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T i INcRNA SNHG3 & i& X
ANBREMAEEE . RERATH
5 M K A1

BSHEGR RFEAR BIE OREM AL

[HE] Br FITTEKSEIERE RNA /5 F RNA B EEE 3(IncRNA SNHG3 ) HIRIA T N B fE Mg E R 2 A
BATHEMERTENNE . Hix XA qRT-PCR &N AR S £ 4% (BGC-823.MGC-803 1 SGC-7901 )M IE & & 34
B 4H A 4% GES—-1 1 IncRNA SNHG3 Bt FRiAE, I INcRNA SNHG3 RiAKER S EE BGC<823 A ER, &7 IncRNA
SNHG3 Ti##Ea, 234> 25 SNHG3-siRNA 28 ( %4 IncRNA SNHG3-siRNA ). BB 3 B4A ( 3 A X BFS] ) . =S A BA( R T
B4 ), 7 CCK-8 & . mER M LR Transwell FHFFERLE CRNABALN WL TIA IncRNA SNHG3 X3 A B #& 4 i
BGC-823 #7H . % R R AT HF M, Western blot 3% T1F IncRNA SNHG3 FRik 5 B EEENEBA X ES £S5 ELE
FE T 3(STAT3).p-STAT3 BEEMAMEFRLEEAM -2(MMP-2)EAMNFRILKE, £R S5SILEHE LKA GEST 8
tb, A B4tk BGC-823.MGCB803 9 INcRNA SNHG3 MtEX FRiA £ A E S (19 P<0.05),BGC-823 4+, SNHG3-siRNA
28 IncRNA SNHG3 #EXfFRIA & JEZ EE  EEF R E  RTHER RERE BRI TRMX RA . = AT B4 (1 P<0.05);
SNHG3-siRNA A4fE G1 i AL ES T A RBA BT IRA(5P<0.05),3 A S HAMEE S LR EFN ST F R

X(P>0.05);SNHG3-siRNA A4 e G2 HIE DL E R TEBXIRA BT RA (1Y P<0.05); SNHG3-siRNA 2B 40 8T
RHPESTEANRA BHTRA(Y P<0.05), SHMNBANET B BALLE, SNHG3-siRNA A9 STAT3.p-STAT3 #

MMP-2 & B B 3RIA K F 98 8 T, p-STAT3/STAT3 B LLEFBEREE (19 P<0.05). £i8 T8 IncRNA SNHG3 95X, 1]
MEIBREMEEA THRREREN, BFARAELE, FESHIAT, T SHIH STAT3.MMP-2 A93R1AF STAT3 BB k7K
FEH*.
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Effect of down-regulating INcRNA SNHG3 expression on proliferation, invasion and apoptosis of human gastric cancer cells and
related mechanisms GU Jianbin,"ZHANG “Jingcheng, XUE Fei, GENG Yunfeng, WANG Dongdong. The Second Department of General
Surgery, Shijiazhuang People's Hospital,~Shijiazhuang 050000, China
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[ Abstract ] Objective-To/investigate the effect of INcRNA SNHG3 expression on the proliferation, invasion and apoptosis
of human gastric cancer-cells'and its possible mechanism. Methods Real time quantitative RT-PCR (gRT-PCR) was used to
detect the expression/of IncRNA SNHGS3 in gastric cancer cell lines BGC-823, MGC-803, SGC-7901 and normal gastric mucosa
cell line GES=1."BGC-823 cell line with the highest IncRNA SNHG3 expression level was selected for further study. BGC-823
cells were transfected with INcRNA SNHG3-iRNA (SNHG3-siRNA group), NC-iRNA (negative control group) or not transfected
(blank-control-group). The effects of INcRNA SNHGS3 on proliferation, migration, invasion and apoptosis of BGC-823 cells were
determined by CCKS8, clone formation test, Transwell migration and invasion test, and flow cytometry. Western blot was used to
observe the expression of STAT3.p—STAT3 and MMP2 in gastric cancer cells. Results Compared with GES1 cells, the relative
expression of INcRNA SNHG3 in BGC-823 and MGC803 cells was significantly higher (all P<<0.05). Compared with the negative
control group and blank control group, the relative expression of INcRNA SNHGS3, optical density, clone formation rate, cell mi-
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gration number and cell invasion number in SNHG3-siRNA group were significantly lower (all P<<0.05). In SNHG3-siRNA group,

the proportion of G1 phase cells was significantly increased (all P<<0.05). The proportion of S phase cells had no statistical signif-

icance (P >0.05),the proportion of G2 was significantly decreased (all P<<0.05), the apoptosis rate was significantly increased(all
P<0.05), the expression levels of STAT3, p—STAT3 and MMP2 protein were significantly decreased, the ratio of p—STAT3/STAT3

decreased significantly (all P<0.05).

Conclusion Down-regulation of INcRNA SNHG3 expression can inhibit the proliferation,

migration and invasion, block cell cycle and induce apoptosis of gastric cancer cells. The mechanism may be related to the inhi=

bition of STAT3, MMP2 expression and phosphorylation of STAT3.
[ Key words ] Long non-coding RNA SNHG3  Gastric cancer

B DL TS AL R RS S W AR ER
Wi = , AFARIGIT A EMLEAIRTT (B R)T S MG
7S MRk B  (H i R I ST R AT 57 iR
FHOCFETIWEE 3 70, T $2/m B s R 1A E A IR R
B R R BRSSO R AE s S AR
S W RE AT SE AT RS AR i bl R I A
FEPR2H R i 5 s 0 KA AE A RNA (long non—coding
RNA, IncRNA ) i Ry B 98 B 55 59 87 #45 o IncRNA 4§
KB 200 MEFRRIIESIS RNA , TR 5T L5 R
B, e bR 2 SR IE A AR AR 22 R A Y
IncRNAP, 78 25 o 4 8 0 (&5 s g & 4E L&
J'& SRSV S AR A A E ARG B T RS
{=/V3F RNA 15 £ 3(SNHG3) & —FP i T 1p353.1
IncRNA . BF52 & B IncRNA SNHG3 7 5 i 4141 5
R IAY, {H H AT ¢ T IncRNA SNHG3 76 B &
VR LIR30 o BRI, AR R T
IncRNA SNHG3 HyZiR%5 A\ B il sE (=28 T
S KT REAIBILA o B W RE T TAR BB T

1 B

L1 4k A BRI SGC-7901 IEH & &M I
B GES1 ¥ 09 Ab BERL A5 DU BE BERHE e G 5 A
B A MGC—803 M [y v [ B2 2 Bl B SR Al = 2 5T
Jreat PR g e N B I BGC-823 9 H I
T A A AR A A PR A ]

1.2 FEHISEE  SNHG3-siRNA Hy L7 ¥ i 24
FARABRA TS M. IncRNA SNHG3 . B-Actin 5|4
T primer 5 #A4, B EA T AR S, M-MLV
i 50 B H € [E promega /A Fl ;SYBR Green PCR
Master Mix 55 &0 B bt 204 A A ; Lipofectamin2000
I F S Invitrogen 2 Al ;goat anti rabbit 1gG(H+L) B AR
i E ALY A 26 [ Jackson 2\ F] ; Western blot 358 1k
27 & A (ECL) Y H 2 [E Millipore 2yl . Roter gene
3000 114 F RIHIE Corbett 23 1] ; NanoDrop ND-2000 43

Proliferation Invasion Apoptosis

FEEEETTIE H 32 & NanoDrop /A 7] ; Transwell /NE I H

2 Corning 22 7] ;BD Accuri C6 Jit 4L F 25 [
BD A ],

1.3 Hik

1.3.1 iR K E 41 BGC-823.SGC-7901 .
MGC-803 S IEH B AL Bz 40 GES1 H4E2F T RPMI
1640 Bi3: 4L, F 37.°C 5% CO, R his 97,48 h 5 iH
LA,

1.32 <IncRNA SNHG3 FHXf k&K M  RH qRT-
PCR ¥ o HOW 85 4E K B 40 il BGC-823.SGC-7901 .
MGG-803 K 1E & H Zh i I K 4 il GES1, >R qRT-
PCR 7] &40 IncRNA SNHG3 AYAHRT#iA . IncR-
NA SNHG3 51 #) . L :5 AGACA GATTCGCAGTG-
GTCG3', T :5 GTCTCCATGGCCCACTTCTG3' ;B -
Actin Fi#5]% 5'-CACCCCAGCCATGTACGTTG -3,
T#E514¥ 5'- AATGTCACGCACGATTTCCC-3", %M
2780 R BR AR IncRNA SNHG3 AHXT ik,

1.3.3  ZHMsrdH R Ee e W g K I ey N B i 4
Jits BGC—823 Ffifl 4> & SNHG3—siRNA £ | B4 %t iR 21
FZS FAXTIELE, Bl 3 ANE AL, S41H R 24 h,
SNHG3-siRNA 41/l A IncRNA SNHG3- siRNA ( 1F X
HE: 5'- GCAUUUAGCUAGGAAUGCATT-3', Jz X5 .5'-
UGCAUUCCUAGCUAAAUGCTT=3" )54 , B xF HE 21
A TCRKFF NC-siRNA (1E X4 :5' ~ACUGCGACUG-
CUUCACUUGTT-3', )% X4 :5'~-CAAGUGAAGCAGUCG-

CAGUTT-3" )%y, 25 FAXT BRLH ARTHE Y% . T A B4 A%
% Lipofectamine 2000 ViR 4547 55 4% 24 h, 4 I
& RNA, NanoDrop 2000 435656 B 11BN B 6 e H ik
R, SRR RNA 4B FISE s M & S0 Bk, 121
M-MLV s % 53250 & U B 5 07 ki 7% 5% 8 <DNA, A
cDNA MM 47 PCR 973 . #4E SYBR Green PCR
Master Mix {277 & 15 B D il s 0 AR & 20 wlo IR A=

95 CHIALME 30 5,95 °C 481 10 5,60 CiR K 105,72 °C
FEAH 20 s 3 40 MIEER.
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1.3.4  4HfEIesiae Ik SR CCK-8 ik, ik ge
24 h 1Y 3 AN AL S R R, LA 5x10° 4N /HLFD
FET 96 FLAR (100 pl /L), 7ERE 37 24 h BFEEFLINA
CCK-8 YW 10 wl, 4k2E4535 1 h, 7F 450 nm P KT, /0
B S 52 45 FLOG 2% BE (OD )AL

1.3.5 4l se I slie Skl s Rt B S H At
AT 6 FLAR(1.5x10* AL, B FREFRA PR 12
JAl, ULEE 5 B A0 LT 1 2 3 /NI FH W 1R 3k 22 o
W (PBS) VR 2 WK ,4% 2 3 I [ 32 15 min, JIE &
0.19%45 S 22 YL A L 15, 10 min, {38 IS T WL 5 4
PREY  THECA MR SE 2 . SaRETE % (% )= s b 2/
FERM A )%x100% -

1.3.6  AfEEFERE IR R Transwell /NE 50 o
R4, 9318k 5x10* DI A Transwell /NE
EP TR R OE R R SR NE T IAT 10%
I35/ DMEM ¥5 983 . 355% 48 h, ¥/N=HUHH PBS
Wk, 4% 22 B WS [ 5 20 min,0.1% 45 528 YL i e (5,
20 min, RAEE FUESIFHA IR, BEHLER 5 A EF 4L
RN R, B 3 MR AL, BOFIE.

13.7 AR ZRRE KM R Transwell /N5
Transwell /NE %] 50 pl Matrigel BEALHE , 78 37 CH
HUE 3~5 ho £2H3HL 200 Wl (25 )FH 2.5%10° ~/ml)
AP T Transwell /NE ZE, 7E FZE A DMEM 1
FRH, HiFE 48 h JEH#E2: 'E Y Matrigel I 245400,
492 B P EE 5E 20 min, 0.19%%5 S S ge (o, HEHLIEHL 5
AU B AR A, BRI 3 AL BOEIME,
1.3.8  ZAAS B & 2 o B 08 TR A I SR H = an
MIAR (FCM )47 4H 5 30 5347, 368 50 A v I A P e b
FEFF R A RS EOU A % G FOS RE AR, FH PBS VeV,
JIA 500 pl PLYSEAT S wl B, 3R E 30 min,
W EE B 32 Y 311 FH BDr Aceuri C6 i 2040 LA A3 B 4 e
S o s Ros M Ae At A IR G1.S F G2 A4 )
4 E A3 A o F5 AR AN A I T AR S U B K 40 P
BN 57l Annexin V=FITC F1 10 wl 20 pg/ml AL 7
WEVAWE , SRR G A 15 min, 10 2 40 A 2 -
SRR T L85

139 55155 5iE b5 5% N+ 3(STAT3) .p-STAT3 Fil
B4R B -2 (MMP-2) 3 A R KBRS
JH Western blot 5. fd1 1] RIPA 25 g 45 B S 240 it L%
WY, 3E S ELE 12% + e S R4 2R R T B3 e Fh Uk
(SDS.PAGE, fE% 80 V,2 h) A E&E A, JHit#5)
PVDF &, FH 5% AR Ws K 2041, 378 4 CF 5—3iE
1 o ZEMIRERE (15 minx3 W) VB S PN T &n
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FH ECL R0 @Al , SE 80 8 5 3 K. R Bio-Rad
Image Lab 5.2.1 #XAFHATIKEE ST o

14 Giitepab B SR SAS 9.1 Geitaiit . HHEYEORL
X PN, Z LA USRI R T 225007, PR LR
JH LSD— #5356, P<0.05 HZESA G X,

2 #R

2.1 IncRNA SNHG3 75\ B 4 i 5 & 1 5 &t L %
4 GEST HhAHXTFRIBEAT L RT-PCR 451 IR,
5B IE R B R 4 GESI AH L ,BGC-823 MGC -
803 LA IncRNA SNHG3 AT Fe ik i My i i 1 g, 22
S WA G L (H) P<0.05), 1.7 1. PEH IncRNA
SNHG3 AHX} 35 55 = 1 B9 BGC-823 4l RiAT
— AR T REIR S . BGC-823 4l , SNHG3-siRNA
2H IncRNA SNHG3 FHXJ Rk 1 4 01 S A T P XS R A
25 XA, 22 ¥ gt R L(F P<0.05), ILER 2.
F 1 IncRNA SNHG3 7EA B AN B 1FH R0 T H 4
GES1 HAHXT R IEHE A L3

211 IncRNA SNHG3
GEST 1
BGC-823 2.354 +£0.502"
MGC-803 1.992 + 0.099"
SGC-7901 1.394 +0.370

H: 5 GES1 44 ,"P<0.05;IncRNA F K 4EIE 4D RNA;
SNHG3 F#%{/NM3F RNA 15 E A 3

£ 2 34 BGC-823 Aiiffirh IncRNA SNHG3 AIXF ik 7 LA

Eigll AR RIA
SNHG3-siRNA 28 0.10 £0.03

[P i ZH 0.74 +0.35"
23 X R 1.00 + 0.01°

1E: 5 SNHG3-siRNA 4 H4%,"P<<0.05 ; IncRNA N K5EIE b
RNA;SNHG3 M~ /NirF RNA 15 £IEH 3

22 341 BGC-823 A saE 1 bk 45 B
SNHG3-siRNA ZH 1) OD {4 W] AR T B P X B2 (2
FXTHRA , 22 R geit2em (33 P<0.05), L3k 3.
23 3 41 BGC-823 4 it v & JE LR 8 SNHG3 -
siRNA 41 | FFIH:XT HE A 25 11 0T HE 2 440 i 19 o B ol 5
B4k LI 1451 ) . SNHG3-siRNA 4H va R IE iR 1y
B AR T DX BEZH 28 X BR2H , 25 R Si it or
X (# P<0.05), L5 4,

24 34 BGC-823 AT FIRIZRE ST AL 7F Tran—
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#3341 BGC-823 I fg )y bk

£5 34 BGC-823 4T (Z2REEbE (4 /1 )

2153 oD {4
SNHG3-siRNA 21 0.360 + 0.001
B X} AL 0.445 + 0.006"
23 X IR 0.459 + 0.004°

215 ERE A
SNHG3-siRNA 28 86.8£2.9 24.0+4.7
[Elevayist::| 194.0 £ 11.8° 74.6+9.1"
23 X B A 1938 £7.7° 764+ 127

5 SNHG3-siRNA 414, *"P<0.05;0D AG% E(H

R4 341 BCC-823 M rakeTE iR (%)

i SUREIE R
SNHG3-siRNA 1 5.80+0.14

[Elepoy;ikil 7.37 £0.42°
23 X IR 6.96 + 0.33

¥ 5 SNHG3-siRNA £ s, *P<0.05

swell IR 523, SNHG3—siRNA 2H 21 it 3T 74 B4 W i
T RIPEXT BEL 25 X RE A, 22 3 Sei2pa (3
P<0.05); Transwell {27852 40 11, SNHG3-siRNA 20 4fi }fd
1RZBR I BAR T BT R4 25 X IR, 2 734
Giitefa L (H) P<0.05), WK 2(46 1) .3 5.

2.5 340 BGC-823 ZHfifl 45 B 4n My & 43 LL AR T3 L
B BGC-823 4iiffi: Y SNHG3 siRNA 24 h )5 ,SNHG3-

7 : 5 SNHG3-siRNA 41 4, "P<0.05

SIRNA ZH 400 G1 31 & 43 He 38 B i F 25 sl iR 4 |
% R, 22 S A gt 22 2 (34 P<0.05),3 41
Yf S WA 43 L b 25 S W e gt 12 2 SU(P >0.05)
SNHG3-siRNA H 401 G2 3 H 43 A R A T2 Foxd
WRZH FIPEXTREZE , 22 R34 gt 2r B L (33 P<<0.05),
WK 3, %6, T IncRNA SNHG3 Ay k)5 ,SNHG3-
SIRNA ZH 41 it 07 T 2R 27 B I8 v 25 G R AL L B PR R
M, ZRIA GRS P<0.05), WWEl 4,

2.6 341 BGC-823 4ififl STAT3 .p—STAT3 F1 MMP-2 &
A KF L Western blot 45 -8, 5 BAMEXT IR
2H FNas % IR 4 HE %, SNHG3 —siRNA #H f) STAT3 |
p - STAT3. Fil MMP-2 & 1 /9 R A 7K B 0 T R,
p~STAT3/STAT3 9 LLIE B W BEAR , 22 R A Fiit 4 &
X(#P<0.05), LK 5. 3% 7.

23 % IR 93 M X HE 4 SNHG3-siRNA 4
E=E E=i E=
g = =E
2 3 2g] 2
= 81 = =
=t 0 0
0 10 20 30 40 50 60 0 10 20 30 40 50 60 0 10 20 30 40 50 80
FL2-A FL2-A FL2A
3 321 BGC-823 45 H A A 4 Le iy LA
23 AR IR [EReapiEct SNHG3-siRNA 41
BO1 823 Cirl-1 BO4 823 MNC siRMNA-1 BO7Y 823 siRNAB28-1
= _Gate: P1 o _Gate: P1 = _Gate: P1
= s Jo1-UL o1-UR] sd01-UL UR
0.7 3 3% i
) g g
g < o
< = <
3% N N
[f' | I | T

wh ol

B 4 320 BGC-823 4 yaT- 15 MiAY i
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F= 6 341 BGC-823 44 EMHAH M & 43 L 1y Lhdse (%)

2151 Gl S G2

SNHG3-siRNA 41 51.23+0.95 4144 +2.43 7.33 +1.63
BHEXT IR 2 46.27 + 1.83° 39.85+1.18 13.87 £0.78"
25 G R 46.74 = 1.05° 37.10 £ 1.49 16.15 £2.35"

7 : 5 SNHG3-siRNA A L4, "P<<0.05

\"L/%’
R

\\??EL/\} 2
W G
%“\X ’

B>
X R
AR\

STAT3 |« D e

- e -

p-STAT3

MMP-2 | it s

B —actin

E 5 3% BGC-823 4ififl STAT3 .p-STAT3 MMP-2 & [ ik /K
I HU B (STAT3 W5 5t 5 5 IR AL K 3, MMP-2 Sy BE it
4R I -2)

£ 7 34 BGC-823 4lififl STAT3 .p-STAT3,
MMP-2 £ 2B LB

2H571) STAT3 p-STAT3  MMP-2  p-STAT3/STAT3
SNHG3-siRNA 2 0.62+0.03 0.25+0.02 0.11+0.02 < 0.41+0.03
AP X B2 0.79 +0.05" 0.52+0.04° 0.19+0.03" | 0.66 = 0.08"
25 IR R 0.80+0.04" 0.63+0.01° 0.19+0:02" /0.78 +0.04"

¥ : 5 SNHG3-siRNA £ H4K,*P<0.05;STAT3 N5 51655
WA S K- 3; MMP-2 R 3 i 4w &8 1 -2

3 itig

H i A I 28 Tnc RN A 76 88 (1) & A K Jrp
i 2 F RS AR A, IncRNA SNHG3 1 Sk — Fil
IncRNA , H:4#) i Pelczar ZE2% I . I HAAFIE A I, IncR-
NA SNHG3 e/ 45 Bl Ji rh ¥ 2 8 3 i o0, 2 i
I A5 B A R TS M E 2565 . Huang 1R B, 7F
S5 E e, SNHG3 7 A IEPESE4PE RNA 5 miR-
182-5p FHH3E4r, FE c-Myc Rk IHAEHT c~Myc
() B R, TR T 45 Sk e . i B g n Bk
721, IncRNA SNHG3 78 B4l 8 m Rk, If Hm &
TR B 9 R T A AT (] B (IR T IR 1 1 i AR,
J T R IncRNA SNHG3 76 B % R 2 19VE T
FHLH A 5T LS g A A58 X 42, qRT-PCR 45 5%
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Bon, BHEAM BGC-823 . MGC-803 1 IncRNA SNHG3
BV REDT s F A B S i 1 IR R R A R GESI,
$&78 IncRNA SNHG3 =ik 5 B & A A G

N siRNA # R #% Y& BGC -823 T 1 IncRNA
SNHG3 ik J5 , CCK-8 5250 Fl v FE TP i S 46 45 2R 17
Y fEIEFERE 7] . SCRETY B RE 1 332 B W 2], PR
IncRNA SNHG3 7 8 ¥ & & J v b PR 14 5 ol i v 24
T—EVEH . E—0F5E KB, T1H IncRNA SNHG3 %
KJE, Gl AN E 2 e LT, G2 BAZN I & 4 b T R, 48
/N F I IncRNA SNHG3 [93%35, (H40E R8I A T G1
17, T4 B A 4N BGC-823 ik A G2 I, Wi i il 1 &
il BGC-823 4324458 . T I IneRNA SNHG3 [y
K5 ,BGC-823 ML A TR W % T, XLLL5 R K
IncRNA SNHG3 & it 3| A2 A9 3 SLEE A ) 08 T34
Al RESE B R AN ARG S AR ) R R, Transwell i
% RELK LW, BIEAM BGC-823 7£ IncRNA
SNHG3 TG Wit M2 28 0e J1 3 W R AK, BEWIHE
1R AR B P IncRNA SNHG3 ] Rt 53 1 8
Bt

5L P 5 IS S (signal transducer andac—
tivator of transcription, STATs ) K% il 51 HA 15 5% F Al
S SRR D DI REN, i S MR A AH G 32 14 (STATs JAK
1 2 FR I (Janus kinase )4 i T JAK-STAT {5 53 % .
AFRRASTS , JAK-STAT 3 % PR PR 1 48T, AE A
i 240 L i B T R 2L TS 1Y JAK-STAT {55 1)
ST T A O AR A0 M S A AR RS 1R 2R A b R
AR, STAT3 VE R IL-6R 3 [ A= KA T3 44 JAK .
Sre 552 BURME IS ARG5S E B ) 2 RN, LR
VRO e L JH Bel—x1 Mcl-1,CyclinsD1/D2 ,C-myc Fil
survivin FEK A5k, T p53 FEH A9k, 465 4 e
G1 IR 5= i a] (o PR e A S 3], 40 1 5 4r M
A ok AT, BERR AL Y STAT3 /& STAT3 BT
PEIE X, HAE B — AR5 2 A 20 A% PN R A DG 3 R A
R RS 2RSS MRS G TR RS
Az B By 1k ik S R R ) 3Rk AR i B0 PRk . i)
STAT3 B§fiRfk & p-STAT3 415 DNA ¥4 Fi i, o]
PEEMRE AP TS, SIS & B, p-STAT3 5
BN RIS M B R B (TNM 4340 kgl
EeR% AL RS IR IR R R B VAR G, $ O
P R R A T, AT REAE A T 68 9 1 — A~ 43
O, ARBFFE T, T IncRNA SNHG3 #3A5J5 , STAT3
p-STAT3 [13RIE/KV- i35 T B, p-STAT3/STAT3 (¥ LK {H
b IRA, A0 R IRE A T G130, A e T e e
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Ft, $E7~ IncRNA SNHG3 ik T, il 8 54| STAT3
(IR HN STAT3 MBI LKA G, HEMmH T BGC-
823 AT S T T . MMP-2 J& MMPs ZZiE P&
T b1, HLRBHE IR I A A AP LT A TV 2
JE I, T2 e (R 28 LA RS . 98 2 3, STAT3 Al
it MMP-2 J& 8l g5 G078, i MMP-2 BRIk
IR, T v R AN AL RE 70, BHIKT STAT3
REAH S T I8 MMP-2 B 11 238K, 036 Ivfees 20 a1 A=
KAMRZE, ARME5EH, 76 F I IncRNA SNHG3 #£ik)5,
STAT3.p-STAT3 MMP2 )3 ik /K F- 34 b 3 T B, BGC-
823 AMMIERS K AR ZERE S 1 ARG, $2om T RE S 4
MMP-2 %3k ] 7 BGC-823 4l 142 284 5.
XAE—ERRE LB T T8 IncRNA SNHG3 J& 41 i 3
BE  Fa R Transwell 12285206 FIA0 I I8 T 5256 AO 25 5%, 41D
il IncRNA SNHG3 FEPE A5 B0 F T B L a6 T o

25 TR A5 NI /KFIESE T IneRNA SNHG3
B A T ek, R O B A A e . P
T- ARV EE R b B 2, X Halb A T3 T LA %KL
eI B A I X S A= )24 7o X AT RE S AMHISTATS
MMP-2 F9FIR 1 STAT3 BRI IE KA . T JlncR-
NA SNHG3 #5355 , 4% STAT3 .p-STAT3 .MMP-2 %3k
TR BAR ST FBILHI 1 e — 2
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