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LINC00525 #8[a) miR-338-3p ¢ it & 7 4 Bl T FA PR R L i 25 1
INER, XU, TAF 133000 HARKES , G MR BB SN —F

[(H#ZE] H W5 LINCO0525 #[n] miR-338-3p Xif B S il U 1= it 25 PR 5. Jiik 542
i 25 B AN ( HGC-27/PTX) 434 si-NC 41 ,si-LINC00525 4 .miR-NC 41 .miR-338-3p 41 .si-LINC00525+
anti-miR-NC £ ,si-LINC00525+anti-miR-338-3p £, 4Hfd 1405 & 8 (cell counting kit 8, CCK-8) £ il 2
JRLAFIE 2R 5 S0 2% )% 7 8 PCR ( RT-gPCR) £ il LINC00525 1 miR-338-3p & ik /K -5 & (A it B il
(Western blot ) Pl 25 13834 ; Annexin V-FITC/PL XYLk A6 I 248 i 94 1= 5 Transwell 45 I 28 i iF 7% Fi 42
28 s W Y6 2 BT 4 520 I E LINC00525 il miR-338-3p (Ml [A] 6 & . &9 HGC-27 fl HGC-27/PTX
YL LINC00525 23k 7K - F+ 25, miR-338-3p ik K F-FaMK. B LINC00525 it % ik miR-338-3p,
caspase-3 P21 E-cadherin ik KTt , MMP-2 335 K FEAIG, 40 B A7 15 R FEAK, A M T2 T &, 4
MR R R% A%, LINCO0S525 #1 fif il 45 miR-338-3p, #Ii] miR-338-3p AEU 55 #iF% LINCO0525 Xt 4
e HGC-27/PTX WAFIE R GER RB L T-MREM ., 85 MR LINC00525 i@t I+ % miR-338-3p %
IR HGC-27/PTX UG FE TR AR %, (23 5 e A0 M T, B A1 153 s 40 M0 S8 A2 I ) i 245 1k

[X$Ei7] LINC00525;miR-338-3p; & 4l ; B GH ; 308 s (=728 A T2 T 2414
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LINC00525 targeting miR-338-3p promotes apoptosis and reduces paclitaxel

resistance in gastric cancer cells
SUN Yucheng, LIU Xiaowei, YU Honglei First Department of General Surgery, Affiliated Hospital of Yanbian
University, Yanji, Jilin Province, 133000, China

[ Abstract | Objective To study the effect of modulating the expression of LINC00525 targeting miR-
338-3p on apoptosis and drug resistance of gastric cancer cells. Methods Paclitaxel-resistant gastric cancer
cells (HGC-27/PTX) were transfected with si-NC, si-LINC00525, miR-NC, miR-338-3p, si-LINC00525 +
anti-miR-NC, or si-LINC0O0525+anti-miR-338-3p. Cell counting kit 8 ( CCK-8) was used to determine the
cell survival rate after the treatments. Real-time fluorescence quantitative PCR ( RT-qPCR) was performed to
detect LINC00525 and miR-338-3p expression levels, and Western blotting was used to detect the protein
expression in the cells. The changes in cell apoptosis and migration and invasion abilities were analyzed using
annexin V-FITC/PI double staining and Transwell assays. Dual luciferase reporter assay was performed to
verify the targeting relationship between LINC00525 and miR-338-3p. Results  The expression of
LINCO00525 was increased and that of miR-338-3p was decreased in both in HGC-27 and HGC-27/PTX cells.
Knocking down LINC00525 and overexpression of miR-338-3p significantly increased the expression of
caspase-3, P21, and E-cadherin, lowered the expression of MMP-2, decreased the cell survival rate,
increased the cell apoptotic rate, and suppressed cell migration and invasion. Dual luciferase reporter assay
showed that LINC0O0525 was capable of regulating the targeted miR-338-3p, and inhibition of miR-338-3p

obviously attenuated the effects of LINC00525 knockdown on the survival, migration, invasion, and apoptosis
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of HGC-27/PTX cells. Conclusion

LINCO00525 knockdown can inhibit the proliferation, migration and

invasion, promote apoptosis and reduce paclitaxel resistance of HGC-27/PTX cells by up-regulating miR-338-3.
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BRI AL R GO B M, T R I R T
Kz —o BB E ST R, 250 =
S BRI, AT R R, OF o
TR 2L, FEARARTT 250 2 2T 1, % B e AR
WITAIFUE BA RS Y O kB, KRS
RNA Flfs/N RNA 555 B 8 B2 Wi W5 B 25 45 YA
K BRI ARG ] IneRNA UCAT 3 st F i miR-
27b FRHSR T R AN BT RE 2 A |5~ F6UDR 1A E 1)
BUBNE" . 32215 IncRNA MEG3 AJ [4(I% B8 40 1 77
FAF SN T, AR A PR . KRR
HHFgmAS RNA 525 (long intergenic non-protein coding
RNA 525, LINC00525) 42— IncRNA , 75 4 7]\ 40 i il 9
AP ek, rTVE A AR /IN I B 3505 (A (Y
HEbREST . LINC00525 5 23k 5 45 Bl i f8 & 7
JEAR BLAT 2, LINC00525 58 i<t ¥ i) miR-507/ELK3 %
BASER T T AR 4 5R T 4 T 9 AN X B D R
B OB S R LINCO0525 %ot ' 987 41 i 8 7 %
SRS 245 1 1) 5 ) B AL o AN R . A WIS
miR-338-3p 7 B Jii 41 21 (IR A TR B 98 A R 15
Ja"" . miR-338-3p it kI ES T B A0 13T B 5
PEHET 4N gE T, R B IEAE AT . B T i
microRNA 31 4 5 ' 98 £8 3 f50 Rk 2 0 3 SO =22 ]
22 52351 miRNA Fl miR-338-3p 1] {4 5 SO
TN A b ' . miR-338-3p 15 45 i 98 4 M 1Y
SRR W ME M 25 MR A K. AR E 5
LINC00525 X} 15 8 41 i 03 7= 2 SR AZ Bt 24 1 1 5 i
HALH &S S miR-338-3p AL,

1 #MRERE

1.1 ##

NI (HGC-27) W 1) 96 A W 2 40 Bl 4
AU A 2 it RPMI-1640 Ke 3 50 1 1 M i
AR AT WL T A1 S £ 8 (cell counting
kit 8, CCK-8) 15 [ b 50 46 F 2 BB A7 B2 7
Trizol 578 cDNA £ B 2209 13 16 5077 3001 3 B4
ATBR/A 7 SYBR Green 9 i ik ) £ JEUIE 2 11 V-
BRI BALPTHE (Annexin V-FITC/PD) 3L

LINC00525; miR-338-3p; gastric cancer cells; proliferation; migration; invasion;

A A T A R e B BRI AR RO R A
] ; Lipofectamine™ 2000 5 Ye iR 7|y { A1 5 £
FHECA R A RIPA B R —~F 7] TR (BCA)
TR G | e AL TR 94 SR TR s P e 58 J R ik (SDS-
PAGE) BEJRe ek e il 1070 & B b i R 7 B
A B2 7] ; Transwell /N2 Matrigel Ji2 W F b 50 3% 4
PR B ) 5 R ' 3R T 1 o5 25 R A I 1K) 6 g
At R ERHEARA A,
L2 o s IR A R AS Bt 25 B % om Moo 38 S

S F VR FE Sy 10% 1Y iR 4= 13 RPMI-1640 1
Ik, o N B AT R AR . BRI 5%
TR R E N 37 C o B i KA B
JE T BV AR A0 i75 5 0 8 ST SR A2 Bt 245 15 8 240 L
O B5CAE K I 40 i HGC-27, Y 52 42 T ) iy ok 35 Oy
1 nmol/L $5.57 , 17 17% 4t i FH 4 /10 ¥ B2 179 58 A2 e 335 5%
[ bof A — e B % 2 AZ X 3 IR DARSE T 25 R AE, B 2
HGC-27 ZMIAE S AZ IRy 150 nmol/ L fy R SR Ak v
A RE ARG TR Kz 4l i 44 HGC-27/PTX,
1.3 mpes#soa

1% i-NC . si-LINC00525 . miR-NC . miR-338-3p %5t 5
HGC-27/PTX 4330 si-NC 41 si-LINC00525 4 |
miR-NC 4 . miR-338-3p 4H; ¥ si-LINC00525 43 5| 5
anti-miR-NC . anti-miR-338-3p $L544L & HGC-27/PTX 4
MR 32 oA si-LINC00525 +anti-miR-NC £l . si-LINC00525 +
anti-miR-338-3p 4 ,
1.4 faje s g FAem

53 0.1.2.4 8,16 nmol/L ¥ B (1) 45 42 i b 7
HGC-27 F1 HGC-27/PTX 4ty , 6 ) 020 0 471 %,
FiF% 48 h A, BEAL P A 10 pl CCK-8 5], i
H 2 h J5, BHEEFRY, T 490 nm (7 E 1Y D(490) {H i
AFIE , DU A A5 8, S AT 2R3 3 Tk, A 4%
LA LAF TS 4 3R T A
1.5 sE8f 3 k2 % PCR(real-time quantitative PCR,

RT-qPCR) # ] LINC00525 #= miR-338-3p % ik
K

YN B 5 RNA, Sz %% 5% it ¢DNA, LINC00525

1 miR-338-3p 4354 GAPDH F11 U6 Sy Ny £ i#k47 PCR,
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LINC00525 I i 51 ¥ J¥ %1 : 5'-AGACCCTATGACTCC-
CG-3', FUs|¥)¥ 5.5 -TTGGCAAGAAGCAAATC-3';
GAPDH I 75| %) ¥ %1]: 5'-ACAACTTTGGTATCGTG-
GAAGG-3', R 5| ¥ ¥ 51 : 5'-GCCATCACGCCACAG-
TTTC-3';miR-338-3p 15| 9% 51 : 5'-ACACTCCAG-
TGGGTCCAGCATCAGTGATTTT-3", Fiiia| ¥ 4.5 -
CTCAACTGGTGTCGTGGA-3'; U6 I it 2| ¥ J¥ 51): 5'-
CGCTTCGGCAGCACATATACTA-3, Fis| ¥1)¥ 51 .5'-
CGCTTCACGAATTTGCGTGTCA-3',
1.6 & & J¥PE kM Z P21, caspase-3 ., E-cadherin |
MMP-2 % & & ik R

BT 45 A 2 1) 40 S AR R AT B AR B
BCA i) & St 85 (A o, B2 &R e A | e 7
40 pgo 5¢ i SDS-PAGE bl 2 )5, ¥ & 1 # % 3
PVDF Z b, FI ARG 5 28 5 2 IR PR B T 5 P A0 22, i
[E7E 90 min /245, J5 A —¥i, FIF PBS ¥ 3tit
3G TE4 CHEEIE R, AP, W E 4
P2 h, FH PBS pEab ALt 3 Ik, B ERZ)E,
T FFAH SR %o T 2 1 45l R B I DA 2, s 4
GAPDH %7  H 925 2 Ul 88 1 38 e 2K -
1.7 Annexin V-FITC/PI % s #n) 49 fL 8 =

/NEH AR S 57 48 h 2 fif T =R S Ve A B Y
PBS S8 G E, 33t 2 . 55 500 pL 4 & 22 kiR
5o SEAFIEA 10 pL Annexin V-FITC, 7R 5
AR 5 Wl (1) PLESEA I R AW ZEHE
ALFR EFE] A 10 ming 5 X 20 98 T 2 58 B RE .
HIE 3 NEAL, LI E 3K,
1.8  ZmAait A A RAZ &M E

Y f 28 52 50 20 BR . 78 Transwell /N5 %A
100 wL Fi LT/ Matrigel 58, IS8 /5 54857, 7€ 37 C
FEFRARCE 40 min ffi 2 BE[E . 7E Transwell /N5 |5
Jn 100 WL 20 Mk, B =0 500 L &5 IV 35 55 K,
37 CHE5% 24 h HUB ISR, FIHVREE A 0. 1% )25 5
Y pb 3 30 min, J5 ) PBS JF R UE TAE T
2, A B A RIS M, BRI S AT,
THE, AT 3 RS, AL #5250 : BR AN ] Matrigel
WAL Transwell /NE [ F 5, HAR 5 240 iR 28 50 B0 44
YEARIA
1.9 W% HKFHIRE £ B ¥ iE LINCO0525 F= miR-

338-3p Jur £ AL

N PCR § 343k, 4 HiAb B LINC00525 J751) | B,
IR A T UOE R B IA B LA, B LINC00525
A R (WT-LINC00525 ) , % LINC00525 J¥:%1] GAT-
GCTGG 275 3 CCAAGACA , 35 LINC00525 275 i 2,
4 ( MUT-LINC00525 ) , }% WT-LINC00525 . MUT-LINC00525

4355 miR-NC \miR-338-3p 45 YL 5] HGC-27 4iiffi >
WL 2L 48 h 25 MR R EGR) &b R B, A T i 52
SR EREPERE VAN . 4% si-NC | si-LINC00525 . pcDNA3. 1,
pcDNA3. 1-LINC00525 #% 4 2= HGC-27 #fiffirp, 4% 1.5
H kN miR-338-3p FIAIKF-
1.10  %itz o4

SR 2 SPSS 20. 0 43 #r, R BERH xxs 3R
N, WZH HEBEAT ¢ K, 22 20 0] BU SR TR R 3R 07 22 07
At , LB G P LR ) LSD- A5

2 HR

2.1 HGC-27 & HGC-27/PTX x4 4 B2 o 4 Bbk
RGBS FRA A H, AR B 542 Bk 1
AbFRZ HGC-27 20 A7 444 i FREAR (P<0. 05) ;11
S[R3 1 HGC-27/PTX 4 A7 1% R
i EA(P>0.05,5% 1) . UiB] HGC-27/PTX X 442
REANBURR, SRy B2 BT 245 40

#F 1 HGC-27 X HGC-27/PTX 3BT (v£5,n=9)

RSB E TETER (%)

(nmol/T.) HGC-27 HGC-27/PTX
0 100. 00+10. 00 99. 89+10. 01
1 91. 13%9. 26" 99.07+9. 85
2 81.31+8.37" 98.46+9.78
4 63.04£6.11° 97.23+9. 66
8 40. 41+4. 28" 96. 10£9. 51
16 33.06+3. 25" 90.019. 00
F 125.522 1.255
P <0.001 0.2987

a: P<0.05,%5 0 nmol/L 48 b4z

2.2 LINC00525, miR-338-3p £ HGC-27. HGC-27/
PTX #= GES-1 ¥ ¢4 & ik
5N E F M GES-1 4 Lk, HGC-27 Fi1 HGC-
27/PTX 4l LINC00525 23k 7K F-F+ & , miR-338-3p
FRKFFEAR (P<0.05) 5 5 HGC-27 AIffiA] L, 42
Pt 25 40 e HGC-27/PTX Hf LINC00525 3 ik 7K 5E FF
f, miR-338-3p FikKEREAK (P<0.05,3% 2)

#& 2 LINCO00525 miR-338-3p 7£ HGC-27 HGC-27/PTX
1 GES-1 Y RIE (x+s,n=9)

ikl LINC00525 miR-338-3p
GES-1 1.0020. 10 1.0120. 10
HGC-27 1.98+0.21° 0.36+0. 03"
HGC-27/PTX 3.55£0.35% 0.11£0.01"
F 258.986 529.773
P <0. 001 <0.001

a; P<0.05,k5 GES-1483t4%; b: P<0.05,%5 HGC-27 4kt
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2.3 ik LINC00525 st 4m fiee HGC-27/PTX &9 4m it 75 2.4 3k LINC00525 #t4m i, HGC-27/PTX #4 4m fien it

EFER ATHHR N & LA
5 si-NC 20 #f I, si-LINC00525 4 HGC-27/PTX 5 si-NC 21 #f b, si-LINC00525 4 HGC-27/PTX

4 LINC00525 ik /K FAIK, caspase-3 . P21 ik 4Hffirf E-cadherin Fik /KTt , MMP-2 335 K [
AOETH T, A0 A7 6 SRR, R TR T m (P< K GRS RZBEFRAC(P<0.05, 8 2,3 4)
0.05, 1 1,33),

si-NC si-LINC00525
10 10*
si-NC  si-LINC00525
A A
10° 10° caspase-3—  we—"_— «—32x10°
= =
10" 10'
GAPDH— 4D SR < 36x10°
10° L e | 10° Ty T Ty Ty
10 10" 100 10° 10 10° 10° 10° 10° 10
> >
Annexin V-FITC Annexin V-FITC A B
A 3k LINC00525 4% 3t #m i, HGC-27/PTX 78 ;B 8k LINC00525 4% 3 P21  caspase-3 & & #9 & ik
1 EfR LINC00525 34l it HGC-27/PTX AT P21 . caspase-3 & F RiIERI N
%3 Fik LINC00525 3340 A HGC-27/PTX HHRETEE R BT K P21 caspase-3 EEMRM (5+s,n=9)
44 31 LINC00525 caspase-3 P21 TG (%) T (%)
$i-NC 0.98=0. 10 0. 10+0. 01 0.20+0. 02 100. 01£10. 02 8.91+1.01
si-LINC00525 0.31+0. 03" 0.52+0. 05° 0.61+0. 06 54.68+5. 39" 23.26+1.68"
t 19.252 24.711 19. 448 11.952 21.962
P <0.05 <0.05 <0.05 <0.001 <0.001

a: P<0.05,%5 si-NC 4arb4x

si-NC si-LINC00525

migration

si-NC  si-LINC00525

E-cadherin— — A < 130x10°

MMP-2—> . s (3]0

invasion

GAPDH— N SR < 36xI10°

A& LINC00525 #7401 4m it HGC-27/PTX #) 2m it £ 432 ( X200) ;B itk LINC00525 {2 E-cadherin 474 MMP-2 & & 84 & ik

B2 ik LINC00525 Xf 40 i HGC-27/PTX KIS (22 & E-cadherin MMP-2 & H XX B0
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x4 B LINC00525 3341 HGC-27/PTX #)iT# {22 K% E-cadherin MMP-2 & 5 RN (x+s,n=9)
il E-cadherin MMP-2 ERANMIEL () 1RENMIEL ()
si-NC 0.13+0.01 0.71+0.07 226.15+21. 31 145.21+13.72
si-LINC00525 0.59+0. 06" 0.19+0.02° 124.23+12. 30" 69.12+7. 02"
t 22.687 21.428 12.437 14.794
P <0.05 <0.05 <0.001 <0.001
a: P<0.05,%5 si-NC 4 rbdx
" miR-NC . si-LINC00525
10 10 miR-NC miR-338-3p
A A
10° 10° caspase-3—>  e— — —32x10°
10° 2 . e
_ 10 P2l e o 2]x]0°
= &
10' 10
GAPDH— -_— e 3600
10° L R B 10° T Ty
10° 10 10? 10° 10* 10° 10' 10* 10° 10*
> >
Annexin V-FITC Annexin V-FITC A B
A it &k miR-338-3p Rt 4m i HGC-27/PTX A ;B if & & miR-338-3p 423 P21 caspase-3 & & #9 & ik
B3 daRix miR-338-3p X340 HGC-27/PTX BT K P21 caspase-3 & B RiAKI RN
#5 ERi% miR-338-3p 344 HGC-27/PTX MMMITFER 1R P21 caspase-3 BEKIHM (x+s,n=9)
il miR-338-3p caspase-3 P21 TR (%) PHT=3R (%)
miR-NC 1.01+0. 10 0.11+0.01 0.21+0.02 100. 00+10. 03 8.84+1.00
miR-338-3p 3.44+0. 31" 0.58+0. 05" 0.76+0.07" 47.68+4. 92" 25.16+1.94"
t 22.381 27.652 22. 665 14. 047 22.432
P <0.05 <0.05 <0. 05 <0. 001 <0.001

a: P<0.05,5 miR-NC 28 }b%

2.5 it &k miR-338-3p f4m i HGC-27/PTX #4 2 i,
BERE BATHHR
ST miR-NC 20 1] & , miR-338-3p 25 11 41 it ;N
HGC-27/PTX 4fi fifi 7 miR-338-3p Fik i 3 | F+, P21
LK caspase-3 &3k 7K V- W Sk Al fer , 40 BE A7 0 R
(P<0.05, 3,%5),
2.6 it & ik miR-338-3p a}4m i HGC-27/PTX #9 it
G SR
5 miR-NC 41 #f It , miR-338-3p 41 HGC-27/PTX
YL E-cadherin &3k K- TRy, MMP-2 ik /K ¥ F&
I, A% R BRI (P<0. 05,181 4,3 6)
2.7 LINC00525 ¥z .4 miR-338-3p
Starbase {3 & 70 7. 75 LINC00525 5 miR-338-
3p FATELS AR (B 5) o FOLRMHRE LR Bn, 5
miR-NC 4 4L, miR-338-3p 41 rp 4 Yo B A 7 3R 5K 2%
& WT-LINC00525 1 2 Jfi 2% 5t 2 Wi 1 M o 35 A%

[(0.95+0.09) vs (0.16+0.01),P<0.05] ; ifi 4 Ye 5
AT FEIRE AR MUT-LINCO0525 114 4 Jifd ¢ 't 2= 1l 7% 1
Tk 925 (0.97+0.09) s (0.99+0.09),P>0.05],
5 si-NC 41 b8 (1. 01+0. 10) , si-LINC00525 £ miR-
338-3p FiAKT(2.21£0.22) B E T} 55 (P<0.05) ;5
pecDNA3. 1 ZH( 1. 00£0. 10) 145, peDNA3. 1-LINC00525 41
miR-338-3p Fik/KF-(0.29+0. 03) B E &R (P<0.05) .

* 6 ERIA miR-338-3p 340 g HGC-27/PTX T . B%&
X E-cadherin MMP-2 A RIEMIEN (#+s,n=9)

TR 2
il E-cadherin  MMP-2 Lg?/”/]l\ﬁ@ &g/”/]f@
miR-NC 0.14+0.01 0.70+0.07 228.31+22.47 147.08+14.25
miR-338-3p  0.66=0.06* 0.11£0.01° 110.24+11.03*  61.20+6.11°
p 25. 646 25.032 14. 142 16. 640
P <0.05 <0.05 <0.001 <0.05

a: P<0.05,%5 miR-NC 4834



http ://aammt. tmmu. edu. cn

=R AR A, 2020,42(22)

2207

migration

miR-NC  miR-338-3p
E-cadherin—  Se—e_S—— < 130x10°
MMP2 > M a— < 63x10’
< gg GAPDH— W S  —36x10°
Jv A B

At & A miR-338-3p dp4h) 4w e, HGC-27/PTX #9it 4% 42 % ( x200) ;B it & i2 miR-338-3p 42 3t E-cadherin 474 MMP-2 & & # & i&

B4 i3FiE miR-338-3p 3f4AAE HGC-27/PTX By (2% K E-cadherin MMP-2 & 1 &R X0

&7 M miR-338-3p B S5/ LINC00525 X488 HGC-27/PTX WAAMEFER I8 KRERATHRM (v£5,0=9)

s miR-338-3p ER AN () AN ) 176 (%) R (%)
si-LINC00525+anti-miR-NC 0.99+0. 10 122.21£12.03 70.157.02 54.73£5.36 23.19+1.66
si-LINC00525+anti-miR-338-3p  0.28+0. 03" 195.14+19. 27" 121.27+12. 03" 91.02+9. 07* 11.07+1.10°

! 20. 402 9.640 10. 985 10.334 18.259
P <0.05 <0.001 <0.001 <0.001 <0.001

a:P<0.05, 5 si-LINC0O0525+anti-miR-NC 48}t 4%

WT-LINC00525 5" cccCAGTTTCATGGATGCTGGce 3

miR-338-3p 3 gttGTTTTAGTGACTACGACCt 5

MUT-LINC00525 5’ cccCAGTTTCATGCCAAGACAc 3

5 LINCO00525 #f[a] miR-338-3p

2.8 #p#) miR-338-3p A8 K 33 &tk LINCO0525 *f 2m fig,
HGC-27/PTX #ytape 5 7& % 4 12 2 % AT
EAC)

5 si-LINC00525 +anti-miR-NC 24 #H ., si-LINC00525 +
anti-miR-338-3p 41 GC-27/PTX 4 ffirh miR-338-3p ik
KRR, RS AR 28T, A A5 R T e, 4
MU T R [F&AIK, caspase-3, P21 E-cadherin 3 ik 7K 3 &
1%, MMP-2 3k KT ( P<0. 05,51 6,52 7 .8) o

3 iTFig
IncRNA AN S 55 875 s 40 i p 386 5 L R 12 V1R 28

SRR B IR v 2 5 g 25 L, BT AR YY
PR AR BB R L DRSS RIE LINC00525 1545
H i A SR R B B R aR, Had Rk SR
SRR /N 2 TE AR 56, I LINCO0525 ] L 41 il
TR A A T . LINC00525 361 i 1
55 1 M 9o A T B v B A BURE  A S2  a
LS A HGC-27 a7 KA It 2 15 Jw 40
e HGC-27/PTX , & A [a] e & L A2 B Ab i HGC-27/PTX
A B PTG B 5 AR AL, SR 25 40 B ST T . AR SEES:
gEIL o TINC00525 £ HGC-27 F1 HGC-27/PTX 41 ity
3255 A, HAE HGC-27/PTX 4o vh 2215 0 5
4 LINC00525 J5 HGC-27/PTX 4 ffirf caspase-3, P21,
E-cadherin &35 7K V- LA K 408 T 5% .2 1 T, 4 A7
TGRS MMP-2 3k KRR, AR (R 28 5%
%, LIRS LINC0052S T 414 HGC-27/PTX 41 i 1
B TR FIRZE, AL HE A T, FWIRER LINC00525
A RE TS AZ T 24 15 R A0 L, B AR B R 4 0T S AZ B 1Y)
T 25
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% 8 #P#I miR-338-3p BEH 55518 LINC00525 Xt 48 it HGC-27/PTX 1 caspase-3 P21 E-cadherin MMP-2 & 5 &% 1 &0

(%+s,n=9)

i il caspase-3 P21 E-cadherin MMP-2
si-LINC00525+anti-miR-NC 0.53+0.05 0.62+0. 06 0. 60+0. 06 0.21+0.02
si-LINC00525+anti-miR-338-3p 0.20+0. 02" 0.28+0. 03" 0.21+0. 02" 0. 64+0. 06"

13 18.384 15. 205 18.499 20. 397
P <0.05 <0.001 <0.05 <0.05
a:P<0.05,% si-LINC00525+anti-miR-NC 28 }b 4%
10¢ si-LINC00525+anti-miR-NC 10° si-LINC00525+anti-338-3p
A A
10° 10°
102 102 “
= =
10' 101
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