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[#ZE] ) RNA(microRNA , miRNA)&—ZAEFii/NrF RNA, K29 21~25 nt, fHEF A% 5%,
TR FE N A IA | AN Al Ak TSR B AR G 3, miR-146a EH P —FZ I HEmiRNA | B
FREBIAEEEE B8 VR BT 4505 2R IH 0 R SR vh 2 ik B AL, 38 2 8 s L R Y
FIRR R A & A KR, AR SCEE miR-146a 78 14 4k 28 Go bR B9 0F 8 BUR 1 — T 224854
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Development of research on the relationship between miR-146a and digestive tract cancers
XIE Wen—ying, JIA Li
Mianyang Third Hospital, Miangyang 621000, China

[ Abstract) MicroRNAs (miRNAs) are non—coding small RNAs of about 21 ~25 nucleotides in
length, transcribed by genome, which regulate gene expression in post—transcriptional processing. microRNAs
are involved in cell proliferation, differentiation and apoptosis regulation of important life activities. miR—146a
is one of the multifunctional miRNAs that is down -regulated in esophageal cancer, gastric cancer, liver
cancer, pancreatic cancer, colon cancer and other digestive system tumors. miR —146a affects tumorigenesis

by regulating the expression of target genes. This review summarizes the current status of miR -146a in

digestive system tumors.
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ik, FAE 1993 4 RC Lee 51 IRFEL AR E I T =X Fh
ARG AS A RNA, WL BRI T miRNA BIFHE, Tt —+£24F
K XAFEHE MM E R ok BT
Yo R TT R miRNA | 25010 T ah g Ao 22 b 7ER
] 4 Fofr ) 2 BE AR SF . A2 miRNA AT TR I8 K4y 1/
3MFEHFE S H5AMMENE e AT R RAE R
£ N B AF Z R AR ) A R R TE R T A 2 )
miRNA 7€ IR (14 % A5 & J i R vh 4y 3 25 3088 s s 56 X
RIS T4 50 R & A2 K R A DG 1Y miRNA | 31
AFIGRZIF B SR mERE W RN AE,
miR—146a & miRNAs ZEH 19— 51 | & M HTF 58 SR A
JTIZ B miRNA Z— W2 —F Z D16 miRNA

1 miR-146a & 1% I BE B LA

miR-146a J& miR-146 K% H Y — 51, A& miR-146a
IR BN T LT Y AR L0C285628 HH K2 — /N4 i
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Digestive tract cancers

MRS AR IEF L —8, miRNA R 5%
e N SE L EE 3, 7E RNA B A8 1 #1685l f1 4
miRNA (pri-miRNA ) , £ T F-F1 RNA i I Drosha 59 Y] B R
A& miRNA (pre-—miRNA) |, #RJ5 W 5% 12 B 1 12 2 4N i ot
N, E—# 1 RNA B I Dicer 2 RNA B4 A (TRBP) Jin
T R4S RNA , Hoip— 2B AUAY miRNA ; 55 /b — 26 2R
1 5D 25 ERL ) PN % A 7 BT 42T BB miRNA 43 F 057
miR-146a Hi 2 — KA & 100 BB IR HRARE5 4
A3 L 5 S A 3 S T B A Y has—miR—146a—
5p (J¥31H UGAGAACUGAAUUCCAUGGGUU ) #l has—miR -
146a -3p ( J¥ %l CCUCUGAAAUUCAGUUCUUCAG) , has —
miR-146a-3p FiEEW D 2004 4F | Lewis & I miRNA
WA 5 HEL A mRNA B9 37 3 3E B3 X (3 untranslatedred
region,3’UTR)%%,ﬁﬁlz%ﬁlﬁ mRNA B il 8 1 5T 0 B
PRUT BRI SE 5 1 R 35 | R4 80 3L B 0 A W T B, AT 5%
Wil G 88 SR, SRAE B IR TR g -8, WFSEAE B miR -
146a TEHTF B o0 20 B g o) e JBndeg L) HIR s 12 01
W g 31 8 2 PP SL AR T SRR T R SR AL, 5 2 AR SE A 1Y
FE A &, W ROCK1 7 BRMSI ") Notch1 (7 IRAK1 27
TRAF6! P55 | & 4% 45 9 FE PR sl SE A

AR | AR 52 A 9 5 8 it -2 B ke o s R B AR
(Real time fluorescence quantitative PCR,RT —qPCR) M
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miRNAs 2 KU A48 A0 T 3 £k 38 IR i miR-146a B3
KW, REFWFREER B, miR-146a TEEEE B .
FFoE SRR 25 0 v s T IR HL5 T 1k 38 b AY i
PRI B AT 2 A G Itk B S5 56 % TNM 03 TR 45
AN, WA EBUIIE K P miR-146a 15526 7 1k 38 s h
FikThEr, B, miR-146a 7674 16 5 G0 M (1 & 2E & e vh
I RE 78 4 9 35 PR k2 g 3 DR AP

2 miR-146a 5 EEE

#2012 AERBRME AT R SRR ST, BERES
BRONREME MR 2 — 809l K AEFREBITEER, Bk
KRRH 3~4:1 , R RPER 25 FREHEEERN
R ERZ 0 RS T ARk b R Y R AT
WRE RS AR AR R R RER
BRI WIS B2 i 80% AR & e ] | RS F AR ik
I7 AT L5 AR T IR R E 2 (AR 5 AR A AR ERAL
15%-25%,

AW B R, miR-146a 76 6 % i BOE B AR K
AR, Wl B B I BE R A E R DS 71 2016 4F , Wang S5016)
WFIE T 62 B8 i3 3 fif 41 2 115 {5104 0 A0 3R AR DA B
154 Il EARAS 7 miR—146a 500 WA, IR Liu 25070
Kl 17 60 Bl &8 B A A S AR K IEH AR, ik
HEEEHS P miR-146a L EMKFEL,; JF H# L RT-
qPCR B AR KAE T miR -146a 166 45 85 40 M AR Ecal09 |
TES . TE2 R kMM, miR-146a BRI 5 MR A /TR B
S R R A miR-146a £ TR 5 0 22 0 A4
TEW I ToHE R A= A7

2016 4F, Liu 55 1758 1 WSS MR & 5 N R G UEW
TS EZKIEY 2 (insulin receptor substrate , IRS2) J&
miR-146a (IHEFE P miR—-146a 5 IRS2 9 3’ UTR 45 4k
546, M RS2 MYFRIA (R 3F B4 SR 40 I Y (R 2R 7S
2018 4 Wang %5 U8 AF 53 30E B | miR - 146a 3 33 §E (1] 7
F Notch2 M il &8 Wtk L 2 A0 - 7 i Ak, Ao 4
8 9o 200 A B A R 2R AT R

{BFE S — B SCHRIRGE | 2012 4F | 76 4 T 55 10128 3
HIBFFE 2R FH RT—-qPCR LA 50 51 ESCC J 20 41 K %) 1
Fi 5 21 miR-146a BIRIXTE L, 1% P miR —146a 7E
EEWAL PRI, AN miR-146a & RIE S
S B MMEIRE | KRB LR TNM AR BEIE
K, MM EER—INEZRNSES 25BN E SR
HEF s miR-146a 76 B & B P 30 04 s 2k i 2
e 3k B ) 6 H R TCRE IS, (AR R SLR AT

3 miR-146a 5 BE
T i e A T LA DU B DL A0 S R O E A G BT T
IR AR 0 FERE KRR LT R FEAT 3 6105

TR AR R AN SR LB B A R A, 809% 9 B
JER IR C A T, REBA R TR GA

R FERZE, W B R 5 FEFRY 50%, I E e
At 209%™, B &I miR-146a 76 B FEH L KX A R %
IKSEE AT RE N B R A2 WA A T R A BB RN 1

WFFUEW], miR-146a 7 B i P 3R IA AL, 2011 4F Kogo
E0IE ] RT-qPCR FARK M T H A A 90 4] 5 J 4141
KR HHLURA T miR-146a BIFRE, 2R REER
PR RIABOEHHLUR, 2012 48 Hou 552G 1 rh
EA 43 Gl B A g m s A8 A R Bm i
FR (MKN-28 .MKN-45 . SGC-7901 .BGC-823) Fll & IE# I
S AIA GES—1 "' miR-146a ik, [FFE & B miR-146a
T 8 9 20 LR AN A H A AR

miR-146a 5 /8 1912 2256 Bo e S B VIAHSE | Kogo 552!
INH miR-146a FIAMAE, WRE G5 HH KA 20K
L PG 2 ) Yao S5 PIF58 & miR-146a 7E R R 221 B
FEANIE (SGCT7901 F1 MKN45) H Y 28 1K A I 42 28 1 4 iy
(MGC803 Fl HGC27) ik, 3K & 5¥ /R miR—-146a £ B
TR L g P RN T Bm R kb B IR R v B
1) 9 0 i MKN28NM . GCO811 2R3k, 7E 4 i 548 &
INERR PSS 44 R ) BT miR-146a R85, M A1
A ZE NI 68 7 S W W BEAR . Hou S5 20K FaE i 33K
miR—146a ) MKN45 40§ & 25 13 X B8 40 A oA 76 4 BRI
P, [FREEE 3 miR—146a 78 /1N B PYEL AT 30 il 468 20 JHe 4=
FEMEEFLBIRE T . miR—146a 00§40 i A & 32 22 4 ik 40
JOLR T T AN 2 BEL VG AT A 27

miR-146a it SHFER K 3° UTR K454, TAHsE
B 2R3k, 52 B I R A R RS HS , Kogo 55 PV & IR
miR-146a 5% K E KK FZ 4 (epidermal growth factor
receptor, EGFR) 1 1/~ F -1 Z /& AH BT 1 (Interleukin—1
receptor—associated kinase 1, IRAK1)#IIEH &5 4 i KT
15 518 % . Raf-MEK—-ERK , PI3K-PDK1-Akt # NF - kB,
AT e ALK B 980 1 0B B4 485 PN S5 R B 0, Hou S5 2T AF 5%
I miR—-146a 5 M Z A5 4+ F L1 (cell adhesion molecular
L1, LICAM) ¥ 454, W T {55 8 5 . Raf-MEK -
ERK, Wnt/B—Catenin/IEF/TCF , M\ T 411 1l 410 B 386 7 | 4% 14 40
JilR]5 s i ﬁ:?ﬂ‘]f%z’%'ﬁi%*%o Yao 251315 P Wiskott—
Aldric Zf B FE 8 H K E L 2 (Wiskott—Aldrich syndrome
protein 2, WASF2) & miR —146a i J8 5 B8 A 56 #18 3% A |
miR-146a 7l 5 WASF2 #L W 45 & | UL ER WASF2, #l i H %
SR B R e iR 40 AL TR A2 TR B R R AR 32 Bh  BE AR B
TR 122808 01, 2 R AL & BRI 1 (ring finger domain
1,UHRF1) J& F R Mzt 15 2= 845 H -+ 38 i # 1k DNA B 5
%W 1 (DNA mthyltranferasel, DNMT1) 3| DNA & il (1) 32
Nk K AN AE R DNA B SE4L 8 3 ok 46 o B s 0 9
FE DR B Y A LA R 3Rk e ek B i R A R
Zhou 55K B UHRF1 7 BigdH SV kxR ET & 58
P R RO HLVRRAE 2 EAE 56 AR Ar 1k A R AR L
miR-146a #1454 UHRF1 (49 3’ UTR $#3W i UHRF1 A9
Fik 1l RK miR-146a J5 , UHRF1 B9 R IXFRE )5 30+
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JI5d B S AT 7% 0988 JE TR Slit3 , CDH4 AT RUNX3, M #p
Tl 95 A0 B 1 e B R | SR AR O o R AR a2
& 4 (human epidermal growth factor receptor 4 , ERBB4 ) /&
miR-146a A — NHLFE A | miR -146a 1 #{i] ERBB4 )3
ik, P77 ERBB4 TU#{5 5 i 5 ; Ras/Raf-MEK/ERK , PI3K/
AKT , TPK/RAS/MAPK %5 | T4 ] B 9 G B AR 28

miR-146a 54 PR YT WA MICHE, FHAMLL R ZE—
T B Z A WE M R AR T, SR R T P 2 T A AR
K B PURE A A A AR VE ], Sha 880811 —TRRR 58 K
M, WAL E R I E % 40 Ml BGC-823,8GC7901 Fl
MGC-803 H' miR-146a HIK L, MTIMH NF-xB iH 4, A
[Nz I AR

SR, WA RS LR 45 R AH R, 2012 4, Zhu 5577k
T 20 B b E ) B A SR A S5 R 15 B (75%)
miR-146a A FHE ;2012 4F Crone VR I 37 il FF32 A
A 27 Bl (73%) BIEHLARA T miR-146a Fik T, X
TR IR SRR D BT B AR 2 | SO AR AR TR 5| 2
W25 5 B AEAFHE— L ARTT, [R1B) R 2% 18 miR-146a B3 A
FERIE A 550 A 225 A oA e e
AW TR T SR 5 1,

4 miR-146a 5 E it il 1% & B

4.1 W JRREFAEFRE (hepatocellular carcinoma,
HCC) J& T RCEME MR 2 — 0 ZHUEFH 2R O 8 P ik
W, K THRIBERIT LS, B AR LI, miRNA 7EHTF
PR K R B2 AR X HCC B Y
A LW LA TS 30T SR T T R R A R 1 5
fERL,

W7 % B, miR - 146a 76 T o RIBFEAR, 2013 4F
Rong S5 W8 T 85 U5 415010 41 WS A5 4 | RT-qPCR. 1%
I % I miR - 146a {9 3 3K 76 968 2 21 b 8 0E o 2 213k 0k
&, 2015 4 | Zhang SE OGN T 53 4 BT 2H 20 S50 55 41
2 &% B miR—146a 78T 41 20 i Fe k%K, H miR-146a
e R 40 B AR (SMMC=7721 . Huh=7 . HepG2) F ¥R,

miR —146a H9 K A% 5 BT 98 09 38 VA W0 2 A5 AR OC
Rong VL I ~IVIHEL T ~ 1T T miR-146a REFAK,
Z R R MR, H miR-146a B335 5 FE 0%
B |1 IV g A 0 e VA L 5 e B R A DG ) Zhang
S5 D0 RS R miR-146a 3 3 T XA FRE AL 52 00 miR -
146a F) 35 ; miR - 146a i@ 13 ¥ 17 /E A T HAbI8G/CD147,
T 18 NF-«B P65, L 9 il 5 1l il & 1 APC (adenomatous
polyposis coli, APC) , ff Il & N & 4 K K F (vascular
endothelial growth factor, VEGF ) Z& ik REAR , DA 410 a1 9 200
H@E’Jﬁ%%ﬂ%%o Huang ZEBU % I miR—146a 7] 417 AT
T M 2R G, PR T 20 B O 1 5 3238 miR—-146a I T
4 EGFR,ERK1/2, stat5 %935 ; # miR-146a mimics 5%
o 2 IR A0 HepG2 BX-GVH 2 H g0, 7EIRYT I Oy
FEI B R R B R R

42 ERE ARSI B ER S, HIET R
55 59 R HO A 45 2 A0 WF9E & B, miR—146a TE
o B8 Hh TR AR, 2010 4F Li 4% 1320 SR SCh 2 & RT-
qPCR Hi AR R & B miR—146a 7 HEARFE A0 HE Colo357 Al
Panc—1 HERIXFENR, 2014 4F AL EBUHGI T 29 41 A R
Rl 2y, RIFLA 80% MFEAS miR-146a MY RIBIL T IEH
AR LR,

miR—146a 7] 1 il [ B 968 (112 28 5 B BE J1 , miR - 146a

B2k 5 A A (R 28 M W 250 & EGFR 933k 2 A
K, i Rk miR-146a AT 3@ & T 9 EGFR A1 IRAK1 #1141
B B g A0 B ) 2 28 RE 1020 3T 20 4K RAR IR ALIT R
B, YFZ PSS miRNA 5 BRARIE A & A & RS
YIRS, R B R4 (i R B A 57, Li R B 3,3~
M| T g (DIM) 0 S 35 R AT LA miR - 146a 3k TFE
T4 EGFR, MTA-2, IRAK1 Il NF—«B , 31 il [ i o5 114 1= 22
¥ Al %/ USRS pre—miR-146a Hi &
Yok H £ E R KUY CDF ff miR—146a iL K ik | Al il
JHR MR 9 A K #E miR—146a KRB AsPC—1 4 M A
CDF, &5 5 L 64% 1) AsPC—1 40l miR-146a T+, B,
CDF 5 21k —F B 28 1) e Rg 1697 25400 .
4.3 S5 S5 MR IG AER R S RIBE T SR A
JEHT =0 EEIRT FRONFARUGE AT, R R
AELEAE R IR 80%-90% , IEIAAN R 15%, HULR R B
LW FIRIT O S e IR B,

Ahmed ) Anusha ™! LuB™ 28 55 kK, miR -146a 1E
TP RIS, 2017 4F | Lu % 09% I miR-146a AT
HpBAMERSERE, 58K HELRE N
BHAE, 2018 4, Bleau W5 & B miR—146a 7]l
B EHF c-met SEB, MK BIEAMITEE, A
Omrane ¥ 25 5T 45 A 5 Z M2, 2014 4, Omrane 2513
WedE T 25 B4 s B E AR kB miR—-146a 7E45 % 9%
EIEAR E ) I S va o= E R Lo s S A Y i N 2 - 4
K TNM 43471 T B B AH 6P | (2 miR-146a 7£ 2221 45 i
B TR . 539 Samaneh ZE A & B miR-146a i3 ik
W38 i 23 i A A0 A A Ak T T 25

B2 X miR-146a 75 25 B b A il AR 3L TR B
KEEARMFFE miR-146a 545 AR KR, HIFKT %
A A W R 1) 43 F RN 25 B L PR I SR Al

5 miR-146a EZEFBRESESHL REMERNXR

AT R 2 75 M (single nucleotide polymorphism , SNP)
AR N 4] DNA 751 [7] — o7 B 2B A R AR 53 T 5 | /2 A9
Z M, B NG 2R S iR R L —Fh A R
2N 0% Ul I, B HFRE N B S B DL 25
S 2% 5 ELAA A ST miRNA B4 (pre—miRNAs ) 2% A%
B miRNA Y SNP 20728 miRNA 2830 30 3 | AT 52 i)
miRNA WIHED 8, SEMEM AL LKE ™, pri-miR-
146a ZEIREEF X A 1529101164 G/C F2MHEE miR-146a Fik
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FH GIC TR IE R 3 FTBE AN pri—-miRNA (925 BLALER 11 51
G SEIE YRR T 9 T2 GG 4 i P 3 3K A2 miR -
146a AR fEDERR A K A K S . B ARZL KT miR-146a
rs29101164 SNP 5 ZFh i b8 M fUA AR 5T, B3R
SRR =5, MK Meta 0T 45 R-AA—F, AN
9, miR-146a 1s29101164 G/C 3N L5 S5 EEE B
W 5 I W R A TS S 24 ) AR LA A DG [0
Hor GG RYSE i g 1) & KU RS A3 58 HOR L
H A o) [ P HEN miR—-146a AH5¢ SNP A B8 32 Ffi ik 22
S MR AR 69T R AKX LA miRNA Z A A B 1R A
e HETAFIT 4 R AR — B T R L L Il
PRI 5 A 9F — A 3E B miR—146a SNP 5578 1k 5 45 s f
TG Z MR A

MNEERE

miRNA J&— 28 B3 3 24 4E B B IR /N RNA 43
FIzs5 TR Z B YR B . REERR
7~ miR—146a 7675 14 5 58 o 1) & 2B rp i) g ke 1410 938 26
IVER, TEE— A s A e R 3 AR AT miR-
146a MK SR G010 0 kg5 568 B
T K 0 I 5 LA W AR S Pk TR I & AR R R i
WEMEA, W58 miR-146a 5 MR A9 C R 5T TR R i2)T B
BEEZ N, TERRARFIT |, I 7852 1 e A 5 X
— R E o ry BARPLHE Rk — P05 2P
KEEAR T miR-146a 7645 T4 L 18 MR B FRB1EH , 5
& miR-146a HAYHIL R | B & Bb o 5 5 M 2 Wi B R
TRIT I, WA AR I B VR AT I — B BT KT,

5% 30k
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