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WE B R k444 BRNA (IncRNA) FGD3-ASTH ¥ miR-133a-3p/SPAGS 4 % § Ji& 4m fiiE #5443 2 69 i T3k A 52
BF 2 ZPCRAE M § R R An AR MY B4R B F AT LR 00 2 GES-1& B f& 40 i 2 (MKN-28%=NCI-N87 \HGC-27 \AGS) *F
FGD5-AS1 .miR-133a-3p .SPAGS mRNA & A K-F; ACCK-8:% \EdUZ &4 20 Jo 38 785 A Transwell 52 3ol 2m B2 2 5 JA %I
S B i) 2 AL E A5 A 77 3 A Western blotting#e i 38 74 & &1 Ki-67 .SPAGS | it #5412 £ 32 5% F B F 1 (MIEN1) LR 25 & & 8 (MMP) -
OB & Ak KT AR K E B E I EMIR-133a-3p 5 FGD5-AS1 SPAGS W % 4 &R ERBUALA R EMIE A T, FGD5-
AS1 .SPAG5 mRNA % i &80 2 4+ % , miR-133a-3p M 1 2 44K (P < 0.05) . F4EFGD5-ASI T LifimiR-133a-3p & ik , F#HSPAGS
FA 94 MKN-282m I B AT 4 5 49 4 miR-133a-3p A ik iF 38 T F#HFCDS-AS13MKN-284m e, &b 4T 4y 69 4B A 4518 T Hlne-
RNA FGD5-AS1if it _E#miR-133a-3p/SPAGS 444 B & 40 i it 7% fofz 2.
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IncRNA FGDS5-AS1 regulates gastric cancer cell migration and invasion via the
miR-133a-3p/SPAGS5 axis

CHEN Yuanhang', HE Lang', TAN Mao’, XU Yi', LI Xia'
(1. Department of Oncology , Chengdu Fifth People’s Hospital ,Chengdu 611130, China; 2. Department of Gastrointestinal Surgery, Chengdu Fifth Peo-

ple’s Hospital , Chengdu 611130, China)

Abstract Objective To investigate the effect of the long noncoding RNA (IncRNA) FGD5-AS1 on the migration and invasion of gas-
tric cancer cells by regulating the miR-133a-3p/SPAGS axis. Methods Quantitative real-time PCR was used to detect FGD5-AS1, miR-
133a-3p,and SPAG5 mRNA expression in gastric cancer tissues and adjacent non-tumor tissues , the normal human gastric epithelial cell
line GES-1,and gastric cancer cell lines (MKN-28 and NCI-N87,HGC-27,and AGS). Cell counting kit-8 method and 5-ethynyl-2-de-
oxyuridine (EdU) staining were performed to detect cell proliferation. Transwell assays were performed to assess cell invasion. A scratch
assay was performed to detect the migration ability. Western blotting was performed to detect the expression of the proliferative proteins
Ki-67,SPAGS, migration, invasion enhancer factor 1 (MIEN1), and matrix proteinase-9 (MMP-9). A double-luciferase assay was used to
confirm the relationship between miR-133a-3p, FGD5-AS1,and SPAG5 expression. Results FGD5-AS1 and SPAGS mRNA levels were
significantly elevated in gastric cancer tissues and cell lines, whereas miR-133a-3p was significantly reduced (P < 0.05), with the most
significant gene changes observed in MKN-28 cells (P < 0.05). Compared with the blank and siNC groups, FGD5-AS1,SPAG5 mRNA,
EdU-positive rate, proliferative, invasive ,and migratory abilities, Ki-67, MIEN1,SPAGS,and MMP-9 expression in the siFGD5-AS1
group decreased , and the expression of miR-133a-3p increased (P < 0.05). Compared to the siFGD5-AS1+inhibitor NC group, the expres-
sion of SPAG5 mRNA ; proliferative , invasive , and migratory abilities; and Ki-67, MIEN1,SPAGS,and MMP-9 expression in the siFGD5-
AS1+miR-133a-3p inhibitor group increased,and the expression of miR-133a-3p decreased (P < 0.05). Conclusion Interference with
IncRNA RNA FGD5-AS1 can inhibit the migration and invasion of gastric cancer cells by upregulating the miR-133a-3p/SPAGS5 axis.
Keywords long noncoding RNA FGD5-AS1; miR-133a-3p/SPAGS axis; gastric cancer; migration; invasion
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KAEIEZMASRNA (long noncoding RNA, IncRNA )
AR R e 4 v Y I APERN A B FRNA ( microRNA,
miRNA ), NI FERE G 58 (228 SR 5 A Y2l
R PR RS & B, IncRNA FGD5-
ASIAE B 9 AR A BUE K L #EAE T, (A AL
R A WA B AR5 R, miR-133a-3p ] fiE
[ 5FGDS5-AST A5 FHHPTES ( sperm-associated
antigen 5,SPAG5) EE IS 5T B A nY 1
BRI A W, 5 H A R A A G, SPAGSE—Fl S5
20 o3 24 5 ER A S AL R T, KD BE RS a0 5
fihEE A 5E , SPAGSTE B4 4l i is 7 I,
AHFFEAIET IneRNA FGD5-AS 12757 18 1 5 37 miR-
133a-3p/SPAGS4lIZ: 5 B A 0T iR 28

1 ##RERE

1.1 #K
111 LSRN0 5 s 20 2R 4R 3 i g 40 21
(R B IR 2H 215 emih) HCH FRBE20224F3 1] %2023
AE6 H 3141 22 BRAA 12 1 0 R 1 T AR DI BR AR
A, A HAVARAFAE R A 48 ] BT A J A R TR
He Z AT BUICT  AWF AT 6 (/R 5 F ) b
e, IR FRBE 16 P22 57 234t o (20232 fF 42 77 26
1675) JITAPFRX R E G R B,
EHANE F R4 R GES-1 % B4 2 (MKN-
28 NCI-N87 . HGC-27 \AGS) H 3 [ 41 Jifa 15 72 Ak
Ol
1.1.2  FERFNFALES : PrimeSeript 1st Strand ¢cDNA
& AR F &0 [ H ATaKaRaZs 75 T HEFGD5-AS1
( siFGD5-AS1 ). miR-133a-3p# il 77 KAL) ( miR-
133a-3p inhibitor \miR-133a-3p mimic ) K% 07 1 BHPE
XJ I (siNC . inhibitor NC ,mimics NC ) Il 4= T A4
TR C B ) B A FRA 7 5 5556 5 1 Ki-67 SPAGS
FEF 4 JR AR 1 ( matrix metalloproteinase , MMP ) —94¢
&I A 9 [ abcam /A 7 IE AR 220 38 F I F-1 (mi-
gration and invasion enhancer factor 1, MIEN1 ) T H
DU 3R T A= MR B0y A BR 2 ] 5 CCK-8i 5]
& A FHEE S RAEYE AR AR 1IXT73f
BB F H AOlympus/A A
1.2 ik
1.2.1  SEEFAERPCR : FHTRIzoliz 77 2 Hi 15 i 41 41

A8 3T I b 97 £H 24 X GES-1 MKN-28 \NCI-N87 \HGC-
27 AGSHIERNA , #% 57 licDNA , F SZ i} 5 B PCREG
MFGDS5-AS1 SPAGS mRNAFIA, UB-actin NS
M K MimiR-133a-3p3R i6, LAU6CKH N 2 BRL R H
2 AR T E R T, PCREIYIT S : FGD5-ASI,
1E 175’ -AACAGTGCCTATGTGGACGG-3", [ [1]5°-C
CCATCACAGAGGTCCACAC-3’ ;miR-133a-3p, iF [i]
5’-GCCTTTGGTCCCCTTCAAC-3, [ [f]5° -TATGCT
TGTTCTCGTCTCTGTGTC;SPAGS, 1F 175 -CATCTC
ACAGTGGGATAACTAATAAAC-3", JZ [f]5° -CAGGG
ATAGGTGAAGCAAGGATA-3" ;B-actin, iE[1]5°-CCC
TGGAGAAGAGCTACGAG-3", FZ [i]5° -CGTACAGGT
CTTTGCGGATG-3" ;U6, 1E [[]5’-CGCTTCGGCAGCAC
ATATAC-3, [ [11]5’-AAATATGGAACGCTTCACGA-3"

1.2.2 4520 AR P BEEUE K R 4T B MKN-284
JRL A7 A B 3 20 K R RS 57 B MKN-284H i %
23 941 . Kl Hlipofectamine 200017, 43 51 #4siFGD5-
AS1 siNC siFGD5-AS1+miR-133a-3p inhibitor ,siFGD5-
AS1+inhibitor NCH% 4 2 4fi i, 31-15% FsiFGD5-AS1
ZH . siNCZH .siFGD5-AS1+miR-133a-3p inhibitor4
siFGD5-AS1+inhibitor NCZH .

1.2.3  EdUZ (6 I 20 i 15 5 - 1 240 42 Fh 29611,
B (2 x 10Y4L), ZiR T, H150 pmol/L EAUAL # 2
H12 b, H4%2 5 H I [E %230 min, [10.5% Triton
X-100i%1k10 min, FADAPIE YL . e HLSFH AL
XL, MEE gL A 25 IR S BT EdUBHPE RS

1.2.4  CCK-87 A5 1M 24 i 3% 5 - 4% 40 B W 442 x

107100 WL AP 2296 4L M, 15 3% W RE IR I A10
pl CCK-8¥ i 9 52 h/m , 7E450 nmAh I 1 O JiE
(absorbance, A) {H..

1.2.5 Transwell S 56 K6 I 21 i £ 28 « 85 20 Ji0 2 TR 4%
1 x 1074L 3R 2R A 100 pl 3 5L (1 mg/mL)
Transwell |2, 58 UG ES TR, IATC I3 85 77 4,
IR BB A 20% I35 HY500 plLog 455 35 54k Ak 2
SHEFIIMA T =, 559724 i, BUR/NEIE 37 L5597
B, A B A A L S 0 BR ER A M FH4% 2 R H
P 1 7 T 25 A, 45 A S Lt TA FA R ORAES
BEAILRRET 4R 22 40 M2

1.2.6 0] 9 ST 56 A6 00 44 B ST 7% - 4 240 P 422 b 2R 611,
B, B A2 KRG 280%~90% , FH200 wWLF ik 254t
SLAER:FR LA RI9E, FIPBSYE3 R , FH 2291 4 1fi.
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TSR RS S LR 2235 5%, 4 BETT 10 540 .24 hf
MBS IHERIR S 2 (%), AL AT RS RE ) -
1.2.7 Western blotting: 24 fi# 41 Jfg 71 $2 B &L & H,
H1712% SDS-PAGEHL ¥k , ¥ 25 H % ZPVDFE, H
S%RRFLE A, I AKI-67 (1 1 0007 F%) . MIEN1
(1 : 2000FiFE) . SPAGS (1 = 500% ) . MMP-9 (1 :
1 000% %) PRI F 24 hg , H eI mA —t (1 -
10 000% F%) 55 , 18 3 Image A WSS 20 A 2 11
1.2.8 BGRB8 59 iEmiR-133a-3p 5 FGDS5-
AS1 SPAGSIPJ#L ] 5¢ R « TEpmirGLOZR S 5T 14
#SPAGSEFAE M (WT) . FGD5-AS1 WT, fE2878SPAGS
FimiR-133a-3pf 2 5 (s A EESPAGS 278 Y (MUT),
FGD5-AS1 MUT. #| fHlipofectamine 3000327 , K
(1) 25 AR 5 miR-133a-3pA5 40047 ol [ 94 Xof B e e e 28
S RS 24N RO 2R TR
1.3 Git==otr

K HISPSS 26,084 A TS 12250 B o i WOk
FiIx £ s, R R 50 BRLR 28 07 22 49 B \SNK-g £
B, P<0.05h2ERA G E L.

2 #R

2.1 4 4 FGD5-AST .miR-133a-3p .SPAGS
mRNAZRIEIK -

B4 21 T FGD5-ASTFISPAGS mRNAZE A 7K -
(1.58 £0.17,1.52 + 0.16) A48T IR 2021 (0.92 +
0.11,0.98 + 0.10) JH ,miR-133a-3p#ik /K F- (0.43 +
0.06) FEARUTAEMYRIZH L (1.01 +0.11) FFAI%; MKN-28
FINCI-N87 \HGC-27 AGSH i FGD5-AS1R 1A /K-

Blank siNC

siFGD5-AS1

(0.64+0.27,1.44+0.15,1.55+0.16,1.75 £ 0.19) %
GES-14f1Jf1 (1.07 £ 0.11) Ft 55 ,SPAG5 mRNAF ik 7K
- (2.68 +0.28,1.42 £0.15,1.46 +0.15,1.59 = 0.17) #%
GES-141ff1 (1.01 + 0.11) T+, miR-133a-3p k7K
F-(0.28 £ 0.04,0.71 = 0.08,0.68 + 0.07,0.53 + 0.06)
BGES-141 /2 (0.98 + 0.10) F#AIL (P < 0.05), H: FMKN-
284 it v e 8 AR Ak B o B 3 (P < 0.05), Rl I %
MKN-284H L i1 7 )5 £ 5050
2.2 £ ZHMKN-2841 i ' FGD5-AS1 .miR-133a-3p.
SPAG5ZRIANE M

siFGD5-AS1£FGD5-AS1 SPAGS mRNAF ik 7K
F(0.47 £0.05,0.58 = 0.06) 775 H4H (1.01 £0.11,
1.03 +0.11).siNCZ (0.94 + 0.10,0.97 + 0.10) F#AX,
miR-133a-3pF ik /K (1.56 £ 0.17) #4540 (0.92 +
0.10).siNCZH (1.02 + 0.11) 341111 (P < 0.05) 5siFGD5-AS1+
miR-133a-3p inhibitorZHSPAGS mRNAZEA7KF- (0.89 +
0.09) #siFGD5-AS1+inhibitor NC4H (0.59 + 0.06) 14
T, miR-133a-3pF&ik 7K F- (1.13 + 0.13) #si FGD5-AS1+
inhibitor NC41 (1.61 + 0.17) F&IK (P < 0.05), /R TR
FGD5-AS1A] GEFZ MmiR-133a-3p SPAGS 34 .
2.3 YLERFGDS-AS1XH 45 4 MKN-28 41 Jfd 14 5 (1) 52 Wil

siFGD5-ASTZHH A FHZH (siNCEHA s, H (0.51 =
0.06,1.13 £0.10,1.09 + 0.11) SZEAUFH 1 2% (28.18% +
0.90%,70.15% + 7.10%,69.43% + 7.05%) it 3 W& A%
(P <0.05) ;siFGD5-AS1+miR-133a-3p inhibitorZH A 5.,
{8 (0.89 £ 0.09) MEAUFH 1 %8 (44.57% + 4.50%) #4
siFGD5-AS1+inhibitor NC4 (0.58 + 0.07,27.86% =+
2.81%) ¥4 1 (P < 0.05), #& /R UL ER FGD5-ASTA] 417 ]
MKN-284f 13§51 . WLIEI 1.

siFGD5-AS1+
miR-133a-3p inhibitor

siFGDS-AS1+inhibitor NC

E1 MKN-284fIEdU# B4R
Fig.1 The Edu staining results of MKN-28 cells

2.4 PLEK FCD5-ASIXT 4% ZHMKN-284 fift {7 2% fig 71
HUA ]

siFGD5-AS12H = 7% 21 MU £ (68.26 + 7.05) #475
14 (125.62 + 1.05).siNCA (124.86 + 1.91) b E[E

i (P < 0.05) ;siFGD5-AS1+miR-133a-3p inhibitori
% 7% 41 0 %50 (108.24 + 11.09) %¢siFGD5-AS1+inhibitor
NCZ (68.13 +6.97) fi & 15 /11 (P < 0.05), 7% B 15T 2k
FGD5-AS1H]HHIMKN-28 41 ig {722 . WL K12,
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Blank siNC

siFGD5-AS1

siFGD5-AS1+

siFGD5-AS 1 +inhibitor NC
si +inhibitor miR-133a-3p inhibitor

E2 &HEMKN-284FAEZEZEL x 200
Fig.2 Changes of MKN-28 cell invasion in each group x 200

2.5 UK FGD5-ASIXS 45 ZH MKN-284H il iF 7% fig
1) 5]

siFGD5-ASIHRIR A 5K (41.05% + 4.21%) #%
25 4 (78.16% + 7.98%) .siNCH (78.07% + 7.89%)

Blank siNC

siFGD5-AS1

: -----
N -----

i E AL (P < 0.05) 55iFGD5-AS1+miR-133a-3p inhi-
bitorZH ¥ JE A5 % (68.52% + 6.92%) HisiFGD5-AS1+
inhibitor NC£H (40.86% + 4.15%) .1/ (P < 0.05),
UEIAUTERFGDS-AST AT FIHIMKN-282H LT . UL 1&13 .

siFGD5-AS1+
inhibitor NC

siFGD5-AST+
miR-133a-3p inhibitor

E3 ZHMKN-284IFXREERENETNL x 100
Fig.3 Changes of MKN-28 cell scratch healing ability in each group x 100

2.6 YLERFGD5-AS1XFMKN-284H f1Ki-67 .MIENT
SPAGS .MMP-9% {4 2 1A [ 52

siFGD5-AS14H 3¢ %% 11 41 \siNCAIKi-67 \MIENT ,
SPAGS5 MMP-9%5 1R Ik 7K P REAIK (P < 0.05) 58iFGD5-
AS1+miR-133a-3p inhibitorf{Ki-67 . MIEN1 ,SPAG5 ,
MMP-9% 1263k 7K F-#siFGD5-AS 1 +inhibitor NCZH
BB N (P < 0.05), BERHITTBRFGDS-AST AT i MKN-
28U MIIT RS A= 28 S FE . ILEl4.
2.7 miR-133a-3p5FGD5-AS1 SPAGS 1) ] 46 1F

StarBase fi. /8xmiR-133a-3p 5 SPAG5 /5 14 25 fif J&
BiX} . miR-133a-3p mimicsFISPAGS MUTHERE e | 7
e WE ] K (P <0.05) . StarBase i /-miR-
133a-3p 5 FGDS5-ASIAT % 22 i, JE e X miR-133a-
3p mimics AIFGDS-AST MUTHE % Yy | %% 5t 2 fifg 3 1
W FEAIK (P < 0.05), & WImiR-133a-3p 5 FGD5-ASI

SPAGS 5 BIAFAEHE ] S R WLIES .
3 it

B — R IR T SN B R, K
REEERE KA, 502 DL B B 55 M o R
R G S e L R o 4 e I {EL i ] 02
FFDR BRGSO 2T 48 W 55 ] fig 2 R fa
K2 BEMET T ZRIRTFAR A7 siiory, 5
XEERSIE B IR HIA T e A PR
IncRNAJE—FIHTE X BIRNAKE W), 7E 2 Fh 2l
SURZRMLp o R i p B i
FGD5-AS1T/E:—Fh & B AYIncRNA,, B #IE I 7E £
o g v 20k SR 3k, 55 A A i v AR K A R
S FGD5-ASILE BN SL8 21 SURIZR I 2 Hh 2 1K
I, 3 FIKFGDS-AS AT {2 2F B 5595 40 M 384 78 AT
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UK PN B 200 A A R, 2 B S0 A A T TR U
7 FENGA " B 58 R HFGDS-AS 175 B 5 41
LU R FIH, FGDS-AS1 = kKT B # &
A U LA A Bl A A A ) XU B iy L U B 2%, 42
ARFGD5-ASTRI BEZS: 5 i 1 56 3% R U o A WF 50
45 R, FGD5-AS1H A 7E 15 i 21 21 JXMKN-28
HINCI-N87 HGC-27 AGS4I i 34 1 4, HAEMKN-

Ki-67
MIENT1
SPALS o e ——
MMP-) o i e c—c—

B-actin

284 AR AL fR g B3, S CAOSE S I IE e 4 R —
H, #E/RFGD5-ASIT i 5 B A4 R JBA XK.

THEFCDS5-AS132 I8 ] I 25 1 il MKN-2 8 201 it 444 78 %
1278 3T #, Western blotting%% - L /R , THLFGD5-AS1
FEIA AT HIKI-67 MIENT MMP-9%E (4 #35 , #k—#H %
BT HRFGD5-AS1F35 1] BRI IR YT B i (1 HE 25, (H

FGD5-ASITE B A A RSP AY 3T HLHI RS
El Blank
B siNC
Bl siFGD5-AS1
3 siFGD5-AS1+inhibitor NC
Bl siFGD5-AS1+miR-133a-3p inhibitor
1.57
£ A
£ 109, A ArroA
& %
) =
GIORE| | & «
S
A~
0.0-
,'00 ;&‘ ,'00 é\@

g
\Qe \Q’ \Q? \
Q& > P 9
SR

1,blank group;2,siNC group;3,siFGD5-AS1 group;4,siFGD5-AS1+inhibitor NC group;5,siFGD5-AS1+miR-133a-3p inhibitor group. *P < 0.05 vs.
blank group;#P < 0.05 vs. siNC group; AP < 0.05 vs. siFGD5-AS1+inhibitor NC group.

B4 ZHBrhKi-67. MIENT,
Fig.4 Comparison of Ki-67, MIENT,

miR-133a-3p 3' GUCGACCAACUUCCCCUGGUUU §'

SPAG5 3’ UTR-WT § {UACCCCAAUACCAAGACCAAC 3'

SPAGS5 3’ UTR-MUT §' UUACCCCAAUACCAACUGGCAC 3'

miR-133a-3p S'UGAAAACACIIT (‘}AUA(‘I(‘}I‘J[‘JA 5
FGD5-AS1 WT CCCGGCCCACUAUGCAA
FGD5-AS1 MUT 5' CCCGGCCCCAAUGUCAA 3'

SPAG5. MMP-9& B &RiAHILLE:
SPAG5, and MMP-9 protein expression

157 Bl mimics NC+SPAGS WT
=y BN miR-133a-3p mimics+SPAGS WT
=
'§ 1.0+ Bl mimics NC+SPAGS MUT
&(ﬁ N 7 miR-133a-3p mimics+SPAGS MUT
= 0.59
<
=
—
0.0- B
1.51 mm mimics NC+FGD5-AS1 WT
-;? B miR-133a-3p mimics+FGD5-AS1 WT
-
Z 1.0 BEE  mimics NC+FGD5-AST MUT
c L
© 3 miR-133a-3p mimics+FGD5-AS1 MUT
g #
3
< 0.51
<
=
—
0.0 D

A, binding sites of miR-133a-3p and SPAG5; B, validation of miR-133a-3p and SPAGS5 targeting, * P < 0.05 vs. mimics NC+SPAG5 WT group; C, binding
sites of miR-133a-3p and FGD5-AS1; D, targeting validation of miR-133a-3p and FGD5-AS1,# P < 0.05 vs. mimics NC+FGD5-AS1 WT group.
E5 miR-133a-3p5SPAGS5. FGD5-AS145& i = K #B[m 3 1iE
Fig.5 Binding sites and targeting validation of miR-133a-3p with SPAG5 and FGD5-AS1

IncRNA AT AE S P 51 6 405 18 79 miRN A Y 36 35
AW FTHE. miIRNAJE—ZE KB N 18~251 K1
TR B AE S RNA , 78 Z2 R Irbfid 0 & A= Fn g S ad fg vp

FEOCHE R M R EARIT SRS AR S B
S BT 2 T FGDS-AS1AY Al REHEA , HEMIFGDS-AS1
1] g i 14 miR-133a- 3pf|€1 JoE v & EAE A, HmiR-
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133a-3p e et b (A7 78 EL R UE S, 78 2R E ke
gz ) D Ve T S Y 2, miR-133a-3p
b FE R T BHKT B WA 5 10 4 Sk e o e, P 1 g
M AR RS T i ] TIRYT B R 24
Wy, HAEFIBLEI AT 8 5 - EmiR-133a-3pF 2" L4
WF 28 45 3 R, miR-133a-3p7E & i 4 21 Sz MKN-28
HMINCI-N87 HGC-27 AGSHH it 44 F i, FGD5-AS1
AL # 6] 17198 T miR-133a-3p#2 35, T LFGD5-AS1H]
T miR-133a-3p 23k , T 40 MK N -2 8 41 il (1)
VAT A AR B 4 B ik & L, SPAGS 5 miR-
133a-3pA 45 4 7 5, SPAGS L 5 i id & 4= %% U M
5, I BA BUBME Y AR ST & B, SPAGSTE
95 2H 41 X MKN-28 FINCI-N87 \HGC-27 , AGSZH Jifd
Y 18, $2 7R SPAGSTE B i i Ji& v ml g A 4 BURAE
FIT AR 5 3 3 XURE Ol 2 S 9 W AIE T SPAGS
5miR-133a-3p # [n] & &, THEFGD5-AS1A] |3
miR-133a-3p# ik, YL T HSPAGS % 1k, & 5 10
9 & R VR L, B MIFGDS-AS 1A figad i -
miR-133a-3p/SPAGSH FH. 11 & % 19 1F g . A 4F 5% 8
il it miR-133a-3p inhibitoriE 17 52 [ B0 IE, 255 % BH,
miR-133a-3p inhibitori¥i 5% | T #LFGD5-AS1Xf MKN-
284M L K S R IV AT, R IFGD5-ASTR] R i

i b P8 miR-133a-3p/SPAG Sl 11 il 1 98 40 it () 1 7%
FRZE,

25 bR, ARBF5E R B, IncRNA FGD5-AS1H] 41

il ' e 4 AT B8 FR 2%, AT AE 5 I JAimiR-133a-3p/
SPAGSHAT &, (H P SL B0 A0 i B — |, e = fR N A5 E 50
E, B BB ek — 2P 5E .

SE
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