptor 4, TR4)mRNA ] 3'UTR
T4 TR4 2 H )Rk, 285 TR4 nfd I B 445 &
TR4 .2 T 17 75 4% 53 i 4% 204 HGF/Met 5 5 %
AT | ccRCC HIH# , 15t /2 156 miR-32-5p 7]
e #E 7] TR4/HGF/Met 15 5 k41 ccRCC # # , miR-
32-5p AT REAE N ccRCC H (1 B F d i TR EH . 7
% TP B T 40 R R, 38 0 7R U251 41 A R i
miR-32 i Rk J5 , 40 Ml 1L #% B B K T R Ak 3
(1 U251 20 BB, (R, 78 iR i) k2B R R o B

miR-32 [ 1K K5 41 M (F L B F 1R 28 2% V) ok
1.3 stamfg g kA BT8R

H W — Mg i Y B R ORBL ] 8 Ik 4
W5 O\ T 0 3 o P R 0 13 A T 9 A A A 1 A 5 1)
O AR R L L T 8 R 8 Ik BH b 2 5 4 4y 1) B
FRE, IF 38 i 6 PF I 2 4 43 ol o B A it i 1 e T
EFCT STt g AT DA FH R A 5 ) P A R 4
FF 200 M 2 R A T e R R FE AR A, DAY A2 iR 4 o 3
FAI T 2K, BR b W1 AT e A 2 T s (R T 70

A9 401 i R W P BELWT I F RN B R YR TT
BB BB ik . LIAO 560 & B, 76 i 41 iz s
miR-32 13 Rk i H R $E AR DOC-2/DAB2 %2 H.
A E A (DAB2IP)mRNA FIE A FEIE, b 1 B
RS S AR T, 9F HL o] 5238 1 mTOR-S6K 1%
AR 3E DAB2IP A 5% 1) M , 3 56 A7 51 i 41 i A Bt
R . LC3B Al Beclin 1 /F 4 H Wi AH 9% 1) 5 2 bR &
W, xR 1 W ZE 0 BB, DAB2IP AR P& K LC3B-1
RIE , M LC3B-II KL . Stk 7E miR-32 1
FIE M DAB2IP FHAR ) PCa 40 i P A 22 3 1 Beclin 1
AR EEE. B, miR-32 3857 5 [ b A b
S B T AR JT A I YA T I AR A o6 O BT
RIEEE/ER .

2 R A 7L R B 1 1 4% FBXW T FOAIE 72
H# miR-32 P N MCF-7 40 i )5 , & B4 4 1
2 B 0 ), miR-32 (1) N A A R AR A x4
B miR-32 i 3R T ) L s A PR e . TR
TE A A5 40 B Hp e 2 TA B miR-32 AT DL ok 41 1) 2
P8 T2 HE A Bim [193RIA , AT H0 i BT B 1 CArac) X &
4 & 41 A P 1 199 Cacute myeloid leukemia, AML) 41
J P R 98 T A S B AL T 5 T A0 A O ) R
PES, {HFE OSCC 1 & L, ¥ G miR-32 B 0L 4 1)
Tca8113 2 it FL 94 T2 28 5 3 iy T B o0 B2, miR-32
B OSCC Yl I T2 M2, miR-32 7640 L 1
77 THI A RUTHI 1 5 {H 2T 1 W3k 1 18 42 AL ) F 90 A %o 2
b FERTEA . R DL EAE SRR, miR-32 %
21 B AR P A 4 E S TR R T T
FEAEFIRATE T

LR 7R B, miR-32 Al @ i i 5 R AR i
e DR R R 45 41 B B 3% 1 A W 2 AT N Bl KLF4.
FBXW7. PHLPP2. TWISTI. EZH2. IDHI. TR4.
DAB2IP %5 ;miR-32 t1 2 5 # M. (15 5 8 i, Juoh
R miR-32/PTEN i #% , HAE 2 F i o A7 78 O
FORTETE A E B O , Ih3 IR PTEN 7] B8 A2 T8 4k
Ji g R ) B LR A, [RJR, 3B AT TR4/HGF/Met 55 #4
1441138 #% 2 DAB2IP/mTOR-S6K 41 5t () [ W 47 4%
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I B, TR Rt — 2B AT 7T miR-32 5 R K B 2 A
FHLHIFRAEH RIS . miR-32 55 Ve I PR A% i

FHRHLEIL R 1.

%1 MiR-32 7B h it T i R B E B9 V= AL

TR g 25 7 miR-32 i3 F2ik J5 1 1 SCHR
KLF4 =] PG TR FIR 28 [13]
FBXW7 T PRI E E R R T [15]
PHLPP2 LR ey e [18]
PTEN 4 H ke fR G ER IR 28 [22-23]
PTEN iR {REIETE I E R AR 28 [24]
PTEN B TS G s [25]
PTEN JR R fERETH (32]
PTEN (=R TR RN [33]
IDHI LI k{2 28 [31]
TWISTI /I i 1 i FNHI 5 EMT AT A% [27]
EZH2 s bR 41 e NI R 228 (R T (28]
TR4 5 32 W20 g HIHIL RS [35]
DAB2IP gl S DR s (2 E [41]
AURKA A /N2 P it 3G 5 s R T [50]

2 miR-32 EMELE & RFHERNLE

2.1 _E#¥e s Bt miR-32 4984

TE N 0 P g w3 B 5 DR 6 miR-32 1
25 4 FH A < 52 v 98 248 o ) 2 1 AR ) 4T . miR-
NA (1) Ly #E L R AATT 8 %6 22 48 31 IncRNAs, R H 1]
DL 4% miRNA )44 7% M 1% 12 IncRNAs 17 4]
it A B 1 B AL 2

GAO ZEPHF 58 I, IncRNA A= KA 1) e 5 1 4
354 5(IncRNA GASS5)/miR-32-5p/PTEN {55 5 i@ 4% 1F
FE R vh A S I B R e S 56 R B pe DNA-
GASS {2 25 {2 1t Jg it Je 40 o o PTEN mRNA [R5,
B # % pcDNA-GAS5 Al miR-32-5p #5047 () Jik i T
4 iy o PTEN mRNA ¥ 7K 1 20 2 3 P IK , % B miR-
32-5p 415 GASS Xt PTEN R IA (5200 ; th & I s it
FI5 GASS BJ 2 H0 I 40 B 1) 3 5 T R AR 28 L (H
[ I} i 634 miR-32-5p 1 GAS5 7] K K 4 GASS %
SR XT TR e A e A R A R B miR-32-5p /1 &
GASS X [ e 4 H 38 7 3R AR 28 (M5 o [R] B
A P S W8 ), GASS i Feak /N BRI R A 4R
miR-32-5p ) Z Ak 4 5 & # 1), 1 PTEN mRNA FlE
H K338 0. 45 KRB, GASS v il id miR-32-
S5p 1E [ 4% PTEN 75 5 1) [ Jgg 00 ) 38 %, A i 100 1) Jk
TR B R o

15 I 9 40 M A K E) R AE 4 65 RNA 319
(1inc00319) 7] F 2215 miR-32 ik . WL RIEER
g & P F0 RNA RS20l 7 1F 5E 1inc00319 7] B 5

miR-32 254, FF AR HP L5 K B 1inc00319 LT 4K
358 1) 7 TG 0 AS49 2 1) 3 B AR 28 , 400 1) 240
FT. FEHLHI N < 1inc00319 1] BL A% miR-32 )
Feik , W IE 1) 1 4% miR-32 %1 3 K (£, 9% AURKA .
SOX9 F1 TWIST D W8 K P Tt 51, e 2841 13 It e 41
Ji () B B AT AR 2819 . ZHAO S5 B, miR-32 7] 5
Je& U /MZ AT RNA 15 32 £ [F 5 (IncRNA SNHGS)
AHEAE A, B miR-32 # KLF4 7] 38 it SNHGS i
FIEH K, T miR-32 AUV VK E | SNHGS it
Fak AN B T A T A A 5 R R B e 2 2
H1 SNHGS #l miR-32 (1) 3 1k 2 7 AH 5, Ik il 3
KLF4 1 SNHGS Rk /K2 Al £ IEAH G, uEB T
SNHGS5 / miR-32 / KLF4 %7 {5 J& 41 f 1T 7 i F2 ke
HEAEH, X0 ReE BT8G5 B 2 W Aa T .
T, AW FNIE SEAE N 9 40 i miR-32 42
SRC W5 5 #1157 1 (SRCIN D) [ HL 2 #E A , (H
SRCINI1 £k %2 miR-32 4% . SRCIN1 L # N p140
Cas #5525 1 (pl140CAP) , R B Lk T 5 & L R4
UL SRV, S 2 AN E R 2 A E B
SR 1) DX AN 2 A 2 it R e DX 3k, 3 2R P Re o )
SRC 22 G IEH o« FAE NS ok 25 g 4 il
FIIAE R, SRCINT it R # il A\ -8 HepG2 Ji 4 i
B 184 B F FELIT EMT . [R] i & 3L, i #234 miR-32 7] R
] 7 SRCINT 1A 7K, AT 42 /5 -8 HepG2 41l
(3 5 A EMT. PRI AS 3 i B, b i 80 2 TR ] 4
T miR-32, [AIAT miR-32 ] Sz 15t 5 M b Jie 00 O [ 3%
1K, W AT BEAFAE 1 1 A7 m5t R 45 AL ) A 45 R N

are
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7

Jlo
2.2 miR-32 5 it 7 &9 Xt

miR-32 51 N B IR 5T (1) AH .G Z 23 52 0 i
B AW S T e o TALAVA 28975 o ki 2% 58 3F
miR-32 7 7 #1 i 1A KF IR T 1 nm 15
SR ME S A7 7E T A K 1Y LNCaP 41 i miR-32 &%
B3 L, A SRS K BTG2 R {f LNCaP 41 i )
AT . 58 E ARSI TR IR, 2 & 1 1
JeH miR-32 (R IE F 33 7 FBXWT (M D) REFRAT
M FBX W7 FT 1842 () 200 At ) 3413 45 2 1] e-Mye F
c-Jun I FRIE AR R AR E . HAh KT
i g A PRI RE A, G 7 B 1) 7 JO A v o
B K AT 155 5 miR-32 RIS BEAIK , X PTEN % 3% [ 4]
il E FH Uk 55 , 5 30 PTEN R K -FTF i A 6 ) 1
5 PIBK/AKt (5 5 18 B , #1fl] cyclin D1 [RIA , FF4011
Y AR 3G B pl R L, AR E IR R R S R
miR-32 (%1% , L EEHY miR-32 AT i 4% . A1, R i
miR-32 55 /I8 21 i o IR 1R O R 2 5% TR (1) Tt
A —EMHBYS R,

3 miR-32 5ERIRKIZE

MA 2505 B, /£ NSCLC # f+ 2 il 7] L I miR-
32 2 IE SR AN ] it I8 4 A P 385 B o ek 4 0 T 9 P
b2 i g , G 3 AL P 2l 5 5 miR-32
b VR i ) LR R AURKA 3Rk, A AT
F R 25 P2 5 miR-32 B RAE— 2 , H-410 1] B
T {ENSCLC [P AHCHLH, UEBH 1 PF S T A 2 A
YEJUNSCLC ¥677 HI4E 7 258 , AURKA th AT i 9 i
NSCLC & il & Je (AR B . R H RN
I FH 1] i 98 5 T 6 AR R 24, B ] DLE I H | miR-
32 i ] AR 13 K e 40 PR B R 00 A i SRR
SEE, R T UKL AT DLE i 5 5 miR-32 [ R A K it
— 25 0] SP i e - 4 M () 1G5 o IX SR T ES N
miR-32 5 Ilff /K 25 ) B9 AH O Wi Fe #2417 R A, oM
miR-32 7E G R IR 40 7 5 1 i

F34b, miR-32/MCL-1 i 4% e 8 3 A AR 5%
DRI 3R, miR-32 A 011 Jieb 8 4 B 1 184 5, 3K % miR-
32 B ARHIEL & 96 97 42 L8 10 )5 75, 4 miR-32/
F AR JE & W] DU S i) R 6 2R A0 T A .
1 5T 25 1 AH SC 8 F8 b, miR-32 W] gEJE L 3% T
S B PS5 /i B2 3 5 1 45 A R F- 4 (T-cell factors/
lymphoid enhancer-binding factors 4, TCF4) ¥ 3£ [A] ,
AT ASE 15 51) Ji g 7 A AT T 245 1Y RIS, WANG
SEV i FH 5- 980 R W NE 1 5 1) 2 2 1 2 1 e A
Ml &, K miR-32 K& T, K B H R IEIKF 1]
Ae 5 B M 25 40 9C . B Ak, 7E BF 40 B e P E 2

1 T 2 40 i AT i A W A K miR-32-5p i 1 2
BB 4 i, AN T 0TS PISKY/Akt i 4%, I i i i 4
I A2 B A EMT 5 % 1 2 29 W) 5u kP H AT
WHIE AR, K2 KL T miR-32 5 259 (1 4 5% Bk
B EARLE IR K26 0 U E MR A
LILER

4 miR-32 AR FERNEFRIE X
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