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Abstract : MicroRNAs(miRNAs) are endogenous non coding small single chain RNAs composed of 22
nucleotides ,mature miRNAs regulate the expression of gene by targeting the complementary se-
quence combination,which are involved in the cell proliferation,differentiation and apoptosis.miR-
494 Jas a member of the miRNAs family,has a great different expression in hepatocellular carcino-
ma,lung cancer, gastrointestinal cancer,brain tumor and so on,it influences the occurrence and de-
velopment of the tumor by playing a tumor suppressor or an oncogene to effect the proliferation, dif-
ferentiation , apoptosis and other biological processes of the tumor cells. The research progresses of
miR-494 in tumors were reviewed in this aritcal.
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A AT BEAE A e i R DR 2 RE 1 R A B
miR-494 5 [ A0 M A 58 . Ak . TS AR UTAH
K, BTN B9 AE 2 A o ok A TR TR 4y
B Ak UM R B LR R e B KT
2.1 miR-494 54

miR-494 7 AN [f] 28 B T P 1) 3R 8 AR T
Olaru 45 iz A2 NE 7 £ AR X miRNAs 3 347 70
B A& B miR-494 7£ JIH 48 41 Jig 74 i 98 (cholangiocarci-
noma, CCA) H T I, iX — 45 - AE 5L 9 Ot % 7 PCR
(RT-QPCR) /3 2] 554IF , miR-494 15 235 J5 40 i
T HE RE T A4 M ) T RE AR 9 s A0 T R A i
Ji3 391 53 7 2% 1 miR-494 i 1 2 A~ #EEE T GuS
JEL 1) F 4iE 2% 98 40 B 2E K s miR-494 T 1 JE 9] 24K it
£ 34 [ 6(Cyclin-dependent-kinase 6,CDK6) ., J& #] %
A 4 4 (Cyclin-dependent-kinase 4,CDK4)  J&]
M % D1 (Cyclin-D1,CCNDI1) il #] 2 E2(Cyclin-E2,
CCNE2) F141 2 11 M £, Wk i (Histone-Deacetylase-1,
HDACI) ) mRNA 7K-F- ; Western blotting 5% % i 7%
miR-494 [% filt CDK6 .CDK4 ,CCNDI1 .CCNE2 #1
HDACT #Y8 FIKF- Y R 3k 5 5200 R B 4R SE
JESE miR-494 1 CDK6 1 dE 4 % IX. (3’ -Untranslated
Region,3'UTR) A7 BEL#EHE & , U ] CDK6 /2 HAE A 1Y
— N EEEREN 2P0 K BN L FE G miR-
494 J5 , BEEAR-Rb kKRR, B L, miR-494 i
i F 1% CDK6 .CDK4 .CCND1.CCNE2 #1 HDAC1 F¥
fIX Rb 14l 92 14 A FH SE 33 200 e Jo] 4 280 Il R
FIBTIEIR YT o Yamanaka 55758 FISE AL 7 BAR X 43
] CCA 1 30 91 1% 21 219 miRNAs 3% #4770 7 &
B miR-494 kKPR 5 O 30 Ak 4 3% X
(FACS) Al 145 22 8 i3 (DIC) A& B miR-494 #¢
CCA 2L Gy/M 1 v ik H 22 (4 41 394 15 4 5 West-
ern bloting 1 5% & . miR-494 7£ & H KV 1+ G/M
WY 6 > E K :Polo FE¥# A 1 (polo-like Kinase 1,
PLK1) | 3 14 i 98 %% AL 5 ] 1 (pituitary tumor-trans-
forming gene 1,PTTG1) . #iJf1 )& & H B1(Cyclin
B1,CCNB1) 4 il 5> Z4 &5 #H 2 25 1 (cell-division cy-
cle 2,CDC2) . 4 it 73 24 Jil ] 20 & 1 (cell-division
cycle 20,CDC20) F14fi 8 53 A4 B 11 o (topoisomerase
I o, TOP2a), AR, %€t 3R W 4 o 200 1 K BL
miR-494 5 JF il [ 2 HE (open reading frame , ORF) Fil
PTTG1 . TOP2oc T i ELHE IR o B A A UL miR-494 1£
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0B 5 T Go/S \Go/M 3t it v e 5 AH 7 1 98 15 4 H
Lim %5 878 0 5% JH- 4H § 95 (hepatocellular carcinoma,
HCC) i} ,RT-QPCR £ 55 & L miR-494 7 HCC £ &
Tl 3kl I 7E 2 AR IR HE HCC B8 (Tg i
FLAL) , SCER S5 R R K Z 4 HCC 'h MYC #1 RAS
SE DO 5 o K A0 P T A B R 0 40 BT & B miR-
494 AT G/S JAIIAE HCC il ik 5 H g
e A5 3R UE 52 B g b 19 28 A8 JE T (mutated in col-
orectal cancer,MCC)J& miR-494 A9 B 3 80 5, e
AL Gy/S JE I MCC 1T, B2 ,miR-494 7¢
CCA " EEIK T, 7 HCC P&k 1A, @ T/ R
[F) Py 40 35 R A 410 ) sl A1 SRR R 1) 2 AR S R R, G
W5 5 1 538 I v i F — 2D WF SR A IN . miR-494 fE
Sy T T B S DR ) o B R G A 1 — 2 B 58
5| 4505 R RGBT I K J
2.2 miR-494 5%

H HI W58 2% B miR-494 75 filidas v 38~ 98, vl
RE R Ay ik g 410 98 2 DR 4V P 900 ) ok 33 440 o 34
Ohdaira %5 *'5@ i RT-QPCR \WST-1 4il g 34 5 52 46 ff
FEUESE T 3X — 4510 5 38 0 A8 2 R, 45 6 9t R il
B UESE T g 0 L R ) R A K 2 mRNA
254 A 1 (insulin-like growth factor 2 mRNA-bind-
ing protein 1,IGF2BP1) Al £} miR-494 () — > HE
JGF2BP1 3 52 #1 il NF-wB 3 4 ok 410 i1 41 g 354
FH AR G0 M 9 710, Romano 45 MWAE B 5E H kK B
ERK1/2 i B%7E miR-494-BIM (BIM 20 BCL2 #f Jk
e — M B R TR ) B A R A 9
YE A, PEDY™C 3 14 ERK1/2 3 ¥ 835 BIM 3% ik
DUERAY AP1 2 (I ERK1/2 38 B ] {55 5% i 3o
) 3% P AR 5 78 S /)N 40 e 789 il 98 40 e (NSCLC) H B
FER I ERK1/2-miR-494-BIM 38 % 75 it 8 & A= i
YEF, % Bl miR-494 F1 BIM #£ ik £ k%, 18
NSCLC H K I miR-494 Xif il J82 3R B¢ [K -7 4 56 14
T- it /& (TNF-related apoptosis-inducing ligand,
TRAIL)FEHCAE H , % TRAIL &40 FH SR 1) H460
40 ffL b miR-494 (¥ 88 2 15 8 2 T BIM 34 g T
TRAIL #8151 E YR T, SR, A549 4 Md T miR-
494 Hy R M AS49 400X TRAIL 5 i I - 51 4
& 25 LT miR-494 7F TRAIL #EHt il & ZE4E
% #4020 B miR-494 5 K5 | i 98 40 Ak
ARz 2N 1R 28 T FEHE J13908 55 ; Western blot-



ing SLH &I CCND1 T | i e 1 45 4E HI /Y p15 .
p21 AR UL ARk, U B %235 19 miR-494 1 e
i T CCND1 {4 i il 43 G /S 1 B il o5 32 %) BH ¥
T A A AR 0 2%, [RIB Western bloting 245 il
T EMT #H ARG, &3 N-CA \VIMENTIN ik [
¥, UiB miR-494 5 EMT 2 [0 47 16 — & A9 8 4% ¢
o
2.3 miR-494 5 & i7 & ph i

T #HAAEILL miRNAs 5 F W FE S w058 T
1 g e 1) 5 P 98 R G T 2 4 B RN 98 55 1E H B %k
REZH L) miRNAs 25 R385, P A B & Z 71
miRNA #£17 RT-QPCR $2F, & miR-494 % T
P, 2R R0k I miR-494 78 7 R 8 5 R 8
B AL RA Y T, {2 miR-494 76 5 9 40 i
R0 3 SL A R E— PR AFSE . Kim 5505
XiF 31 {514 bk vk R 1 1 3 ] TR (GISTs ) 4l 8L i 17
RT-QPCR il Western bloting £ Il & Bl #£ GISTs 1
miR-494 ({3 kK- FI KIT 2 7AH G, 56E R BHR
BRI SE & B miR-494 i i3 3'-UTR 4b Y 1445 {iz
R KIT, GIST 882 4 miR-494 114 2 35 I
AT KIT {555 5% S8 B 09 R e o0 F 3Rk i
fiz 1b-AKT (phospho- AKT) Fl iR 1k (5 5 e 5 A i ¢
PG ¥ 3 (phospho-STAT3) 4 fifg 34 % 52 46 & B4
miR-494 (1) H8 F ik 106 GIST 4 i 3 78, i =X 4 g i1
BN SR S | AN TS 50 & B miR-494 19
FIRFZM G/S By ek AE e 40 LA T, GISTs
#2351 miR-494 A AT BE R GIST #E 176 97 $2.51
B SERE G, He SE1O SRS K B miR-494 75 B
A UM B A IR FRGR, IF S c-mye R IBLE
TUAH G, 2 ' 3 Tl 4 4 4R SE 30 UE 55 miR-494 1E
T e-mye 1Y 3'UTR #8450, B 9% DLVE S I o | 78
miR-494 & &3k ) Argonaute 2 5 bR ic 1) 41 i
H, c-myc Ml miR-494 F KN, miR-494 mimic
BT c-mye HFE T LLFHG/S MK
miR-494 46 50 ) b 7 1A SRR DL 25 AR
RN IS T i — 25 R HE . 2 HT & B c-mye
(475 22 35 Il miR-494 B ER IR HS ] g 2 BUR 3 Filf5
A Zhou ZE1 % P 5 4B & (cinobufacin) A 56
miR-494 i 3 /E F§ BAG-1 # /5 5% 5 i BGC-823 4
ML 3G EE RN T, ook 9 A S DRI R YA T 4T
T

2.4 miR-494 5 i & Ao

W58 K B miR-494 5 IR gd A & T 22 1 261
e F, Kwak 453 F b 2208 BOR 40 & U251
miR-494 i 1 J5 30 3 T 4 J& 8 H -2 (matrix metal-
loproteinase-2 , MMP-2) k345 U-351 41 /e 12 2% , miR-
494 5|2 )12 28 0] g Bk T 3 e A KR 32 4K (epi-
dermal growth factor receptor, EGFR) 19 I ¥4 ,miR-
494 ffi EGFR I i & M 1 % B & & 1 ;p190B
RhoGAP (p190B) it miR-494 F il ,EGFR #ik &
(38 NI /> T pl190B (YR 3K , 26 ) 2 g2 75 2% A 5
5638 i p190B 3'UTR UESE T pl190B & miR-494
() H FEH0 55, miR-494 S0 EGFR Y _E 4 1 fit &g
12224 p190B 11 54 R 3k r il , R p190B 11 51
B % miR-494 5 2y £l 2 28 47 i v e PR .
miR-494 K FLHE 504 2 3R] BEKE 78 i iE VR T T ROk
YW IE i 42 28 . Asuthkar 28 YWF 5% & PLAFAE —F
B IR T AL 38 a5 4 e B 1 -9 (MMP-9) 17
il miR-494 1Y 3 35 K 14 5 3 1 R AE 1 (syndecan-1,
SDC1) it % FI A A 5, 32 FH A 2% 28 53 k30
2 BRI R Y 2 5T 4 J 2R -9 R S MR DO
RNA (MMP-9-specific shRNA ,shMMP-9) 3497 2 T
miR-494 1Y & £ ik, WAL R & 48 I ¥ (bisulfite-se-
quencing) Ff 53 (1 1 & 46 PCR (methylation-specific
PCR,MSP) Z3# % 3 MMP-9 F1 miR-494 /K F 2 [d]
F) B7 AR AR # T miR-494 B9 — N8 3h A ¢ CpG 5
X 38 (-186 #1-20) 1 H B AL TR 2K 29O R i 4l 15 2k Ak
SZERUESE SDC1 mRNA 1/ 3'-UTR /& miR-494 (1)
ELIEAE A
2.5 miR-494 5 H fth ff 5

Shen 55 & a1k K 52 & CXCR4 1) mRNA
FEE (L 25 KA PC-3 Fit DU14S 1if 51 B g 240 il
W3 LA, miR-494-3p £ BEER T ] CXCR4
£ PC-3 Fl DU145 4fi i b 19 ik 7K F- . miR-494-3p
5 CXCR4 "1y 3'-UTR H 4% XCH, Kim % 2 @i
RT-QPCR IiE 5% miR-494 7 51 5 98 40 ff b iK%= 3k
Ries %52z FH 5L KIS 2 AR X 20 1] 11 s dffR 240
S 5B RN OE B MBS AX miRNAs 3% E 4750 #r % 3
miR-494 F 1k VA SR, X 57 41 11 s gk A0 i 9
55 33 I IE 441 RT-QPCR 43 #7 & P miR-494 7
FEALURRIR T, S5R M A—ET R85 AR A 1
ARER K, A FFE—UESE, Zhao 551z FFE A
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JHEAR X miRNAs 3% 43 87 #l Northern bloting 5% 5 &
B miR-494 FEMRE P R 2R3k . Jones 45 iz LA
JBRXS 14 5] 30080 4 76 A7 4 ik L9 2 2R 8 A IE
B S5 miRNA 5 2847 20 A & B miR-494 47
WA 22 S PE R I RT-QPCR 5256 43 7 1E 5% miR-494
BOIE T B R 3 4% . Mosakhani 45 24z Ji] 2
PR B AR XS 10 5] B H 46 I (GCTB)miRNAs %
BEAT 43 BT K B miR-494 A A 2 5, Lin FPLH
miR-494 1E g — A~ b B0 0 3 38 o AR 0 i Ak
PTEN (phosphatase and tensin homolog deleted on
chromosome ten) FIBLTE Akt il [, I 5 5 BE R IR 1Y
136 4 ME (myeloid-derived suppressor cells,MD-
SCs ) Ay 42 MG A B 39 k2 T 224 T . PTEN A9
HEsR T Akt BE R TEME, B TR 4 R B E
(MMPs) HJZik, mZAeit 1 I 4 M o)1= 28 F i
B o 15 4T1 B A L8 vh 52 56 B /R IR 35 1Y miR-
494 B a4 T MDSCs B35 P A0 T AR A9 A=
KA

3 FRIMREE

miR-494 H &R Z miRNAs 01 2 —, BHEK
Z R IR R R R R L VR (R
B g L TR BN A R R B R AR VR 25 1
T iR ,miR-494 75 5 R 7K -3 o £ Fp o X2 5 R 4%
FEH eIk, T LLRIE VR F T 2 AN SE D R 4 P 7
55 1A R 0 B AR — X 2 0 06 ok B i H AR
() 25 )24 300, miR-494 55 S8 P AR B4R T, FH
2B AL S I miR-494 1 2 35 K Him o g wF
FE A R T 5 g i ER A R B A K R L R A R D
A% AR T MR B I R 2 B AT RS . (Hk
H AT 5245 Bk i, AT5 A AR 22 G5t ) 51 1w SR 48 15% . LE
WL, miR-494 76 R Z2 B0 (Eb Qi3 & i 3 45 )
) 2235 R S RO PR, Ry S 2 R 42 3 8 R T
GYIE A FEMIRE AU R R R IA Y miR-494 &
ARG S A T3, RE AR VE AR R A
x5 w6 K fe 13 B WA AT ;. AN[A miRNAs 7EHLIK
R R S S G, X RS S
miRNAs Y 3E— L 0F5E 5 ), AH{E miR-494 A H
S I R A2 B0 K 15015 F- e 148 19 R A e 4, It
Sk Ji I8 19 IR T R RERT I T 1)
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