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Research Progress of the Regulation of miRNA by
Exercise Improving Various Types of Cancer and
the Mechanisms

B m', BEESC KBRS, A
CHEN Min', SHANGGUAN Ruonan®, ZHANG Xiaobo', SUN Jingquan'"

@ E: B4 miRNA A% B TRk m e A Lo 20, I L s e i i, 2
AR AT miRNA 09 FGE | U] 2 AR 22 P For o 22 88 i i A2, A9 3 2809 R e K A
B AW B SRR, ik /£ P B % W PubMed . Science Direct % # 3% 7 , VA “exercise”
“miRNA”“cancer” “mechanism” % % 413 4 & FF 547 40 5% L ak , *F1E Sh 48448 7 miRNA 2
E0 R R R R AR K AR AT SRR . AR B SBIRRE AT i 13 Sh AU A miIRNA
8982 ; B A MR F 09 miRNA T 4t 5T SUIGR (A7 51 AR S | R L 28 EL M AR A 4
Y09 BCEAR R B SRR F 69 miIRNA £ 25833 5% J% B 49 37 -UTR 25 &, [ % 20 e
Lo ZLAT e 1) AR TR L b 4 AT B & R R Ae DNA UL 456 3B Sy Hkak
49 miRNA 5425 B 549 3°-UTR £ & FLIT & Zm R A2 A 5 A £ AL 30K 2 34t
AR A 7 F BN TR e R T I8 77 o

KRR : A4 s miRNA 5 3 2 5 U]

Abstract: Objective: miRNA can act as a tumor suppressor to regulate the mitotic phase of can-
cer cells and block their proliferation and migration. Exercise significantly reduce cancer risk
and slow cancer progression by regulating miRNA expression. However, the types of cancer im-
proved and the mechanism behind it are not fully understood. Methods: Through searching key-

EEINT3

words “exercise” “miRN, cancer” “mechanism” in databases, such as CNKI, PubMed, Science
Direct, etc., relevant literature was analyzed to summarize the types of cancer regulated by exer-
cise regulating miRNA and their related mechanisms. Results: Exercise can increase the content
of miRNA in plasma. miRNA induced by exercise may have better improvement effects on
breast cancer, prostate cancer, liver cancer, stomach cancer, clorectal cancer and lung cancer.
The exercise-induced miRNA block the prophase and interphase of mitosis in cancer cells by
binding to the 3°-UTR of the oncogenic factor, thus cutting off the formation of new proteins
and the replication of DNA in cancer cells. Conclusions: Exercise-induced miRNA bind to the 3’
-UTR of the oncogenic factor to block the progression of cancer cells and regulate a variety of can-
cer types. It is suggested that exercise should be used as an auxiliary therapy in the clinical inter-
vention treatment of cancer.

Keywords: exercise; miRNA; cancer; mechanism

FE 5 KS:G804.2 XERFRIZED: A

5 T AR 2 SR e i F O AL T 2 s 7, 2020 48 A BB I e N B2 11929 75
N o R 3 AR B B 23.7% , iR I BT 38 N B £ 19 1 2K (Sung et al., 2021) .
] SRR AE F 0 KA 1 2022 44 R E 48 1090 27 5 2016 AR M IR R £ 406.4 T3 N,
T 412414 5N, P98 KB 1.1 77 A58 (Zheng et al.,2022) o J# i & — Ff J&) 6
I AR IR 4 B PRI 3 R B 2R 2 R S v DRI R MR o R AR 1 £ ) T R



Wi, 25 - JZ BB T miRINA XS 22 R R (1) 25038 S AL R T 7 i3t e

PR REAT K 38 TE 2 1] 3 i DR 9878 T i B0 1 » B0
Wy B BELARS T 4 23k, 5 O A4S S 35 A 045 5 4 i 1
AT 28 L, e 2 AR 3 FL R Jg (Lai, 20190 o U4 (1 1
AN 08 FE AR, BRAR R 25 14 F A BR L 38 1) 75 22 BN
TFRF LT J71% . microRNA (miRNA) J& 2 fs iE 12 I
MG b &, Ho R IL R AR RER T . miRNA &
—FhNEL ARG S RNA , P45 B R 5t R iR ik . 7Eid 2510
B, miRNA 1 Jy fit 98 00 i) PR 7 B0 80 56 D9 51 2 )iz ok
T FE 5 R A R R B B R Bl i VR K P E UM %
(Jiang et al., 2018 ; Zhang et al., 2019a) , 7E J# JiE H 2 BAE R
M98 R R B R PEVE T . — MOS0, 98 5 B miR-
NA TE 8 FEAS o B3, 40088 5 ) miRNA R s2br b,
PLTE C 501 miRNA R 5 VF 2 S ke Ve B (UL e,
2014 PHAE 4> 45, 20200 AR YT 257 (5 B, 2019) A K 1)
AW PR AT RE R AR RE 2 T I LA

miRNA 7E g A b — B T e RS (R HE RS
77 FAE NI AR 5B IR 2 AR 68 52 ) 3R 3k (Gomes et al.,
2014) . BSKBLZ P HF ST L] S E b AT miRNA ¥ %5
T 7 R (& i 45,2020 £ 45 4E %5, 20205 Wang et al.,
2019) , 1 & B A 9 1 17 miRNA R IA 04 s 1%, g
% B 5 [ AIG e RE X RS A ek 2% e RE #2E B2 (Mooren et al.,
2014) . H i, 9T 18 3 o8 1 17 miRNA o35 (1 98 i J5 7
T H A 5 AT REATL I G R 58 4 WA BN . AR WF 5T 2 12 Bl R
P75 5 10 AH 0% miRNA 2844 55 98 RE A 5% ) miRNA K38 2 [H]
(¥ LE T 2, 2 45 38 B8 MR 5 miRNA T AE 2403 (109 i
KA, I IS B AR A 5 S miRNA B33 AH S 1015 5
.

1 EHEREEREENRE LR

12 BB MR R 5 2D i O 10 R AR, I 0 iR AR .
WAT IR 2E W FENN , A BR 25% I E R AR 5 0 RN 25
ARG 77 AT 9%, T 38 Bl AR R T BE 8 3 1 22 2 A2 R A1 e
I 1 2T ARG (3K Ty 45,2019) , B35 I8 3 A AR B &
7K ~F- (Maddocks et al., 2013) « % 4iE x ¥ (Hojman, 2017) «
4,92 21 12 T i€ (Idorn et al., 2017) 224k BA &% miRNA 7K “F i
%7 (Gomes et al., 2014) % . W 73R W, i& Bl 8 xod i e 2
HARyT A BRI, 2 TR g A 1K)V 7E T 3T B (Chris-
tensen et al.,2018) . 12 4B 5 7L o | 4 B W s DA R T
A1) W e R R 26 2 TA) AF A 2 35 A 58 (Asheraft et al.,
2016) . fE/NRARS A, 5 FI2 380 T BN BRI R
AR A A KR PR 60% LA L (Idorn et al., 2017) . BE4h, I
IRIF AR B, BB s B I R (AL RS , RN 2 R AE— RS
et i AF O R AR ) 2 T R s A% 27 1) 42 4K (Thomas et al. ,
2017« XF 26 44 AALASE) (1 b 4 B MR AT 12 ) 1 i 73 A
NG ING)G, Ha UL 191 N FER A 2 R R IE
(Pourteymour et al.,2017) ; T H1 18 2 B M5k 15 5 (1 41192 55 [A]

M) ZE S 2k, BRGSO R A IR AR 28 R K B AR
B 3 45 (Isanejad et al., 2016) ; 1 32 Bl B MR AE v — Fh LB
RT3 Je R 11 T B, TR PR L 453 380 e o 2 1 B

2 EFHEEIES miRNA HIE R EE L

miRNA | Z 275 T AR A M 5, LR R
g 1 T OB R A A LG 31 (Redova et al., 2013) , M
B 8 R IE 2 G 0T S0 . RE, miRNA PR — Fiont
2 B B I A R B R 1) 9 AE A R B % B R
201341 A 22020 5 1 A, 7€ 7 [ %1 M . PubMed . Science
Direct 25 H 45 FE 7, P “exercise” “miRNA ”“cancer” “mecha-
nism” Ay S B AR A B AR G SCR . Hob R R PG T IS AR
R 52 T i AN AR I Y miRNA 5 B A8 1k (F /D 4 J7 38 3
T-HO MIRE T SCHREL 9 7 (£ 1D SR T8 8h4 51 2 miRNA
TR AL T WD I B ORI B E A IR, B
R 43 WE TE I RE AR B85/, DR U E B 3o SR I o 1 B
ANFEARBIE o N AR I miRNA 27 5 52 H 9% 006 5 10
DR, S HE Bz 3l LA R 36 miRNA 2 5= 11 5200, BT g N
)9 TRATF 55 1) 52 12 5 38 g A BE A4

SA MR R, & KIS B S, LK
miR-1.miR-133a Fl miR-206 [ & B & LT+, HiX FiAs 1L
A FF 8 E 125 )5 24 h(Cui et al., 2016 ; Gomes et al., 2014 ;
Mooren et al., 2014) ; ifi miR-146a F1 miR-126 7F Ifl. 3% b 55
BT IARES AT HF4E 36 h HE = 5T A (Barber et al., 2019) .
Nielsen %5 (2014 Wt F R B, 12 AN /1328 5 3~5 d 5ol
DA WI H 55 7 miRNA [ & =2 AFARRY, 2K
W2 3N MR 5, miR-486 7E ML 3K 1 & & & T FE i 34 (Aoi
etal.,2013; Barber et al.,2019) . B AT 55 , & #1128 B0 8k
2 T8I miRNA 1) & 2281k, B2 21855 miRNA

IR B — i I .

3 EHEIEATAEE T T miRNA M E S AR ERE
3.1 miRNA A5 g X A fe X R
miRNA J& — 2 B G R 42 I 6 1 N U5 74 4 2% 5 RNA,
KINLI20~25 MAZFFER » 3L % T5 mRNA #4355 f 92 (4
AT U1 AR B, 38T R A O B R . HE T,
miRNA §8 % 1 % 55% UL b 1 85 1 53 4 B 22 (K] (Friedman
etal.,2009), S UMK G IG5 F R WANGE 575
%33 2. miRNA 5 mRNA R A #4 G 56 B 4h, B 4>
miRNA 1] f8 5[4 2 4N AN 7] () mRNA (Zhu et al., 2018) . 7]
B, B4 mRNA A G8 AL & 2 A AN A (1) miRNA 25447 10, A
T E 8% 52 4% 10 R 425 B 4% (Zhu et al. , 2018) o 3 3 33 i
B, miRNA B35 5 B] B2 2 RE AR DG I mRNA , BE )72
2 5T I R AR AR B (Yuan et al., 2016) o £ SR AL
TRRT R, BRI B miRNA & R A B8, F H %98
5592 W7 IR e i 1) 7 R R 23 314 O (Tutar et al.,2015) .
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F1 IEEhEEIES miRNA & 1T
Tablel Adaptive Changes of Exercise-Induced miRNA
. . EFRA Al K i% %) J& miRNA % 7)) J& miRNA i% %) J& miRNA
BRI HRAR X .
Bg MR B o iy SFTH LHFRARAL
Aoietal., n=11, 4770%VO0,, #HiE  HIT  0h — miR-486 miR-1.miR-133a.
2013 (21.5+4.5)% 3, 4% 60 min, R A miR-133b.miR-206,
3R/ miR-208b . miR-499
Mooren n=14, T A% (DIEA) fiz 0h  miR-1.miR-206.miR- — miR-21,
etal.,2014 (428+6.0)% 208b.miR-133a.miR-499 miR-155
24h miR-1.miR-206 . miR-133a — —
Barber n=20, 20 & ,55%~75%VO0,,.. fri% 36h miR-221-3p.miR-126-3p. miR-486-5p.miR-29c- —
etal.,2019 (43.7+12.8)% H &t 79 % miR-27b.miR-146a-5p.  3p.miR-93-5p .miR-25-
miR-142-3p 3p.miR-29b-3p.let-7b-
Sp.let-7e-5p .miR-7-
S5p.miR-92a-3p
Gomes n=5, EREBUPS LIS M3 O0h miR-1.miR-206.miR-133a — —
etal.,2014 (31.6+4.4)%
Cui et al., n=26, 2 5 BLmT D R 2%  0h miR-1.miR-206.miR- — —
2016 (20.4+0.1) % 133b.miR-133a
Baggish n=21, 3AA AR D% (D ik 24h miR-126.miR-146a miR-1.miR-208a.miR- —
etal.,2014 (51.8+1.4)% Fim) 134 .miR-133a.miR-
499-5p
Lietal., n=10, IAMAEHILEIA, 2 & 1h miR-221.miR-208b — —
2018 (25.94+5.0)% 7341 min
— RPEIE — miR-221 .miR-21 miR-146a.miR-210
Nielsen n=7, 128 65% B KkHhsFE P 3~5d miR-103.miR-107 miR-21 .miR-342-3p., miR-148b.miR-133a,
etal.,2014 (28.0+5.0)% &A%, 74X 60 min, miR-766 .miR-185.let- miR-92a.miR-29
5%/ 7d.miR-25 .miR-148a
Schmitz n=63, 4 )8 3 5% FL 1A BR) Fd#%£ O0h miR-222.miR-29¢ — —
etal.,2018 (22.0+1.7)% 49 fn

ARSI FE 2 B, miRINA X} Jegt i (¥ & A R ik g B A WL
SRR 5 A 52 P gRa 1 1) R 7 3088 25 R (Priyadarshini et al.
2013). Ak, K5 E miRNA 13 5A B8 T i Ji 5= D5 ol 588
12 PR 41 ) 5 8], 32 TG M 988 1] (Song et al., 2016) ¢
WAE R, miR-206 38 i #815] c-Met % H ] 37 -UTR 5§ 3%
c-Met FE [K 377 2R , A 1T BEL I CDK6 f4 400 i J 30 335 7%, 75 AT
¥ A MUK B (Umeh-Garcia et al.,2018) . miRNA /2 J& iE K
J& 2 Wi e, W AE 7L, © 48 K I miR-1 . miR-
133a.miR-126 %5 /& R W & A4 1) AE YRR 1070 (Muti et al.
2014) . {EFEAE B, miRNA 2K 2 5 i 6 41 A 354 5
I AL 28485 (Park et al.,2018) . JET I, PB4 miRNA &
i R
32 EHBEHE T mIRNA TRKE S A £ 2R

18 30 B Mk AE 6 5 5k 1) % 7 % JX (Ornish et al.,
2008) , H: 1 5t AL 55 miRNA , H AN [R]32 5 28 21 567 miRNA [
BRPAERFERN . TR, IE BT T miRNA 15 &
GRS R B ORTE . A ORI R, 12 & e 5 1)
N SR T FUIR B I 408 miRNA 5 &8 0 S 19,
{2 9% miRNA 5 & B B 98 /> (Isanejad et al.,2016) . [FIH}, 15
F RN miRNA IR 1 15 66 9% 410 ) AR ¢ e R 1, JF A &L
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1 0 fe 3 0 L 1 BT AR 2R N R RS AR IR I R AR E 1Y
KBS (Mooren et al.,2014) . 7] W, , iz B 8% vl e oL 8 75
miRNA /18 548 4, JE T 5 e i AR 5 R 8

H AT, BRI 22 R U R B , H38 2 BB P 5 A O
miRNA [ & 8454k, HLIX S miRNA #1968 35 D5 7F 24035 02
iE AH SAE 5 % &k % 8 E4E H (Alhasan, 2019 ; Cui et al.,
2013 ; Wang et al.,2019) 1 L HE , 32 Bl 45 1T Be i i 7
T miRNA & 528 {0 B8 AR ST AE . BAR KIS 34 e
miR-486 & & T B, (HAF AT R W], B8 & 1 miR-486 &
1K IS 2 B RE R ) IS 19 XU (Jiang et al., 2018) .
PG, 256 R LT 45 3 1 18 3 A 5 5 miRNA 3%
(e RE AL AT IC R (B 1D, 7 6 Bl A i 9% 7] 1N k02 3
751 miRNA 55035 . 7] WL, 38 3 80 J8 I 1 5 78 2 Fh s Ay
Jee i R R P HI X7 4 1) miRNA (miR-1.miR-126 . miR-
133a.miR-146a . miR-206) ¥ & , 7] BE Xt 45 B iz  Jili 4 « mi
NN SN R Y S RN SRR (O (i

4 IBEHHRIEID T miRNA B %= fE B AT REHL &
miRNA T8 11 S 8 6% #0019 Ak AH O¢ = 258 R 1 3Rk
(Cui et al., 2013) , BE 5 35 K2 30% N 29 5 D5 A i 3



Wi, 25

+IB BB T miRNA X 22 Fih S TR AE () e B AL (RT3 fié

4] FE K] CAreeb et al., 2015) . miRNA 1 ¢ # 5L [X] {1ty 3= 22
Bl 7238 3 5 mRNA 37 JE# 3% X (3 -untranslated region,
37-UTR) #43 Bid HLAMNT HIAHZE &, 155 mRNA B fif sl
il mRNA §% (Zhu et al., 2018 , BEL¥# 4H fitd J& 313 3k 7% , 32E 17
A SO ) e R T A B O BRLAS L EERE o  miR-206 £ X c-
Met & [K] ) 37 -UTR # 47T I Bk (Wang et al., 2019) , 3 1fij 4%
41 A J A BEL 35 7E GO/G1 1 (Zhou et al., 2019) ; miR-126 KJ

mlRi mJR-l26 miR-133a,

1k 5 4l M 3 BE 9% D R 40 I 7E GO BH I A K (AL
hasan,2019) . & BBk BE 05 1 15 #H ¢ miRNA & &, MM
T ) o 3 R RE 1 R L T miRNA £ 36 J2 AF 2F 35838 3o 1 4%
AR T BT I, £ TKF BT RS 30 B4 753 miR-
NA T 40 f (M AH OG5 5 8 ik o 2, BEA R T 7
& BB TR T miRNA S0 AE AL, 78 A BY TR
I8 B B N FH T RE DI R A 1

2 PEE. FRR

miR-206
2 33 e L .
| miRci4ga, miR206 2 R, B
B on _ i3 _
Iz Eﬁ.iaé';"‘ 126, miR-133a, 1 ena
miR-1, miR-126, miR-206 1 Bimpg
miR-1, miR-126, miR-133a 1 RSk e Rl
miR-126, miR-206 2 SLIRFARARAR . AR
miR-126, miR-133a 2 hilE, BRRS
miR-206 3 kEmGERmAE, TRIE, AM MRS
A miR-1 3 WAV Mg, Hoask. e
o miR-126 3 REeEA, RRERMERE, T AR

1 KHIEFHHEEE S miRNA BEHEmE 2R

Figure 1.

Cancer Types of Long-Term Exercise Improved by Regulating miRNA

7E:Venn B A T & & 77 F miRNA 3£ B 209 828 £ A, B AT AT & &8 09 302

4.1 B FHHEHEIE A miRNA & SUIR A 49 7T AE AL
FUMRIE 2 4t P Ao el L T R 2 — . e
JIR S AH < BF 78 7, miR-206 « miR-133a miR-126  miR-1 I
miR-146a {F Jy #1J 5 7 76 241 23 i 1) 2204 B 2 P I (AL
hasan, 2019 ; Cui et al., 2013 ; Long et al., 2019) , ifij iz ) 4%
I BE % S22 14 1 miR-1 . miR-126 . miR-133a . miR-146a  miR-
206 HI 5 . AL b, gk — BU A #9928 3 #0045  miR-
206 £ FL M i 98 4 24 b R K K N, I e iR 2H 2 A K
(Isanejad et al., 2016) o ¥ i 41 L/ Sh Be % 1 & 56 81 I
S0 5 P98 A BRI A D e 200 I U B TE PR A RORT B A
HE R G E B AR TR I, 16 7L R T 40 2 (breast
cancer stem cells, BCSCs) ', T-Box % % X -7 3 (T-Box tran-
scription factor 3, TBX3) i % ik , 2 5 HIG5H T AlA
(Amir et al.,2016) , I i 15 TGF-p1 AL RE 17, iX &
BCSCs 4" 1 (1) 06 LA 78 43 2 1 (Li et al., 2013) . 2R 7,
TBX3 7£ FL i 68 4H i i 32 32 3 8B M 1 15 1) miR-206 41 i,
L b 40 1) BE 8 Ik P 9E 42 28 38 2 (Amir et al., 2016) .
H R ELE S, 32 B BRI T 1) miR-206 ##] TBX3 ¥ 5%
1, BR AR TGF-B {2 3L 7% 8 71, #ET 40 BCSCs il #% . A
T, 373z ZHOE UH 1T A miR-1 38 id 5 % ih & [ 7 (frizzled
class receptor 7, FZD7) &5 & , BT Wnt/B-catenin 5 5 % 5,

3t 1 i BCSCs #4515 F13E 7 (Liu et al., 2015) .

TE bR 40 M rb b 2% 3A A miR-133a {3 40 0 JE 24 BHL 3
75 G2/S #1, # il DNA 8 £ i (Cui et al., 2013) . 1M1 A #F 5t
R I, miR-133a & & 5218 ) B MR 1 P 75 (Cui et al., 2016
Gomes et al., 2014 ; Mooren et al.,2014) . “E¥){5 B 2= T
KW, R 7 A K B F % 4k (epidermal growth factor receptor
EGFR) 72 miR-133a V& 7E 48 i . 5 A 43 17 7 , miR-133a
5 EGFR mRNA ['ff]3°-UTR 45 & (R 5 RA5 [ 37 -UTR £
A AT T R 2 2RI ZKF, PRt EGFR 1) 8 1 %21 B miR-
133a 35 A 3G 0T U6k 55 5 53 4, 76 T e 4 v, 5208 3
H 7T 1) miR-133a B 1111 B 1R 1L Akt & 1 (phospho-pro-
tein kinese B, p-Akt) 7K V- (Cui et al., 2013) . {4 JI§ fok WL %
3- ¥ (phosphatidylinositol 3-kinase , PI3K) fil Akt /& EGFR
N U A T 4, WOE I EGFRUE I 08 MG E
3% 45 PIBK & [, #E 17 F 2 Akt 28 A BEIR 1L . A0k, miR-
133a fE12 2 R M h B 1, SR 5 L8 s B 4,
i i % 75 1) miR-133a i i 42 [5) EGFR FH 1k PI3K 115 5 1%
S, kT A p-Ake B KPS DT U 7L I g 2 A
WA 5 (Cui et al.,2013) .

iz BB BE 5 19 N miR-126 A miR-146a () & & , miR-
126 2o 212 L5 LM i 200 160 184 5 ek 2> 2 G1 I BELVR AT 9% (AL
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hasan,2019) . Alhasan(2019) i 58 & 3., [ & A K A4 K B
¥ A (vascular endothelial growth factor A, VEGF-A) i it 2
BRI P B T G A R AR K 2 S R e kg, HAE L
JI Jee 4 o miR-126 f ELIEHE A7 PRI, 1 334 /) miR-
126 i jot B4 8 # VEGF-A #1171 R 2H 23 o s 400 i (% 2R
FERS . HFFLR Y, miR-146a B £ 55 1 40 fl /v 2 -1 52 44 AH
I 1 (interleukin-1 receptor-associated kinase 1, IRAK1) [
37-UTR &5 &, AT A HE M8 40 4 F (Long et al.,2019) 6
4.2 BB T miRNA B-E 5 70 M 49 7T sk huh)

I 51 Ji e A O 2 W WL IE 2 — o BTFUR I
miR-206 13 & ik B8 4% 2 Al 41 R JE (Wang et al., 2018) , 11
BB N M A h miR-206 (15 & . miR-206 -
R 6 0% 10 1) T 470 e 00 L 39 B L ST AR L 1R 2R ORI 2 GO/G
FELY , 1710 7 2] i 988 4H 23 7 miR-206 () 3 3 B & 44K (Wang
etal.,2018) . FEHKER [T 4 B REFRATLERRE I 0 A A
% HR kL T EAE A, miR-206 38 1T 5 R 2R 1 A2 Cannexin
A2, ANXA2)mRNA [f]3°-UTR & &, 45 b 218 78 J7 544k
(epithelial-mesenchymal transition, EMT) {5 5 ( Yang et al.,
2018) . FHIk, IZ BB 5 , miR-206 AE 5/ 5 ANXA2, A ifii
0861 T 21 Mg 400 O AR 2 P B 7

[FlRE, miR-1 5 &t 2 B S R 75 . miR-1 381 BH
A GO/G1 I HERR A0 4 i A2 1<, JF B miR-1 1 Rk Be 8 T
il L 410 1) I 47 U T 4 ) 3 4R RT3 5, miR-1 #E 7] c-Met,
3 3 K p-Akt Fl p-mTOR (1) 2 [ 7K1, T BH ¥ Akt/mTOR
15 5 38 1 DAY /D> i 41 i 40 i 1) A7 3% A0 5 BE (Gao et al.,
2019) . Hazar-Rethinam %5 (2011) ff 5t & W , E2F 5 % i
E2F5 FIl CDK 5 % i 72 PFTK1 2 5 i 41 Ji 96 48 Jfa &) 349 1
VA%, T miR-1 W] B2 23X 2 A FE B, 3 140 ) 5 0 AR
8 200 e 484 5

1E 1 51 398 41 21 miR-133a-3p & B A%, U HAE B
R M 10 41 g . Tang %5 (2018) K L, miR-133a-3p i
Ik B % # A) EGFR .\ B2 4 4 i AR K TR 7 %248 1L IGF-1R
HURT 41 i A= 4K [H T 52 4 (mesenchymal-epithelial transition
factor, MET) 5 £ R4l fig [X] 7 52 44 , BEL#ii¥ PI3K/Akt 15 5 18
St 5 A T AR LG T ) s o e B R R A

WL R M SR SR B, ADAM 4 J& 5 (1 Wi 45 3 9
(a disintegrin and a metalloprotease 9, ADAM9) 2 5 £ Fjij
iE ¥ R HEFR J 5 /& miR-126 (¥4 4 [5] (Hua et al., 2018) .
H AT » £ € miR-126 A2 98 [4 Ik ADAMY & [ [{) &L , it
17 40 1) 7 %) 8 32 P2 (Hua et al., 2018) , 11 32 2l 45 5 e 5
I miR-126 & & . H I, 38 Z R AT R 0 1 T miR-
126 Sk 41 1 57 51 i g 40 12 7

Xu % (2015) 38 3 77 % 73§71 A& B » miR-146a # [ Rho
S5 6 02 g & A S 1 (rho associated coiled coil
containing protein kinase 1, ROCK1) f] 3’ -UTR , #ll ] ROCK 1
3R K, A miR-146a i 315 GE 85 PR AIC CR AR R

108

R S VE 2 e S FR B I 3, cysteinyl aspartate specific protein-
ase, Caspase3) % 1 o [A 0t , 32 2l 4 % 35 1 1) miR-146a i
1 i 7% ROCK/Caspase3 i #% , 75 12 2§l 41 g3 40 j 94 T2 3k
R EE/EH (Xuetal.,2015)

43 B S48 AL A 3 miRNA 5E B8 69 7T sk AL

JFF 44 8 2 o DL 1 J8 P U R e R 2 — o
SR 2 149 30F 48 2 W, miRNA 2K 1 5 40 5 JF 52 75 3 1) 22 Fb
Ji 98 f) % 2E 25 PIAH 5 (Chen et al., 20160 . A 50K B, 7F
27 51 N A i 40 40 R, miR-206 [ 3 354 19 41 i 55 1E
20 41 (Wang et al., 2019) , 1fij i& 3)) % % At B - 7 miR-206 .
N2 21 21 e-Met /K P 5 miR-206 & 1% 2 6 AH ¢, A
miR-206 &1 % c-Met % [A f) 3°-UTR # 47 UL 2K, {H c-Met &
IE I P AT 3 miR-206 X T 1R 40 i1l 4 A (Wang et al. ,
2019) o [ gk, miR-206 3 FE il i 48 [ c-Met/PI3K/AkY/
mTOR J&@ 6 ) /> JH 40 i AE K IR 7 75 5 40 il EMT A 1f % 2
8 338 T L4 T4 40 L 384 8 0 240 & 389 (Chen et al.,2016) o

W J% & -1 (endothelin-1, ET-1) & — F s L H £
7y 24 )5, 38 3T western blot Al real-time PCR ) £ 1l £ ET-1
FE N BT 20 43 v 635 1T miR-1 76 BT 2 400 i 3 b A 14
fli(Lietal.,2012). HOGHREFHRE /LY, miR-1 18T 5
ET-1 1) 37 -UTR Bl 5 A5 & O s FR XS Sk A ET-1 R 0K
T A0 1) T 9 20 60 169 58 (L et al., 2012)

ThBE W 7 % B, ik 2% 0K 1) miR-133a 38 3k 10 ) 40 g 348
B EH AR 28R o B T B, 175 5 4t L R 1 BEL i 4 i
T GO/G1 A, M T il 44 A Ji 98 2E 4 (Zhang et al., 2019b) .
A HEFTALE S, IGF-1R 2 JFFJ 40 i 7 miR-133a [ EL B2 51 15,
miR-133a (13 % 3@ i B IGF-1R B¢ R i PI3K/Akt 5
538 %, 38 1T P ) B 9R 2B K (Zhang et al. , 2019b) . 18 B
HRJ5 » miR-133a & 5 23 G 0, i1k, miR-133a ] R /212 3))
B IR 5 T T g 3 e (A A& AR

Polo ¥ i 4 (Polo-like kinase 4, PLK-4) J& T £ J& J&
o EWIE B M R W, PLK-4 B % ATR/CHEK ]
WS 5208 /EH . miR-126/PLK-4 {5 5 fi = Bl
ok A T 4 A 36 B AN 4 A ) 5 ok e o] e Rg D R A R R JE
16 P it 72 7, ATR/CHEK L 38 # 5% 2] &2 2 1 i (Bao et al. ,
2018) . AUk, 32 132 2 8 I 715 11 miR-126 #F — 25 6 A
4 PLK-4 ] ATR/CHEK 1 38 % , 51 AT 968 & &

TNF %2 {7 #H 5 5] - 6 (TNF receptor associated factor 6,
TRAF6) /2 J} 8 PR FE K] 1 52 44 AR O R - 0% 1 1 %, L AE
VR 20 J 0 o — Pl o 0 (8 ik R OMRAR 4%, 2015)
W 7L R B, TRAFG6 5 BT 88 41 2N 41 iy v 08 11, 1fi %238
Bl M R 5 W 1) miR-146a 3@ b R 8 TRAFG 101 il BT 98 41 fid 3%
B A7 22 A0 IR A K (Zu et al. ,2016) .

4.4 3B FHHE MR A Y miIRNA & F 5% 49 T A L5

B S b B DY O W . I8 SRR AR G T

miR-206 B2 4% #1 fi] c-Met 76 B Ji i ({2 %, HAE i 8 v
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FIE N o-Met B A i 25 0 i I % F& 18 45 ) (Zheng et al.,
2015). HUERGF IR, Boxt 2k K 3 (paired box 3, PAX3)7E
B A A b Rk B T, RS (R 1 U A i RS AR
%8 (Zhang et al.,2015) . MET 7E A\ 2 Fs i b B9, IR7E
A % J v B/ Y (Han et al., 2015) . B & 91, PAX3
FIMET KV 2 1EAHSS, H PAX3 i ZhfE A& il Nt H
Fr MET £ 8L (Zhang et al., 2015) . B 58 & Bl , PAX3 &
miR-206 L& A, H 1t , 52 32 21 8B A 15 1) miR-206 J@ i 1)
il PAX3 [ 3% 1A 52 W MET {5 538 8% , M\ 1fi # i) 15 9 40 j
¥ (Zhang et al.,2015) . Bt4b, Han %5 (2015 0F 55 K 3,
miR-1 i i 48 (7] MET $001] 15 J2 20 i 384 5 AL 72

Erb-B2 7 14 i % FR i ¥ 2 (Erb-B2 receptor tyrosine ki-
nase 2, ERBB2) & — i % JIi 5 54 BR WG <2 /& , J& T- EGFR
KR, i 223k 1¥) ERBB2 e % {2 12 41 )it 335 58, 410 1] 44 1 7
T2, 3B A 2 4 B0 B AR K, A N R AR
JE AL AR A (Li et al.,2017) .« WFFC KB, miR-133a 38
1t F i ERBB2 K M F {5 5 4 F p-Erk1/2 #1 p-Akt [ %
325 SR A1) 5 8 40 M 4 B (L et al., 2017) . T BT IS BN AR
PR (8 miR-133a 2 & 34 10, K 3G U 7742 20 m) e s i
W7 miR-133a 5200 B e R .

U 6 2 Bl 5256 1E 58, miR-126 38 i # 5E IGF-1R 1 37
-UTR, #E1 # i IGF-1R R 3& , 5 20 H 9 41 48 58 F1 42 28
FECCE 2 55,2019) o A AR KK 1 B B0 I 1 (trans-

forming growth factor B-activated kinase 1, Takl) f& 22 %4 Ji

T A R P R SR ¥ A B, 7E NF-xB {5 5 3l 3% B0 R
PERFAAER . K241, Tak 1 25 246 40 f X6 3 T B4t
T-HUR (Mihaly et al.,2014) . AN, A HFR KB, B w40
"1 miR-146a %1% 5 Tak1 % J& £ 57 AH 56 (Chen et al., 2017) .
A, 1138 8 8% % S 10 miR-146a fiE % ¥0 17 Tak1 , 301
NF-«B 15 5 8 # 3 B A Bel2 A , 35 1 400 1 15 %8 41 A 4
FERE RS o
4.5 BEFAEFIBIL AT miRNA K& 2 2% 560 7T AL il

7545 g b, miR-206 1 i 4001 D57, 4 45 EL
S AL SE T 7E GO/G 1, I 4H AL P8 1~ (Ren et al., 2016)
W7 R I, miR-206 i FIAGe % N4 E w4l gm 5
¥ 5 2 [ 1 (transmembrane 4 L six family member 1, TM4SF1),
M T BEAER Akt A1 Exk SRR AL 7K P, 526 25 LV Jes 4 R 109 9 12
Z8 FIEF (Park et al.,2018) . Kk, miR-206 {F iz 3l
A2 B e 2 (B (T EE A AT e R 3 AR A .

I I 1 miR- 1 R AU RE % 55 25 AL P e i e L
$55 L TR (1 77 A PR R O 0 A, O i & 0 o) e g G
(Xu etal.,2017) . HFZHLHZ , miR-1 8 5HEE S
“F-1loChypoxia inducible factor 1o, HIF-1a) ) 3’ -UTR &%
B AT HIF-10 FE 55 DA 1) i 983 B3 9% A (Xu et al., 2017) 6
miR-1 & 2 #1#1 Smad3 5 HIF-10 2 18] {9 AR B, 3% FiAH
HAE A A T HIF-1a 92>, W0 Smad3 #0375 , F# I

Warburg %% B 5 A Bl HK2 A MCT4) [ 3, 3E 1 5
LA ] I BT 19 8 (Xu et al., 2017) o D5 UL, 32 B 8B 0% VT BE
i I 5 3 0 miR-1 243 45 B .

W56 K B, SUMO Ff = M 85 A i 1 (SUMO-specific
protease 1, SENP1) JE Kl & 1 2% ) 7 2 Fhofie ik HH 39 %
T, 2 e RE 3 JE P O B ) 98 2 K] (Zhou et al.,2018) . %
Z AL RS2 W], miR-133a-3p A g il 5 H 3° -UTR 4%
4 K115 SENP1 (#1335 , 5 2 SENP1 ~ i Al CDK 411 1] 771
(I p16.p19.p21 1 p27) 1 (Zhou et al., 2018 , W\ T £
5 L I e 40T 5 R 4R 4 00 e TR B o R AR

34k, miR-126 1 miR-146a 7F 45 B % & & & § %
(Bleau et al., 2018 Yuan et al.,2016) . #4k [N T (C-X-C
5 ) %2 4(C-X-C motifchemokine receptor 4, CXCR4) &
7Rl IR G B ORISR R R, i 2 A A B R LTRSS 1
A FIAF 35 2 %2 0 E ZL IV FH , H CXCR4 7E % Pl Ji iE 25 24
o R E, A R RIE IR 2 R AE AR S A R T
%2 4K (Chatterjee et al.,2014) . {E45 B JI & & , miR-126 il
& CXCR4 & 7% RhoA {5 5 38 % /& # Ji 8 411 il 7 I (Yuan
et al.,2016) . HF 58 & Bl , miR-146a fg 1% FL 1= c-Met ) &Y
P, miR-146a )3 34 75 il J8 % B o 1 1 v 52 S0T A fi
Jed Uk /b, IEAE — 5T FE B B B K P iR (Bleau et al.,
2018) o Hi Mt , 12 Z) 4 Mk 7T AE 38 5 I 5 miR-126 Al miR-
146a B0 25 B e
4.6 B AR E LA miRNA BCE A % 69 7T 4R AL

=|E /N 41 it Jiti % (non-small cell lung cancer, NSCLC) &
A BRI E M G AR TS ) R A, 1fn B AR & NSCLC 1)
FhrE . W7 KB, miR-206 7 NSCLC 4 & & 3 T[4
(Xue etal.,2016) . 7 NSCLC H' , miR-206 it izt #i 1] 14-3-3¢/
STAT3/HIF-10/VEGF it i % {1k NSCLC ¥ I % 2E H B8 )
(Xue et al., 2016) - H A& H] &2 , 14-3-3 55 8 B2 1k 1
STAT3 45 4 , 4 =i HIF-10 %1% , 3 5% HIF-1a [1] VEGF J3 3]
T RIS, SE14-3-30 R M5 £ sl SR 1T, 7E NSCLC 41
i 5 e B MR TR o, miR-206 1 3% 3% B 14-3-30 Rk Uil 20 1)
0] STAT3/HIF-10/VEGF 3 ¥ , Jf: P10 i 7 (1 A= 4 A i
A (Xue et al.,2016) . 7E 55— 5518 % 1, miR-206 8 i 1
il c-Met A1 Bel2 7E NSCLC H 1) 3Rk , 72 Jigq mh i 442 i g
il /£ F (Sun et al., 2015) . 3 4, miR-1 Al miR-206 35 4 ]
c-Met T il 117 Akt il Erk 38 2% , 3 BHLWr JFF 20 il A K R 715 5
[ EMT (Jiao et al.,2018) . F1 I, miR-1 Fl miR-206 1] §E A
B BRI ATNSCLC A %15 5 il .

7E NSCLC & # " & B, miR-133a [ i 5 NSCLC & #
BT 5 N KA 5% (Shen et al., 2019) o YES J& & 3£ K] 1
(YES proto-oncogene 1, YES1) 1 # #i 1A 4 /& miR-133a [
BN, BOYESL N g% ##1 NSCLC 44 Jig 1 54 ( Shen
etal.,2019) . AUt , 12 A T 10 miR-133a W] GEdE L
#E 1) YEST, #6 NSCLC A {1 40 i 14 5
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PTEN/PI3K/AKkt 38 % B 1A 2 i 4 20 i 8 4 . AR A
YRI5 2 0 A ) B 2EE 5 I K (Song et al., 2016) .
miR-126 F1# F 5 PIK3R2PI3K fl p-Akt Fik T B4, PTEN %
15Tt = (Song et al., 2016) ;s #H % , miR-126 F i, i 3 Fl &5 4
FILEIG I R 7 B R A 45 5L 2% B, PIK3R2 /2
miR-126 LR (Song et al.,2016) . K, 7E NSCLC 41 ffl
Hh ik A 1) miR-126 A% % B MIC PIK3R2 [¥1 314 , 5210 PTEN/
PI3K/AKt 5% 5 18 % , W\ 400 1) b 96 40 e 386 3 L o 8 AR 28
(Song et al.,2016)

FENSCLC 1, miR-146a-5p 38 i 8 17 8 5 4H i A HH I 7
(CCND1 #1 CCND2)mRNA 113’ -UTR £ 51 , /£ mRNA Fl &
TR b3 B A S SR 7 (2 , ATTT 52 S804 i Jo 34
SR TE GO/G1 3, 328 17 #1471 NSCLC 41 Ffd 2% Ho (¥ 40 ff 384 5
YA JE HERR (Li et al., 2016) . H 1L, B30 7] GEE T 5

5 miR-146a #1il] NSCLC 41 JB 354 .

g5 LTIk, 38 2 4R 6k FT AR E i P 15 miR-1. miR-126.
miR-133a. miR-146a. miR-206a ¥ & , X FLARJE « 50 51 R 5
JFe B 4 B e B R SRR A . AR
miRNA (1745 BLA AL A5 1, miRNA BE# 1132 mRNA #4355 (1) 3%
PR EAT D) 2 R B0 1 0 ) J3E — 2 0 1) A DG R Rl R ik
miRNA ¥ 59 i K1) BAR L miRNA 1838 5 mRNA [f)
37 -UTR #5 E HAMEC X , 155 mRNA $H1E PR AR R TTER
T M A 2253 2 GO/S HA5 T, EL W 2 T 2R 1 5 R
FIDNA S, AR IR F 07 W 240 i 5 I A EE R o 32 3 8Bk
JE I I miRNA S5 A DR (AR P, I8 B A 15 5 1Y
miRNA = 28 i I 5 c-Met/Akt/mTOR . c-Met/ Akt/Erk fllc-
Met/PI3K/Akt 5 5 I8 BEL 240 i A7 22 53 24 GO/S 1, 1t T A6 &4
2 1) 9 40 L B AR 2R AT S (1B 2D«

fa it -2 6 GO/S Y

&2
Figure 2.

BB R RE 5 T T I3 S S UK miRNA & &
AT REXS FU R B0 S R R L B R A5 B i R A R
U RO T, HAZ 3 R %5 -5 O AH 8 miRNA W B i i i
R R AT 5 3 B B A0 A 22 90 2R GO/S 1, AN T A 28
I A S B AR B AT RS . H AT, A 5 5 B4 AT miRNA
FAB L 52 B REAS /N R, HARG miRNA 55 A
AT EA . HHEENE, 6 Wz 3 B S miRNA B
FEAE PRV X ERIE IT , ROK R Lk — P PR H BAR ML -
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