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MicroRNA let-7 SfiEXZHNHARHERE

Relationship between microRNA let-7 and lung cancer: an advance

fEAE, Pl R T GREEW O FA(L LAKRFESR BARESR, LA Fd 250013;2. LA K
F HFEER MM, LA Fd 250012; 3. LWAKF A FEES>FAMFHREN, WA Fd 250012)

[ ZE] MicroRNAs ( miRNAs )2 — NI ARGAD 1 55/ N T RNALMER) 2, 2 5 miEs h i — R T IR,
H5 MR R R EFLIA . miRNA let-7 Bi R A M miRNA 22—, 224 i Fedk & & 10 G PE TR Y 7 e 5L 3h
HRE T 2R A BB, ELAE AN AR E IR T R S E . let7 5 AN ERERE R LA R R O R 5L RN
Y] s hsa-let-7 75 filiiEa o 2 1k 1 3 FRARG , 7Rl /NN UATREC NSCLC ) HR ot A 22 WL , HLAR 2 35 0T 665 I8 1005 AS B A 5, T 1y 22 35 0
ELHEA I At AR A 5 Let-7 A5 S b 300k BB - 0 M R s 2 Pl R TR, A0 RAS LR i BB 22 8 1 A2 ZEIRI( high mobility group protein
A2, HMGA2 )% ; [BI I 7 P 7845 22 b 240 B JR1 399815 [R5+, 1 CDC25 A .CDK6 \Cyelin D2, let-7 75 i 44w B £1) 1 vy 310 )
TRV, A 2 A 938 5 R A 97 AR L T R — S BT AR o

[ X% ] microRNA; let-7; i i ; RAS; HAMGA2
[ hEH2%S ] R734.2; R730.2

MicroRNAs ( miRNAs )J2& 1993 4F 76 2k AL 1A P & 3
B — o P U P L E G B 0 B EE /D 4 F RNAL KN
21 ~25 nt ( DBUNF20 nt) ', Z% miRNA L %
FEAET B AE W HE R 20 v, i Pol 1T 28U J3 2y ¥ 3K 3 4%
53, FUG Soph sy T IE R IR BRI (1. miR-
NA [RG5S =9 pri-miRNA B SS7E NN T 2
70 ~90 nt 9% JARBITIA(C pre-miRNA ), 2k M1z H A%,
2 Dicer [ 0 T. 0 1% 24 B miRNA( mature-miRNA )[2]C
B miRNA 32 22 D) g J2 78 % 5 5 7K T 1k 00 4%
JENFR HA 3 AR — R RS e AN A
FIFESEEE mRNA 19 3'4E4a A% X.( 3"UTRs ), PAARHIJ7 2
AR (1 BIR TR O mRNA R RS A A
ZELFHIE ] mRNA B 3'UTR, LAZEL T siRNA f95
A FHEIE R mRNA (9 A =y R AR A 25
GAEM . miRNA BAT B2 CRSF Pk P2 A 4
St Z B R E M R IEE S S M1 &
B IE ST A A s R i — R G SRR AR
Pz RERTSE T IEM], miRNAs 5 2 R 9 &
e R BB E . miRNA BE ] VE #9852 5 miR-
15a . miR-16-1 \let-7 55 ) ¥ J5tdi J2E PR A9 33 1 5 T 4
JFEFE( miR-155, miR-17-5p, miR-21 25 )T J& 4%
FERBIEYE . Hod B AT H B2 miRNA let-7 %
W, e w2 B 55 NS 2 g DG L2 il 85 DA G
1 miRNA let-7 Kk & I

let-7 J& B 5 AE 55 T B AT 2k HU( C. elegans ) BT
miRNA 22—, K Ji 21 nt. 2000 4 Reinhart 25 % 3

let-7 22 BT Ptk & W MW E N 7. 7
C. elegans':f:' Jet-7 AL let-7 .mir48 .mir-84 Fl mir-
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241 ZE 4 AR GRS 4 A B miRNAY L EATE
C.elegans KB, S H5ILE KA, e T L RN
WRN BRI AR ] let-7 AU TR, 25 BO80R
Wk E IR 2, let-7 TG HUIERIK A & 280k
BRI, miRNA let-7 %f C. elegans A8 3% — 18 775 46 &R
A3 58 5 Y Mlin4l LAY, BHFR KM,
Mlind1 F PR AR S 2k L DU AR /N R s 258 R T & HLIR
JEHARIFET . miRNA 76k b B Oy, B F 2
RGO R B W A W AR AR T, 55 B B AT 4R R
2/ 30% B miRNA 5 AR Lagos-Quintana & m
HEAREEHTEETH C elegans let-7 [F] Y8 ) has-
let-7 Z W5, 405 9 A A B : hsa-let-7a-1/2/3  hsa-let-7Th/
c/d/e hsa-let-7f1/2 , EAT 153 AL T 224> Yy 44 F 0 i
968 M AH R I DX 3k a8 G 1 A7 a5 L 2% A P 2 2K IX( mini-
mal regions of loss of heterozygosity )2 i Charles
2l O e BRE I AS49 1 HepG2 4 RIL T 3 F 55
C. elegans [FlRIZ let-7 JH45 (1 L X : LIN28B . DICERI
M EIF2C2/AG02 . WH5EIESEAE M ZL 3 let-7 1%
o B2 VR 0T 22 ol 400 5, L7 40 ) 30 9 i
B

2 miRNA Let-7 5fEMXZR

let-7 5 AR FEAE AL kA S, Hh S50l
WEHI R R B Y], hsa-let-7 TE AN H A f 12 %
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5, AR Z 00 338 F B H i o let-7 72 il 412 Hp ke 5]
TP 0 R 0, A R R Ay B g 2 PR T R T
Jei W B — A BT AR

2004 4F , Takamizawa %[ '”ﬁ‘fkﬁfﬂﬁﬂ 60% 11 fiili
i ZEL ORI 988 40 Ok T hsa-let-7 383 3 AR B
80% ),Jf H hsa-let-7 FikACPARH B H FARIGIT IR
WG, i — R AM I8 & B, hsa-let-7 I R 3
TR RE I o1 i 98 2 BfL 2R AS49 AR B S YR R A
GEUESE AL N Tet-7 7KV B RAIR 5 i 1) Jc 26 & e 4%
YJF . Boyerinas 10 IR AR Y Tet-7 IR 5% i
FeI5 LA T R L R R R let-7 KGR A
AR AE AR /N I i 8 NSCLC ) I W £ L. Scott 257
RI et-7 Fe3kJE AN FAEE AR IR, Inamura %57
BEXT 15 4911 52 3 58 Il R ( BACs (& Ak 2 it
DR ) 26 Bl im oA iz 22 T e 25 B 28 M R 1Y
F5E 2 BRAR XS T 15 H Il 41 20, BACs B9 let-7 (R £k &
AR GK 87% (13/15), i 4= &R 9 ] (1) & 1 %R 79%
(52/66 ), 3201 let-7 {IRF 5 7 Bl P B & 4 . Kumar
2 S IE S, let=7 A 306 NSCLC 4 g 9 2=
1, #3K K-RasG12D By UM 40 i & h 51 A 5 i %3k
Y let-7g, AT S 25040 Al A 455 1R A4 AL T2 . Esquela-
Kerscher 25" 25 4 i b BB S 06 G 95 22 200 2R
It 958 200 6L 52 56 3F 52, miRINA let=7 140882 300 i i 9 2 K-
WIESE IR G12D AYTE 1L K-ras 28 5 X 33X — %00 57 ¢
J&, Lena % ™ M\ 74 4~ NSCLC filf) KRAS 3'-UTR X
315 let-7 HAMY S ( LCS )FEH , LIWLEZAS S il 245
FL B (SNP )5 NSCLC B &, K LCS6 X —%
AR S RIAE NSCLC J8 3% i e i) 8 3% 5 F AR
LA, FHIE ST X — Z2 250 2 NSCLC Sy bk ity X —
B ER R A 0 1Y A8 5 AT RIS let-7 A998 5 410 1
7 2Z A AT 88080 2 T i A S0 S 56 R &
R LCS6 A5 5+ A KRAS 1 %3k

BT A — B BIF Y I let-7 23K 7K F B AR AT fig
SRS A B AT . Scott 507 & BUAK A4k 1)
JRE IR A0 P let-7 FEaKAKOE FEAR, let-7 (HERE A
HMGA2 J&— AR B O 1005 AR 54, ok
KA let-7 X E WU BIPEAN BCR T FAE i br
EY . G RAESE B R let-7 FEIRTEAR/INH G fii
R (O NSCLC ) KB REAL, IF 5 WG A R A X
let-7 T I A AE /N0 R i 98 A8 8 TS 22 B AR S5 A2 T
4555 . H Inamura 7B 66 Al 9 BACs15,
B 26 843K 25 MK Tet-7 ik oL o Jy i,
KRS 0 52 22 Sk (H R B Tet-7 RIATE L
XoF i 1) 4 B 2 53 LA — E 52 . Let-7 AR IR K
VB AR Ay It FJS 6 b v 5 2 — 2D AR IR S

3 miRNA let-7 #E/ERBINE

let-7 £l 2 VR kg Fifrseg 400 ) DXL - £ ok il s 22
T IE (A0 Ras . HMGA2 . c-Miyc ) F1 40 i F& 4519 15
K F( 41 CDC25A . CDK6 ., Cyclin D2 4§ ), A LIl
let-7 $RJ% DA & 1K 5 25009 40 e 32 PSR 200 B &1 309
PR R i R, R g A e Hrp s
T 22 1) 5 il g8 % HE A DR IT A2 31 Let-7 Y Y Sk A2
RAS FI5M HMGA2 . SARBAE 2R b 2% B4 s
let-7 % Yy iz 240 A HL il e ik, BRI NSLC A K3
I 1, IR A I 2] Ras F% A HMGA2 2 H /K F
B S R A1

RAS X5 i 51 19 1% 4k 78 5 ( H-RAS, K-RAS, N-
RAS )WL TFARZ NZEMIR , 145 30% HY NSCLCs >, fii
FRAZh RAS A IE R HA R E R/ EIE, 5 let7
FIRREEOME, EIEFAMIT let-7 BIKFEE,
RAS FEPH 3R 52 3 5 100 B 98 20 L AN AL 40 let-7 7K
K, RAS BE R R 245 il 3k 22 35, 51 72 200 R 0 1 3
Bt Jhnson &5 VR A RAS I 3 S H-
RAS .K-RAS Il N-RAS 1 3'- UTR X &% A £ let-
7 HAMYOLEZ R let-7 KGN . (HAATEAE,
PEHT AT A SEERHRIH let7 A5 A0 388 A= 310 35 7 22 3k
N-RAS F1 K-RAS 75 S 815200 Kumar 45 18 i)
FhAAE SL B0t 2 B, let-7 2 A XF B NSLC /&
KA W 76 BA K-RAS 78 5 780 () 9 40 M 2 o 5%
AT R

=i % & 1 A2 ( high mobility group protein
A2, HMGA2 )&% Ejik s AT A4 Ak iy £ 2 e
PRI R, R O IR A A0 I 37 AR K R
MEE N E ., BF5E T KB HMGA2 38 5 15 5 20 g
Y1t 25 PR R G o 1A B (57 L 3R A SRS T A U
YER , 5 s i) e A= 2 D AR 56, S8 e rp ) 98 15 AL 1
WANIIRG ., R H HMGA2 5 let-7 B HUME, 12
I T2 S A i . Mayr 202 JJE S let-7 miR-
NA fERRFHEINH HMGA2 JFIEFEA  let-7 miRNA Ay
WA SR I . Park 2500V & B let-7 XF T
HMGA2 5 B PRI T RAS, 7E NCI60 Ziififd =
HMGA2 355 let-7 S AHSE, B ol A KK HM-
GA2 FEIRFNEY let-7 T AN AGES |2 RAS
TS, [F) IFIE 52 let-7 138 5 3061 HMGA2 B 11
PR HERE . HF9E Y R HMGA2 9 3'- UTR X
T ZA let- T WAL, T30 86 35 Y HILAS Y A5 S ok
Bl 2o R4 MR B let-7 BY AR KAMBIE A
T LA (I FETE, Lee 250°2) % R 40 A N TG 3'-
UTR X1 HMGA2 ORF 1] % 53 — 4 A, (R[] B
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r [ R A AT 2 75,2000 4 8 H L16( 4 )

KB, AE NSCLC H let-7 K55 HMGA2 3k 15 Al
O MAEEH 3K let-7 B 20 g v S A 38 1Y
HMGA2 ATy ] {2 JE 40 38 A o 3 BT 2 40 J v A6 J
b G K 55 50 T BR B MOE let-7 AL X — ML A &
A

Boyerinas 25 "' IA b 32 let-7 15 A4 9 iR Bt
( let-7-regulated oncofetal genes, LOG )FE JIfJgd 4t Jfd vh
WKIZ ik IFUESE LOGs Z—1 IMP-1/CRD-BP /2
let-7 (O FERL RN . IMP-1 58 33 B9 38 c-myc mRNA
R E Ve E AR ML 5, ] IMP-1 FRIKJ2 let-T Y
AR HI DI RE ) HE 5 73 . Sampson LB ST let7
5iEFEA c-mye Fi5 2 A, let7 5 1596 41 Y
Z W Ras ,c-myc 75 B AR Tsang AN R Tet-
Ta ML TS caspase-3 1Y HIETT B B0 98 4
JMIFET, M7E caspase-3 $ik 2K (1) 40 L 2 v JC AR H
Charles 25 " ESZER Ras HMG 4, let-7 B B4 40
i A A A i 3 2 vh Z2 R R R R DI BE L 4 CDC25a
CDK6 .cyclin D &, NIl el A Ml A G, W1 S W1
JE TR let-7 ik SRR 1K AT 22 2630 i
NI A . BT A AR RTE 5 R ler-7 (19 R
PR T 5 T O 0T A Y A G
X — IR TE A0 A 3 A o AR AR A
AR,

4 let7 A=

let-7 7ENTZH 2 vk 3 1 i 41 ) PR 4 1
A BN IR PRI B — AN BT R AR . Let-7 A 5
A8 IR R AL 18 A B A, (ELHG v A 311 AT
SR B HACE AE T Hp 5 — 2R B 5 i A2 W)
HBATBE WA A 9T R L TS A RGE R,
Biissing % " R M IE® B E SR T, &RER 3T
LIN28 AJ 41 ] let-7 %% 5% 7= ) 1) HE B Tokumaru
VR IR Dicer WY 2235 5 B let-7 /K- 5 F A
X%, let-7 v] HEER M Dicer £ mRNA F14E 1 7K 1
FikUESE T R RAATE, BAh, W R IE let-7
BRI T A\ AL AT B8 BRIt 22 DRVA 7 (R8T 7 1k

let-7 R P96 200 BE XS 40 L B2 97 3k i HE B, A
AR sE BUA A RERES 7% o B 20 e i A
(DR A7 A5 5 10 1% 7] b 3kt S 3 3R 8 LR 245 10 1 2
JEREVE A, 10 miRNA AT 30 85X — 15 5 308 6 ) 8 P
Weidhaas 257 FEAR AN 5 35 14 i 9o 40 it A0 2 44
1 FIK let-7 , K BHARSHEURMERS & |, 40 S5 10 4
JIAET 1 22 ;5 T FAAR let=7 ZKSF-DU 72 A 4 ST

let -7 W] AR Jhy g iE 0 2 Ml i 09 12 B 46 B
Chen %5 R B ILIE T ALEE let-7 7E P4 1 miRNA 7K

SREE , BT , FEILE A AT A i A s A4 R
SETE N B Z2 R , T DAE R T B A b s 0 A
I % ol 987 oRE A0 AL G . Let=7 52 AT Bk 4 oAt
miRNA S [a] T2 SUR IR 09 A , HEmh % 5 ik
89% ~100%" ¥ let-7 %3157 i i 401 B % /1
RIS WHERR 7

B2 Net-7 Sl S AR 1 & A R SR
FHE , R H AT AT AR 22 1000 oK WA, (HLBE 25 IF 5%
BIARWIRA , 5 miRNA let-7 A2 W A T A B
R R A 36 T B AR, A 2 R I AR S
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