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miRNA 7E i & £ & & P RE R R EHLH R R

Progress on the role of miRNA in the development of lung cancer and its mecha-

nisms

G
N

Bk 2R ITRY G FIN(RNEHRFFHEERE R EIBERR BRI =@ 8B
TEF RS BRI, =% ¥ 650118)

(8 2] e som b RS 2%, BT R B, BF 70 B0 miRINA J2& R o i) — 2 2 A 5 IR 1, 5 e FA A A R e o
DIAHSG , 53t 7 238 5 AR 9 B0 miRNA B miRNA 2 5 i 1205530 % 5 DR (K0 0, B e fii e 400 D 1O B 58 D 8 LR 2% e A8 55
AR A miRNA 1 Dy e B0 J2 A7 e i 2 e b L K o et e it A7 2R3

[Z##17] miRNA; JilifE ; #9 miRNA ; % miRNA

[FE5ZES] R7302; R7342 [XHAFRIREE] A [XEHS] 1007-385X(2019)11-1281-07

I e 2 g L2 W e A, R TR RE AR T
BLF RN, 5 A AR AN 16%~18% . HR 45 41
L %) 975 BT A R AE AN 2 AR FBE il M 9 /N G
It 9 C o5 15% ) FAE /)N 4 Mo Jifi g C 5 85%)%) . filidd &
TEHLHI 2, H Rl 3E AR W R AR R b, YR e
RAE WV LE 43 T WL B 5 B AR A 3, PR AR
AR B EEE .

miRNA /& —JS i1 18~24 MR 41 5l i Y Y5 P
Egm /N HLBE RNA, | IZ A1 THEY  sh i JR AR A
YA # . T 50% B9 N 2K miRNA & A7 T i 55
1) G AR X Jk , 3% 6 X 37 i 8 i B i FE R IR
P19 AR B AT, $E 8 miRNA 2 IR i) A8 Fn i gk
AR R B Y. miRNA 8T 55 240
i F A B S R, G0 T 40 A G A . 40 e S o
DNA & AR, 2 5 648 il 76 P 1 il 8 922 995 1)
KA R ISR S AR R B0 R BN R R S PR AN
T AR FRIE AT RS, A SO miRNA 1 il
B 25 R 7 M 2B i e A L B AL P e
WHoe i AT SRR

1 miRNA B4 B 5E#EHLE

miRNA 5 56 7E 40 fl % N tH RNA R & i 11 5% 5%
H K B2 2 0 33~35 il JE X 4] 2% miRNA (priRNA) ,
B miRNA 75 AL T HAL & 1 R 2/
b J5 4 9 4% ) RNaselll Drasha Az 35 A< 4 Bl & 1
DGCRS B V] ZE I G5 W T2 il — MK L8 65 M % H
R 1) & < IRk RNA (premirna) , i J5 7 Exprotin-5 & &
VI VE T w7 i 21 240 i o3 b, 78 5 E Dicer BY
PIRA B# miRNA BUEE , %k 21 AGO & H FIE Ak

RNA %5 5 VT Bk & & %) (RNA-induced silencing com-
plex, RISC)™,

J#miRNA 5 AGO & FIE ) RISC 5 mRNA
HEAL A58 4 BoAN B T 58 36 ) BoRh , o 5 B
mRNA [ i, X A A F AL ) 26 48 2 b A 8 W
PR N BEFENLS S AR, 290 RISC F
L I 5 ¥ mRNA 1937 -UTR X A58 4 HAMILXT ,
AL B R PR KT B A A O PR 1) R Ak, X A8
BRI mRNA 7K LA 52 50 A7 LE AT 72t 2% B 6
3 ELAMNEC R (0 4 F AL A1 7] 15 5 mRNA ) B 7
miRNA 158 5 B 5 3)) 1 X345 &, v H iR AT
A, A5 3 KF B s B 1) 8™, miRNA 18
o BIRAE AL 25 R 2 Mg i e A B R, A
FEAG T PR TSR )2 N N R R R R R R
BT, miRNA RIA7KF 248 5 N K9 E
B R AR R R 3 AR O, e B BT 1 JE AT E A EUE
[AR] 7~ BT a8 K] - S o) A% 45 S I 2 PR ) Rk,
e 60,5 it e 6 PN %) 22 b b e 40 PR ) A K HS BE LGT
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B R,
2 BHAEIEXAOHIE miRNA

FOR AR 22 (1IHF 70 2% ] miRNA A N H0E K 1 17
A il T M B B oAb TS VIR B A R
0 ) fo e 1 A AR R R
2.1 Let-7 %%

Let-7 Z 15 5 2 75 75 W BR AT 28 s b R 30, A
Tl B R G R R R 2 X 8. YANG S5
FLR I, let-7 F1 miR-29 7] i b B #2407 CSB & [ 1)
3’UTR X, fi i $% CSB & [ IR IA , 175 T iiJe 41 i 77
T, FFHE 0 NSCLC 4H X N £ A - 50 254 ) S
Let-7a-5p & let-7 X H ELA [ Jgg 411 1) ek 1) B 22l
Rz —, w2 218K E . Let-7a-5p v @i
BCL2L1 413 1) PI3Ky 5 5 ¥ S 42 1 3 A549 il
4111 R 1D W R 4T T, 0 sk M s 4 i R A L AR
22, A FE R B A, G0 eyelinD 1 CHH A i 25
1 D1).CDC25A.CDK6 % cyclinD2 & 5 i 1) 41 i &
R R 7, B REAE TR 15 40 e B DNA
A AT (G H#) 17 DNA & B3 (S 3D b i i 72
W 75U R B Let-7a-5p nf 3@ ik~ 1 A549 fitif& 41 g
CCNDI &K (1) 3Rk , 521 cyclinD1 2 [ 6 i » ATl
i1l AS49 41 i (1) 38 5 5 1et-7 AT E L B B2 ) CDC25A
CDK6 K cyclinD2 #1141 i & #9 B1 G1 H# 170 S HA %%
A AT U 4% il e 00 P P B B
2.2 miR-34

miR-34 Z % AL 15 miR-34a. miR-34b & miR-34c.
miR-34 I [7] 41, %5 BCL2.MET.MYC & AXL.CDK4
TE P B8 6 DR, 0 ) 0 4 e ) 3 00 L SRS V1R 28 TR
TR A2 0 7R /NI i A, miR-34b-3p ]
) e 25 D] BE R I i 5 20 R B B AR 1 U (maternal
embryonic leucine zipper kinase , MELK)JE [A (i 2 41
JL PR A7 3% TV BE BED  DNA 4R b 5% 5 i 1o 3 4]
(Topoisomerase 1T alpha, TOPITa) ( 2 4% DNA H #f 5
RZE) G 22 k0 5 [ F(centromere protein F, CENPF) .
SOX1, il [ 88 1) e # Je A2 28", STAHLHUT %51
W FTAIE 5K, 78 RAS Al TPS3 3 [A 58 45 ) A 2 NSCLC
4 R H, let-7b S miR-34a 1] Wy 5] 38 5 JE % 5 JE 1
PUAEAEH . PS3AE N E B Mg b R 7, 5%
i 8 A OG5 DR 40 A% P53 {5 5 A% Sl % . 7E P53 JE %
H, miR-34 1 Jy #1418 K- 1 5 P53 JE Bl P53-
miR-34 P SRR . miR-34 3 i 4% 5% 5 1) Hdm4
of Sirt] 3455 PS3 FE . — A B PRI, 7E
/N BRI B AT 4E 41 9 (mouse embryonic fibroblasts,
MEFs) H' miR-34 [/ 25 7E A4 A &% Jir g 248 it ) 38
TCER LRSI . SR 3 — U SR B, £ KRAS 155

) M i e A5 B o, miR-34a B 2% 5] P53 ) 2 B A7 %6f
P53 1 308 4% T B S 52 R, 22 1 A K () B A A N D)
2[R PS3 S MR S BUMR I Rk Az . BT R T
JE 25 5= AR 0 SR R ] B2 EH T SUMYR Y ) 2 A AN
7] PD-L1 78445 it 40 i it e (4 1 22 Jogg rh 3Rk, {2
T 4 Mo i 52 A0k 1 s . PS3 I8 B nl i
miR-34 F i 4% PD-L1, miR-34a 7] 5 PD-L1 mRNA
)3’ UTR 454 , $2 im CDS 41 i 30 &2, 90 T i 5
%) [ 441 R0 Treg 40 M G g 10922 92
2.3 miR-29 %k

K & W 7 & ] miR-29a. miR-29b. miR-29¢ 7£
NSCLC H %3 N . miR-29 B #4[i DNA F L #%
F£ 1 (DNA methyltransferases, DNMT)3A 1 3B, 7& fiifi
o 20 B 2 B B WA TR v B 2R W 2 A ) e g
¥ I DNA R JEAG TR E B, 755 B R AL DT BR 0
I8 41 FE [K] (tumor suppressor genes, TSGs)[ 41 fifi P4 2H
B4R = I AR I [ (fragile histidine triad, FHIT) A1 4k
10 JF BT WW 45 #4358 (ww domain containing oxidore-
ductase, WWOX) & [A ] (1) 5 fr K ik , 784K 1 1] 75 5 fi
e 41 PRL R T, AR PN AL 00 ) I R A R, WU SR
FLR I, 7E B P A5 AL S H NSCLC 41 i 4% 3% miR-
29b , # i) EUJ FE K CDK6 J& MCL1, 1] 24 it f14) 444 B
FAR BT o A B FEPYIE S8 miR-29 S LE it i
JeE i A LA TET1 X TDG, 58Uk % i & 2k .
2.4 miR-200 K #%

miR-200 H PN AS A b i) 5 AN e L 2 . 7% 1
£, 4% miR-200a. miR -200b. miR -429; #% 2 41, #5 miR-
200c 1 miR-141. miR-200 5% Jf AT B4 48 ) £ 45 45 14
% 5% [N 7 1 (zinc finger E-box-binding homeobox 1,
ZEB1) #l1 ZEB2, $2 & E-cadherin £& [ 1) 1k 7K 7,
1M BELAS EMT™ . £ fii e 20 )5 AL vh 2 B, miR-200
5 A B 4240 ) FLT1 (VEGER1) , 30141 fif 87 21 it
)2 28 Fe 3 755, miR-200b i i ¥ 5] FSCN1, 11 #
Ji9Rg FRIAT A% 2 2880, CEPPI 25578 58 & I, % miR-
200c 3 A\ NSCLC 4t g 71 1] 34 i1 E-cadherin ¥ 25 17K
-, B&#{% N-cadherin [f) 1A , 15 5 17] 78 Ji & B4 1 2k
I S0 M AR 22 R N FE RS T . TEAR S S5
R, 1k 3K miR-200c 7@ i % B k. VEGF-VEG-
FR2 i #% ) R 45 5 38 B MAPK fl P13K/AKT, B %
# ] VEGFR2, $& = fit 982 41 B 5 0 565 %) 80k 00,
miR-200c 8 AT Ji# i B B3 0 A8 & A A i
2 (peroxiredoxin 2, PRDX2) .GAPB/Nrf2 & SESN1 i
AR SR B, 300 1) % 5 5 5 ) DINA RURE I 24 11
BT, DT HE v it 00 L P T S U
2.5 HAaydpRE miRNA

LA, B BT 78 BB R N » R 88 22 1) i g
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miRNA bR EWD K I i 785 &K I miR-19a-3p 5
KRAS mRNA f#] 3'-UTR 4 & k2 21 301 ] fith 983 48 M 75
T IG5 AE A /E ] . miR-513-3P A i i # )
ITGB-8 mRNA.ALCAM.PCDH15.PCDH8.PCDH17
a1 fii e 3 B A 4 980 S NP 5 B A I T KR B
miR-513-3P 1 0] ¥ ) £ H T~ 2 D H 3 s-F 2 1 pl
(GSTP1) , 3 i i Ji 9 240 B 6H 497 I BBUR R LTU
SECSRTE S R B, miR -99-5p AT @ i #E i) FZDS 417
NSCLC 4t Jfa 1 3 % « 3T # #1142 2% . miR-590-5p 7E
NSCLC H & IA i, Hoid Rk fe B 17 GABL, #1)
1] il e 20 G () 3% B R 42 289, miR - 382 fE #I )
SETD8 K i& AKT 15 5 #)I il NSCLC 4 il 1) % # J2 14
FE™, miR-320a fig B £ i 4% STAT3 15 5, #0il 41 A
G, B o R T 00 i e 20 L ) Ak P AR T
miR-186 7 NSCLC H ik i , L nf # ] SIRT6 £&
1K, (i 33 Ml 40 B PR R T2, miR-106b-5p #EE i)
PKD2 [f) 315 , 1 55 A549/DDP 48 i X N £ 1) A8 ek
P,

3 B REER) miRNA

bR 7 AE NI IR A A7 A1, — 28 miRNA Al 3@ i
SRS ) i e 491 ) 6 DAL 52 e fieh R 1) kAR R R A B IE
SEAEGLHE i £ N 22 Bl N SR HhoRk i s 40 fif 3
YA R R B B A B AR
3.1 miR-21

miR-21 {F N H B EUE R 1, fE i 4l 2 rh ik
. AHFREEI, 75 NSCLC H NF-«xB it 5 miR-
21 AN T IX 454 F miR-21 (92614 . miR-21 ¥ [
PDCD4 . PTEN, Z: 5 iif# PDCD4/NF-KB/TNF-a.
PTEN/P13K/AKT 5% AKT/HIF-10.15 538 i [ {5 514547,
TN A K AR 22 . HEAh miR-21 38 %5 TGF-
B =SB T SMADT [36E , WIS EMTE,
T SMAD7 J& REEYT VAL £, miR-21 R IAH Al {F
N EFE R T BURME I IR ) EE AR EYY . A
B 9802 BHAE A /NG i it v, 401 miR-21 (15858 m]
JHIT Foxo3a i Sl .
3.2 miR-17-92 £ A 3

miR-17-92 % [K #% 4 ¥ miR-17-3p~ miR-17-5p-
miR-18a.miR-19a.miR-20a.miR-92a fl miR-19b-1 1F
W) 7 A miRNA B 5 . miR-17-92 #4712 A N =&
Ol FE N, 5 4 AR A BB 40 Ak R I A A AR R
Hx. WFFRER I, miR-19b 48 5 /F A T PTEN, 1
PTEN /& P13k/AKT/mTOR 4 [f) 5% 8 61 35 8 7,
miR-19b i ik 1 PTEN & [ (1) 32 , {3 i3 4 Jfa =
A TP AT A K AR 28 . miR-17-5p 7
it 20 23 208 T I, H T d Y % EZH 1 SRR A

T HUNSCLC X JE % & Je i 25 , {3 B AR i AT
#063, MENG 54 78 & B, miR-17-5p Al @ i _F i
CCNDI1 . Vimentin N-CA i 3 Jili & 21 o ) 386 5 b 7%
Je A% 28 5 T 3 — WA FE04 R B, 7 A4 A1 48 Jfd S 5 v
miR-17-5p ] # [5] TGF-BR2 1 il Jii Ja2 200 it 11 38 4
FHEIRETS, B miR-17-5p 383 L0 A [F 45 5 38 1%
Xof i PR AR O R Re S B E BRI AE R . d 3R
1A ¥ miR-18a 7E NSCLC H i i i#0d STK4 18 1% P Ik
Y1 A 6 O R PESY, 7E NSCLC H , miR-18a-5p
Fak b ] aE st BB 1A 4 25 8 1T Bl F 2 Ginterfer-
on regulatory factor 2, IRF2) , B¢ ] GE18 i 1 5 P53 A&
NF-«B I i , {2 3540 i 50908 T« 0, -t ] 0051 40 ff 184
B BT AEY . 15 i i 55 e, miR-20a 38 i
[f] %k iz 2 [ (ferroportin, FPN)3’ UTR, F il H: &%,
0 A B P kR B TR e 4 L ) G i R A T
B BE Ak, miR-20a 48 AT i) A) BID i TRAIL 25
Z &R S5 M85 AR RS, 1R
NSCLC ', STAT3 I i miR-92a [ 3R 1% , miR-92a ]
B ) e 5 o R R 2] A (reversion-induc-
ing cysteinerichprotein with Kazal motif, RECK) , 34 5
Jils S 40 O ) 42 28 MRS, I A, R SR BT ST R
miR-92a ] ¥ &) { Fi] T PTEN (1) 3’ UTR i #% P13K/
AKT 15 58 #% , % 5 EMT, # 5% NSCLC K14 48 . it
22BN 24 .
3.3 HAed) HIE miRNA

HrIR R 5T % B, miR-484 AT LLBE 1) Y T Bl 0%
[%]¥-(apoptotic protease activating factor-1, APAF-1)3&
, it 5 A8 2 fi# 1) Caspase-3 FIERE IR — BEFR 1% b
%4 1§ (poly ADP-ribose polymerase , PARP) ) K 1A ,
H4% APAF-1/Caspase-3 I8 i , PR 40 B i 7% L 44 Hh 4
FEFA A4 P it e 8 AR, IR T2 0 miR-146-5p it 3
1A 38 i3k #E [\ R 9 claudin-12 3 7E Wnt /B - catenin £l
PI3K/AKT/MAPK 15 5 38 %, i€ 12F it i 48 fitd 1) 31 % Al
1228, {141 i I T2, miR-135a-5p 7£ filifig op it
26353 1t B 1) 1 715 LOXLA4 , 78 44 4141 i 22 F 3h ) s
B S 58 T (i a3 I e 240 PR B TS AR 2% DA R AT o)
J PR R T2 S Tk Sk B A 2R 1 4 (lysyl oxidase
like protein 4, LOXL4) % K4 7] {4y miR-210 1) i
AR, miR-210 A] ¥ 1] LOXL4 {12 i3k il e 41 Jfa 38 4 Al
VKL R BE 71, FENG 25U 5 % 1L , miR-186-5p
I S 1) PTEN {12 3k fils Jit 46 40 e 1) 384 58 3L 4% A
Z& . miR-1246 il id I 7] GSK - 3p/B- 3% ¥ 2 (1 R 5
Wnt /B-3% 3 AR, B B R 28, i Ab,
b, W] I 53E il 8 4 B () EMIT 3 7% , F% 4K E-cadherin %
ik, 0% B A TGF-P (R , i 348 ik I8 41 it 1)
R AR 2B,
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# 1 miRNA 7E/H5E A 1EF R EBIEHLH
miRNA TEAEAE FH B A s SR
H19E miRNA
Let-7 K i 75 5 Mt 200 LR O, 38 0 NSCLC 4 e B FI-REA 2598 CSB. BCL2L1. CyclinD1+ [13-16]
TR s V75 3 I e 210 L ) I W R A B T e 2 I IR A2 F2 . CDC25A.CDK6. CyclinD2
12:2% 0 A0 B 10T e G134 1) S B A 00 ot it 40T A 184
miR-34 5 Mk FIHI R A0 IR GRS R 2 TR VR T R A AR A W 5 P53 BCL2. MET. MYC. AXL. [17-23]
% P53-miR-34 BHE SR, B 50 PS3 36 7 s v 4 ) CDS 4l il %l CDK4. MELK. TOP2A. [25]
2 PRl RO 5 R B 20 T2 Treg 20 X MR 12 s /ERAS - CENPF.  SOX1. Hdm4.
55 TP53 HE R 9848 i N KA 2R AT 5 Tet-7b B 3G 58 /% & B Sirtl \PDLI
PRI (1
miR-29 5k miR-29 (1) HHr 22 18 1T Pk 52 50 i) [l 98 T B ) DNA FESKIE #5485 DNMT3A #il 3B. CDK6. [26-28]
X F S PR TR P TSGS I E T RIE, AN /NS S A MCL1.TETL.TDG
T 5 01 200 1
miR-200 K% #2 & E-cadherin £& (4 R 1A /KT, F# 1k N-cadherin #3815, M B Zebl. zeb2. FLtl. VEG- [29-34]
i EMT, if5 5 W) 70 3 32 L 6 % s #0akl Jr R 12 98 Je %6 % s R 1k FR2. FSCNI. PRDX2.
VEGF-VEGFR2 B % [ N il = 538 MAPK M1 P13K/AKT, th7]  GAPB/Nrf2.SESNI
T8 3 R A SISO, %R O 5 () DSBs E &, 4 e il
S 00 LT TS S A
miR-19a-3p  (RBEAHARI T A0k L5 ST KRAS mRNA [35]
miR-513-3p  HIHIIHREE RS | SR 980 SR 3 5 i s 40 MO e Ak 7 (U ITGB-8 mRNA . ALCAM, [36,37]
PCDH8.PCDH15.PCDH17.
GSTP1
miR-99-5p O 240 B PR S B T RS R 28 FZDS8 [38]
miR-590-5p  HIHI AN 3 A AR 2 GABI [39]
miR-382 3G AKTAE 5, J0H 40 6 3 G AN A% 7% SETDS [40]
miR-320a 0 200 R S 0, 338 5 i 3 P I M 200 e A P AR T STAT3 [41]
miR-186 PR AN T SIRT6 [42]
miR-106-5P 38541 A et R 1 ikt PKD2 [43]
B miRNA
miR-21 2 5 PDCD4/NF-KB/TNF-a, PTEN/P13K/AKT 8¢ AKT/HIF-1a.{f5 PDCD4. PTEN. FOXO3a. [45-48]
51 B 0 UR T, ARk 4 i ) AR KRR 28558 3 U T TGF-B {5 508 SMAD7 [50]
AN K+ SMAD7 £35 , WTTF T EMT s 55 2 40 B 1~
miR-17-92 /% {42 P13K/AKT/mTOR 4, (2 AU B 58 L 4= 28 i #% ey 25 ;  PTEN. EZH1. IRF2, BID. [51-53]
AT B R 2 ;s mliE it _E i CCNDI . vimentin N-CA fi£# TRAIL.RECK.FPN
O ) B R 1 28 T STKA I 0 R A 40 e JO 7 Uk [55-61]
P4 5 715 P53 [ NF-KB I8 B, {2 i 40 f i v 380 V1R 28 T #%
A WG 36 0 4 T 2 5, RS P B AN v T
miR-17-5p 00 240 B 38 0 5 15 i At R TGFBR2 [54]
miR-484 AR L f# ¥ Caspase-3 £ RARP 1) 15 , i 4% Apaf-1/Caspase-3  Apaf-1 [62]
K, (RN MG S TR
miR-146-5p % Wnt /B-catenin 1 PI3K/AKT/MAPK {5 5 i % (2 i 40 claudin-12 [63]
LIRS AR 28, i A0 B ) o
miR-135a-5p R REAH MG TE LS | 1228 DL LA 4t i g o LOXL4 [64]
miR-210 R4 P 3 RN AR 95 T R B LOXL4 [65]
miR-186-5p  {RIREANIYIETE IER AR 28 PTEN [66]
miR-1246 W Wt /B-IERE HIRE, R R R AR 28, hAh, hal {2 GSK-3p/B-EREA
A AR A EMT CE Rz - IR 40D I 78 , B4R E-cadherin(85 K5
B )R, WY R A A KR T BOTGR-B IRk 1 [67]

HERR AR A AR R




b

FRAFFY, 55 . miRNA 7E fififee A2 A Je v (4 Y R AL A F e fee

+ 1285 -

4 N L

25 LTk , miRNA 7 Jifi g = ] 4 408 2k 80
BRI 7, B8 ) A28 1) 22 M5 5l B R (1) 3R 0K, 5 i
AN LG TE DR R B ER E RR . IEAER, B
0T miRNA BF T A BTER N , ORI 2 1) miRNA 1R
it bR AR T AH ¢ miRNA 7E i 8 H i
R P2 AL 1A Ui 4 R I 8 T AT SR A7 TE VF 22 AR A i o
(P18 a0 miRNA 1) F AL A, H e
S IR T2 75 52 00 I8 1) AR AN s g 8 7R B — 20
WFFEAR 2R ; [FIB miRNA 78 il & A6 ke v (1 R WL
il ERCOR M 2 A, A A TR 4% e 4 R AR )
S HERE RS B LKL A B . miRNA H A & 11
PRI FH AT 5%, oA B R il e 20 7 3 18] YA 97 1) G
BT, B 7T miRNA 7E il 40 B 1 38 78 43 AL 5
0, H55 i 96 75 P4 1R 22 b 2 1 o g (9092 W S YR 9T R
e B HEE L.
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