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WE: BH HIFKREEIESTD (IncRNA) /N RNA fi FE [ 15(SNHG1S) # i) 845 5/ RNA-141(miR-141) % FAR g 68 20
MifRZE JAT R EALH . 7k ARBFSEE LRI R 2018 4F 10 H % 20194F 5 |, 218 Lipofectamine 2000 ¢ BH¥f SNHG15 /M1
£ RNA (siRNA) \siRNA BAPEXT IR (siRNA control) \miR-141 115 (miR-141 inhibitor) 2%l 7] B4 %} BR (inhibitor control ) %% 4t
Z FUR I FRO 4008, 40 M BEHL 7320 25 1% IR (si-control) 21 % YL B X IR (si-NC) 41 7% 4% SNHG 15 siRNA (si-SNHG15) 41 §%
YL SNHG15 siRNA Fl inhibitor control (si-SNHG 15+anti-control ) ZH Fll %% 2% SNHG15 siRNA Fl miR-141 inhibitor (si-SNHG 15+anti-
miR-141) 40, , 542 48 h,qRT-PCR KM SNHG 15 Al miR-141 mRNA 3% ; Transwell /N K 3 2041 A 43 5116 00 41 it 42 2 ik 1 K
PHT3R WHOCR WA RGRI SNHG 15 M miR-141 (HE[H] EF . Western blotting Kzl I J7 #5862 (E-cadherin) B 21 il bk 2
JEE/H IR -2 (Bel-2) 1 Bel-2 A1 0¢ X 25 1 (Bax) fE H R ik . AR 5 si-control 41 LK, si-SNHG15 21 H SNHG15 mRNA % ik
[ (1.000) H (0.263+0.032) ] B T FEA , 40 i1 12 22 6 77 [ (168.6+7.1) > L (78.2+3.3) A 1B R, i 172 [ (4.3120.42)% It
(33.11£1.69)% | WA . T , E-cadherin[ (0.105£0.011) [£.(0.602+0.058) 11 Bax 23k [ (0.049+0.008 ) [ (0.263+0.028 ) | W] & J+ 75 ,
Bel-2 #3A[(0.587+0.063) HL(0.131+0.015) JUA i B#AK (P<0.05) . SNHG 155 miR-141 fF7ERL A S R o 5 si-SNHG 1 5+anti-control
ZH HL#R, si-SNHG 1 5+anti-miR-141 2 40 {2 7868 11[ (79.9+4.2) 4~ b (130.325.2) 4 IS TH i, TR [ (34.08+1.63) % Lt (15.66+
0.87)% | %A , E-cadherin[ (0.641+0.062) H; (0.309+0.032) ] F1 Bax 3 35[ (0.282+0.030) H. (0.144+0.015) I B F#AIK , Bel-2 F ik
[(0.138+0.017) [ (0.478+0.052) 1H] . 7155 (P<0.05) . #5318  IncRNA SNHG15 0] 32 i) 855 miR-141 520 LR I8 40 i 12 22 A1l
T, HLH 5897 E-cadherin . Bel-2 Fil Bax ik 4 %,
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Effects of long-chain non-coding SNHG15 targeting miR-141 on invasion

and apoptosis of thyroid cancer cells
CHEN Chaoqin*,XUE Zhigian®,LI Wenxia"
Author Affiliation:"Department of Endocrinology,'Department of Pathology, Danzhou People's Hospital, Danzhou,
Hainan 571700,China

Abstract: Objective To explore the effect of long-chain non-coding RNA (IncRNA) small nucleolar RNA host gene 15 (SNHG15)
targeting miR-141 on invasion and apoptosis of thyroid cancer and its mechanism.Methods This research started from October 2018
and ended in May 2019. According to Lipofectamine 2000, SNHG15 small interfering RNA (siRNA), siRNA negative control (siRNA
control), miR-141 inhibitor (miR-141 inhibitor) or Inhibitor negative control (inhibitor control) was transfected into thyroid cancer FRO
cells. The cells were randomly assigned into blank control (si-control) group, transfection negative control (si-NC) group, transfection of
SNHG15 siRNA (si-SNHG15) group, transfection of SNHG15 siRNA and inhibitor control (si-SNHG15+anti-control) group and trans-
fection of SNHG15 siRNA and miR-141 inhibitor (si-SNHG15+anti-miR-141) group. Cells were transfected for 48 hours, and the ex-
pressions of SNHG15 and miR-141 were detected by qRT-PCR. The invasive ability and apoptotic rate of cells were detected by Tran-
swell chamber and flow cytometry. The targeting relationship between SNHG15 and miR-141 was detected by double luciferase report-
ing system. Western blotting was used to detect the expressions of E-cadherin, B-cell lymphoma/leukemia-2 (Bcl-2) and Bel-2 related X
protein (Bax) proteins.Results In the si-SNHG15 group, by comparison with the si-control group, the expressions of SNHG15 mRNA
[(1.000) vs (0.263+0.032)] and Bel-2 [(0.587+0.063) vs (0.131£0.015)] and the cell invasion ability [(168.6+7.1) vs (78.2+3.3)] were sig-
nificantly lower, , while the apoptotic rate [(4.31£0.42) % vs (33.11£1.69)% |, and the expressions of E-cadherin [(0.105+£0.011) vs
(0.602+0.058)] and Bax [(0.049+0.008) vs ( 0.263+0.028)] were significantly higher (P<0.05). SNHG15 had a targeting relationship
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with miR-141. In the si-SNHG15+anti-miR-141 group, by comparison with the si-SNHG15+anti-control group, the cell invasion ability
[(79.9+4.2) vs (130.3+5.2)] and Bcl-2 expression [(0.138+0.017) vs (0.478+0.052)] were significantly higher, while the apoptosis rate
[(34.08+ 1.63)% vs (15.66+0.87)% |, and the expressions of E-cadherin [(0.641+0.062) vs (0.309+0.032)] and Bax [(0.282+0.030) vs

(0.144+0.015)] were significantly lower (P<0.05).Conclusion IncRNA SNHG15 can target miR-141 to affect the invasion and apopto-

sis of thyroid cancer cells, and its mechanism is related to regulating the expressions of E-cadherin, Bcl-2 and Bax.
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FH BRI 9 2 S S0 b 98 B 9 4 b R e TP e E
L) S IR, Lt R R R T B . BRI Y
RIFRAE BRI N BRSO K e i
SRR AR AT MR SO AN . RKEEE
Hifh RNA (IncRNA ) & — 55 s AN FE KT 200 nt Y
AE G RNA , 75 2 Ff )i v DL i s o PR sl 410 g 25 [
WAL, 2 5 M8 K A f R ™ IneRNA A/
RNA 15 5 15(SNHG15) 5E 7 T 7pl3 Lo fk |,
5 LM TR 1 DRRE A 2 b R A A KA
F L BFSE R, IncRNA SNHG 15 78 FUR 598 20 it
ik T, 3 IncRNA SNHG15 2635 Al [ A% 41 i
HEFERE ST, T AN PR T (H S IR B 40 A
128 AT 0o FALE AR B . A B2
7R, miR-141 /& IncRNA SNHG15 AU#BRIE[H . A
FEAL IR E] A 2018 4 10 H 201945 A, LUK AR
I FRO 4B Mo X 42, B EHR T IncRNA SNHG15
ST 30 L PR miR-141 28 3K 52 ) FEHR 9 40 1) 4=
ZERPET
1 #MREFE®
1.1 RFIFNEE AHUIRIRE FRO 40 A1 A 35 H
ATCC., DMEM K5 5% 5&  FBS #I [ 3£ [H Gibeo A7
SRS f PCR U & M s e sl &3 [ H
7% TaKaRa 23 7] s SNHG15 /N T4 RNA (si-SNHG15) |
miR-141 #1557 inhibitor (anti-miR-141) } miR-141
B (mimics ) 7 i 040 25 B ARG BR A R A
Ji; Transwell /NZE I [ 58 [ corning 23 7] ;s A0 177128
& Kot A A B 36 E BD A ] BT
5% 2 (E-cadherin) 540 . FRABT A B 20 L9k £ 98/ i
95-2(Bel-2) Bt P Bel-2 4056 X 5 14 (Bax) B4
K HRP #5109 ZH0 ¥ W 36 [E CST; = e bk T i
(BCA) P B e ) & ) B 38 5 RN D
AW FERF A (A B 20 S b R 25 365 5 ) M6
1.2 #pEEESR  FRO4UMETE & 10% FBS ) DMEM
B, T 5% R R B A A B R R B R
37 CHEFAM HH G SR A0 ERRAERK 2 X80
P AN TR BT
1.3 #F FFFROAMA K 2XEUNE , L 3x10°
ASHLIERD T 6 FLA Y, 37 CHEFRAG I, (i e it

RNA, small nucleolar;

LncRNA SNHG15; MicroRNA-141; Inva-

4 it 35 B 709%~80% 11 A= K Fil & B2 . 2 B Lipo-
fectamine 2000 X7 £ ( 35 [ Invitrogen) i F1] , 4 SN-
HG15 /N T RNA (siRNA) | siRNA BH 4 %} B8 (siR-
NA control) . miR-141 #1 #1 5] (miR-141 inhibitor) 5%
FOH 500 B A4 X BB (inhibitor control ) %% 4 3= HUR IR i
FRO 40, 40 s Bt AL 5320 25 11 %) B8 (si-control ) 2\ F%
Py BAMEXT R (si-NC) 2H (%% Y« SNHG15 siRNA (si-SN-
HG15) 4H . %% 4% SNHG15 siRNA Fl inhibitor control
(si-SNHG 15+anti-control ) 21 1 %% Y SNHG15 siRNA
1 miR-141 inhibitor (si-SNHG15+anti-miR-141) 2H .
EEYL AR b AN T 5 220 5% .

1.4 qRT-PCR3EI  $2HC4H LG RNA, 300 5% 5
A cDNA . LA eDNA At , 2 I8 PCRIKH &%
B A VAR R 20 WL, SR S8 e
PCR Y #4797 84 . SNHGI15: 1F ] 51 ) 5'-CAAC-
CATAGCGGTGCAAC TGTGC-3' , J Inl 5| ¥y 3'-
GGCTGAACCAAGTTGCAAGTC ATG-5' . SNHGI15
N2 GAPDH : 1E[[5[4) 5'-CAGTGCCAGCCTCGTC-
TAT-3', 554 3'-AGGGGC CATCCACAGTCTTC-
5'. miR-141: IE [ 5] 5'-GGGCATCTTCCAGTA-
CAGT-3", JZ[H5[#)3"-CAGTGCGTGTCG TGGAGT-
5" miR-141 & U6 : IE [ 5| ¥ 5'-CTCGCTTCG-
GCAGCACATATACT-3", In5]|4)3"-ACGCTTCAC-
GAATTTGCGTGTC-5" .,

ARSI BT A5 2] Y Ce X8, R 224 ikt &
SNHG15 Fl miR-141 B A X Rk . TR E 61
AL, S 3K
1.5 ZHREEZEEE KM R Transwell 32565 £
FHHR 98 0 B 1 (=2 22 B8 T o Transwell /N& b3 45
Pl Sx10° 4 & Jo I G FE SR B a4l il , T E RS A
10% FBS U5 F 3k . 37 CHRAF T E AN 48 h, H
st [] 7, &5 A 55 g (0, B 28 R R A B /N 3 D BRI
FI AN . SR T R BEPL I 5 LY, T EUEF
AR, HOSME, LR E A 3R
1.6 ZHRATHM WAL YL S R ARE , Hil A5 n e
R, TR 20 R B R R Ry 5x10° /2 . B
mL 201, B0, 3 4s i, TR 1 PBS PR 40, 25
O, IR, 0200 WL (945 A 2% il BB A0, A%
JG PN Annexin V-FITC fIPI£% 5 pL, BBRIRE, &
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T R RGN 15 min, 1 h A il i =S40 A0k
W, SEHGE A 3 U, BOE , A A A PR T

1.7 WHEBIREEIW  Diana Tools. Starbase Fl
TargetScan % J& [ £ £ i 7R SNHG15 5 miR-141 47
AT 456 B AL o5, A B A R (WT) S 28 48 7 (MUT)
SNHG15 44 , 55 miR-141 mimics 245 44 #F FRO 41
J o i Rl 2R I T G 3 50 8 1 A AG I FRO
YN EZR B TE T o AT DG 2R i 1 =k R oe
R BHE G S 0O R BE A

1.8 FJRFIEEM AR AGE 8 R A
BRI, BCA EMNE SR EE . A T 100 “CA2PE
5 min, B fLIE A 30 pe B M, 12% SDS-PAGE
SRS, HIRIE L, SRS N 5% M AR WA 3 1]
JIE 2 h, PR, il E-cadherin ,Bel-2 Bax M2 N2 GAPDH
—Pt(1:500) ,4 CHFH LA, BERE, i —Ht (HRP 4wl
PR , 37 CREIRZZ E M 1 h, N A ECL W, &
Jist W% 2 Ge Wt , Quantity One 14X 25 N 2577
EE . DURIINAY H B8 5 GAPDH & 1K BEAE L
B R 45 2 AR SRaA T . SCER A 31K,

1.9 SitFEFHE A SRk H SPSS 21.0 4k
AT A . LI Rl BN R EORE, X + s
N, 2 25 IR R 7 22501, I L3
K SNK-g K1, DA P<0.05 N2 A G55 L,

2 #£R

2.1 #PHI SNHG15 FRIEXS FRO HAE1E & 86 NI
M qRT-PCR 455 7R, si-SNHG 15 % 4 FRO 41 g
48 h,SNHG15 mRNA ik B X T si-control £ (P<
0.05) , 1 si-NC 4 SNHG15 mRNA % ik 5 si-control
H2ZEFIG T 7 X(P>0.05) . Transwell /)N K
MR ZELE R B R , 5 si-control 4 H S, si-SNHG15
H 2 AR 25 RE T I B BRI (P<0.05) . W3 1,

£R1 HWHISNHG15 %355 FRO 4l SNHG15 mRNA ik

1.69) %W i 7+ 55 (P<0.05) . WL 1,

si-control4 si-NC4H s1i-SNHG 1541

Pl

rrrrr

>

Annexin V-FITC
1 :SNHG 15 4 IncRNA %4 /INRNA 75 T3 15, si-control 251
SR, si-NC ARGV R ,si-SNHG 15 %L SNHG 15 siRNA £,
1 A SNHG15 #3555 FRO 4 J& 7 &

23 HEXRWIE ZAEWEEF5 A, SN-
HG15 Fl miR-141 7776 0] 45 A 7 5 (&1 2) o K SN-
HG15 B4 % (SNHG15-WT) K SNHG15 58 7% % (SN-
HG15-MUT)43 5115 miR-141mimics 2454 FRO 41,
X 9¢ G 2K B 5 256 %, SNHG15-WT 5 miR-
141mimics A5 Y FRO G5 , 56 MG M A (2 %
% (P<0.05) , 11 SNHG15-MUT 5 miR-141mimics 4%
YL FROANMLS , 2R BRG PE T A2 (P>0.05) (£
2), VLW SNHG15 5 miR-141 fE7E#L [ KL &R o qRT-
PCREEH IR, 5 si-control 21 (1.000)AH 1t ,si-SNHG 15
ZHANAL T miR-141 mRNA #iK(3.012+0.187) BB T+
(P<0.05) , 1M 5 si-SNHG15+anti-control 4 (3.045+
0.172) M It , si-SNHG 1 5+anti-miR-141 4148 [t /' miR-
141 mRNA 263k (1.413+0.067) B S F#{ (P<0.05) . ik
HISNHG 15 8 4% miR-141 3Kk

hsa-miR-141 3'-ggtagaaa‘ll'G(IBT(I:T(lSTICI:fDl\CIZﬁt-S'
wt-SNHG15 5'-tgcctgccATCCGTCAGTGTTt-3'
mut-SNHG15 5'-tgcctgccGTACTTGCAGCAGH-3'

B2 AYE E 0 SNHG15 FlmiR-141 BY45 S 037 45

R2 POURBHETERIEE Hx £ 5

KAZZRMMIEL % £ 5
2053 EHEKE SNHGIS mRNA 12224 Ak
si-control 6 1 168.6+7.1
si-NC 6 0.991+0.099 165.9+6.4
si-SNHG15 6 0.263+0.032" 78.2+3.3"
F{E 119.542 256.934
P{E 0.000 0.000

21 5] HEERE SNHGISHFAR  SNHGI15 RRAEH#!
miR-control 6 1.000+0.026 1.000+0.018
miR-14Imimics 6 0.326+0.036" 0.99120.015
i 26.289 0.665

PIy 0.000 0.542

¥ :SNHG15 5 IncRNA#{"/INRNA 15 5[4 15, si-control M4
XFIREH , si-NC YL IRA , si-SNHG 15 W6 SNHG 15 siRNA 4.,
D4 si-control 4 L5 , P<0.05

2.2 1 & SNHG15 3% X3 FRO 48 B 1= 19 52 Mg
Annexin V-FITC/PT AU J5 it =X 4 ASCAS I 25 5%
78, 5 si-control 2H (4.31+0.42)% #1 si-NC #H (4.68+
0.53)% b5, si-SNHG15 41 FRO 4 A I8 723K (33.11+

D5 miR-control 4 L4, P<0.05,

2.4 1 miR-141 3R 3% AT R 58 SNHG15 XF FRO 4
MEZFATHN R 3R, si-SNHG15 4L
FRO 4 i) , 55 si-control 4 HL45 , si-SNHG 15 41 4 g
12726871 B B BEAR, T2 T = (P<0.05) |, 1K si-
SNHG15 5 anti-miR-141 H:[F % YL FRO A J5 , 5
si-SNHG 15+anti-control 20 HL 3¢, 40 i f= 28 6 1 W &
i, P RER(P<0.05) .
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£33 SNHGI5#0H miR-141%F FRO A0MUZZE AT 50/ + 5

Fz4 SNHGI15 [ miR-141 %) FRO 4l E-cadherin ,Bcl-2

415 FEWH R TR il Bax 8 FIFRISHISEIR/E = 5
si-control 6 167.9+6.8 4.38+0.45 gl
o . 20531) .. E-cadherin Bel-2 Bax

si-SNHG15 6 78.8+3.9" 33.86+1.77" WEL
si-SNHG 15+anti-control 6 79.9+4.2  34.08+1.63 si-control 6 0.105£0.011 0.587+0.063  0.049+0.008
si-SNHG15+anti-miR-141 6 130.3+5.2% 15.66+0.87% si-SNHG15 6  0.602+0.058" 0.131+0.015% 0.2630.028"
Fii 210.027 377.672 si-SNHG 15+

0.641+0.062  0.138+0.017  0.282+0.030
Py 0.000 0.000 anti-control

1 si-control 955 (%t B4, si-SNHG15 54 4% SNHG15 siRNA
2H , si-SNHG 15+anti-control %% 4% SNHG15 siRNA F inhibitor control
#H , si-SNHG15+anti-miR-141 24 §% 4% SNHG15 siRNA I miR-141 in-
hibitor 2 .

D5 si-control 41 L #5, P<0.05. 25 si-SNHG15+anti-control £
HeAz, P<0.05,

2.5 #0#) miR-141 3R 3% AT R 55 SNHG15 XF FRO 4
il E-cadherin. Bcl-2 #1 Bax 3% 1% 89 2 iy
blotting A6 I 17 ] SNHG15 =% 3 [7] 411 l SNHG15 Al
miR-141 23K J5 FRO 40 ifl 1% 22 40 5 i) E-cadherin
55 T AH E Y Bel-2 Fl Bax 635, 45 0 18] 3 f 3k 4
7R, 5 si-control 4 HL4K , si-SNHG 15 2 E-cadherin
H Bax F AW R T+ w5, Bel-2 KA B B B (P<0.05)
¥ si-SNHG15 5 anti-miR-141 2[5 %4 YL FRO 40 L)
5 si-SNHG 15+anti-control 2H [t %5 , E-cadherin 1 Bax
FEIRA S PG, Bel-2 Fk W B 7+ (P<0.05) .

Western

5 6 7 8
| — D G e
D — ——
g — D G e—

| - - .S
T« 1—H il -3- Wi R i S0l 5 2—Bel-2 A G X 2 11 5 3—B 41 i
LSRG 25 4— D RS R 2 5 5—28 HX R4 6— % Uk SN-
HG15 siRNA £ ; 7—#%5 4 SNHG 15 siRNA Fll inhibitor control 41 ; 8—%%
YL SNHG15 siRNA I miR-141 inhibitor 41
B3 FRO4MJI E-cadherin Bel-2 Fil Bax £ [ 3¢ 1k 25717

3 itig
VB — BB & B0 AE 4 15 RNA 25, IncRNA
TENZBIR W B i T7 T 12 . IncRNA
AL 38 1 22 o AL ) R ik A2 6 32 PR e ik R A 7 A i
HEMIRE 0 2 LW T ge, KRk KRR 52
AR R e R R BN . BRI R A
2 W] IncRNA W] A5 2 g 12 97 19 — Fh A2 ) 4 35
Yo B, BFSE IncRNA 7 FE R IR 98 v i 4V FH 6
FHIBIF L N EE A5 B, R4 In-
cRNA SNHG15 ik & Tl e s, Hkik 5
AL 539  TNM 43 B ik 1R 284 6 5 IncRNA
SNHG 15 Al 3 3 5 45 miR-153 52 i Ji5¢ J5 e 84 1 5 1

si-SNHG15+ . . .
0.309+0.032% 0.478+0.052% 0.144+0.015%
anti-miR-141
FiA 92.603 91.481 72314
P 0.000 0.000 0.000

T + si-control Sy 41 3 BEHL 43 41 25 11 %4 B, si-SNHG 15 Jy s e
SNHG15 siRNA 21 , si-SNHG 15+anti-control ¥4 4 SNHG15 siRNA Fll
inhibitor control 1 , si-SNHG 15+anti-miR-141 3 % 4% SNHG15 siRNA
1 miR-141 inhibitor 41 , E-cadherin |- 857 % , Bel-2 B 41 i bk
CLJR/ T -2 , Bax 9 Bel-2 AHOE X R 1T

D5 si-control 4 L4, P<0.05. @5 si-SNHG15+anti-control £
&, P<0.05.

Fe AR A A K5 E R IneRNA SNHG 15 2635 7] 38 1o
PP L TR 4 R 2R I 2 (MMP2) /2L i 4 JR B B 9
(MMP9) {12 i 7 98 41 i 4= 22 FE A5 . {H IncRNA
SNHG15 XF IR B 98 1) 52 w3 R 1 o AS B 588 SN-
HG15 ¢ 5 Pk siRNA F% 44 HUR Bt i FRO 2 ifd , SN-
HG15 Rk W] i FEAIG, 40 (=R 28 e 0 R AIK, T T
o, PR AN SNHG 15 23k AT B Iid b A8 H IR AR 96 41
MAE .

/N RNA (microRNA B¢ miRNA ) f& — 25 JE 4 i
INGF T RNA L KLYl 18~22 nt, AT EFE 5 I K-
AR F 5k, miR-141 2 UNRNA K — i, 5
25 B e 3L g A 22 PP R 4 i A A
WFFE o, R IR 9E T miR-141 KA (%, miR-141
A3 o L ) R ) 2R AZ AR RS 2 T o) HE TR B R A A=
KA AWE B % B SNHG1S 5 miR-141
B TS5 AL A9 8 1 9 ' R R 5 SL g 0k —
AAIESE SNHG 15 B ] £ 42 miR-141 3Rk . 40 =
28 R AR TS5 R B, Al SNHG15 5 miR-141 3635
ALY A SNHG 1S X F R i 4 i 4= 22 R T 1
S, Ui B SNHG 1S BT A5 miR-141 521 HUR R 9
A iR T

e 2 22 78— R A 1A AR EMT J2& 5210
i3 152 28 5 A% 11— A SC B A5 %, 1T E-cadherin 15
Dl ERIEEMTIE Y — e E bR & . A
5% 78, BCORL Al i it i E-cadherin fig i AR iR
I A0 AR 22 5 785 Dickkopf-1 (DKK-1) A 38 1 41
il B-catenin/E-cadherin i #F FFIR i 983 20 B A7 356 AT
B AR SR W, W SNHG1S ik ] i
E-cadherin 235 , 1M [A]BH0 ] SNHG 15 Fll miR-141 3
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ik AT BEAIX E-cadherin 3k, #£ 78 SNHG15 1745 miR-
141 % BR B9 4= 2852 i 55 1 59 E-cadherin 23547
Ko BHAMIPE TR MR I EZALE . Bel-2
A Bax ¥4 Bel-2 RGO, R AEI IR T-FNAE 98 T4
FH, Bel-2/Bax H 2 J2 8 sh A i g/ 1~ 09 “ 4 FIF L7,
S HATHF S 2 10 55 IR 08 T AH G I A SRR
LIS, XF Bel-2 Fl Bax 35 8 45 7] 5200 fif e
YA T ARWFIE A R BN, M SNHG1S %
SEA] 8 Bax 383k, T Bel-2 1k, 1M [R] B4 1] SN-
HG15 FlmiR-141 KA ] T Bax ik, [ Bel-2 %
ik, HE 78 SNHG15 #1458 miR-141 X FFHR R J8 210 o 3
T-R2 M 587 Bel-2 A Bax %358 6,

25 LTk , SNHG15 A [a] 8 15 miR-141 Kk,
R AT FH AR IR 8 2 LA 28 8 00, 5 S A ML 0 o, BILAR
59875 E-cadherin . Bel-2 f1 Bax £ i5H X&, AHWF57
AT HE A HOR B g i 27 SR A BRI , (R A 75 TE IR
UNGOE S
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