HhE MR AEYRYT AR hitp://www.biother.org

1118 - Chin J Cancer Biother, Oct. 2020, Vol. 27,No. 10
. 3 ‘A}‘) .
DOI1:10.3872/j.issn.1007-385x.2020.10.008 'léf) ﬁR"’T 7U

IncRNA SNHG1 £ FEREREELAPHIRIEKERE

AR KA M 2 maia (. REEMH RFPHASWEIRR 2724, RiZE 300046; 2. REZHIEAR
EIz &:Fﬂ K E 300450; 3. f\ét[éﬂk B ER A, BEMNBERESFH P S, RETIBY G
FTEERET, RETEHIEIERESH TP S, RE 300060)

ll_'\

[ =] 8 6B K99 RNA SNHG1 (long non-coding RNA SNHG1, IncRNA SNHG 1) 7E T~ 5 A i 41 40 b iy 2 i 7K
S, T HAE T S R RO LR L R R B L. 2 ¢k : SR NCBI-GEO R TCGA $4f 1 43 T SNHG 1 75T 5 W3 B v
FIEAKF o WHE20164F 1 A E 2019 4F 3 F RKEEEARK 2 ool A A8 3k 2= 2T AR DI BR 1% 53451 7 55 4 s 2 23 R0 41 481 10 75 P4 e
HRRAS, UL 5 N R 41 B R Ishikawa F HEC-1A L IE T ¥ 5 P E4H A ESC, A qPCR A ZH ZAF14H Ay 1 SNHG1 IR IAIKF,
34T SNHG 1 357K 5 23 (I AR BEASAE (A 96 . B MTT . Annexin V/PT 4 (3537 204 il AR A I SNHG 1 % HEC-1A 4
it 358 4 B8 1 ANE T2 KT R, T Transwell /N %3546 HEC-1A 400 (K342 K 4R 2868 /1. ] StarBase Tiilll - /1] qPCR Al Western
blotting 46 iIF SNHG1 5 RELA KI5 5 2, FH XU 4R 25 3 K 525 . qPCR BE SNHG1 541 NF-xB {5 5l . 48 & : SNHG1 7F
T S 2 A T R A K B T IE W TR A 4141 (P<0.01) , FiZE ik /K 5 R K/ JTNM 23 1 21 22 20 20 OR ik L 455
FEAH I (3 P<0.05) s Ishikawa Il HEC-1A 40 i 1 SNHG 1 (1335 /K &2 35 5 T ESC 4 i (33 P<0.01) . i %1k SNHG1 1] ] 242
I HEC-1A UG T R AR 2288 )y, FR4MH HEC-1A 4 R T2 (33 P<0.01) . SNHG 12t RELA [R5 ¥5E T NF-«xB
SR, FEATHE T AR L K] IL-6 A1 CCL19 HIZIA (3 P<0.01) o 45 # : T & 4 e b s 1k 1 SNHG 1 i it i RELA 0%
NF-«B 15 5 i R AR 11
[X#R]  KEEIESIY RNA SNHG1 s RELA ; % K +-xB: 7 & P IS s HEC-1A 40 s W9 58 s 1T 7% 12 2%
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[Abstract] Objective: To investigate the expression level of IncRNA (long non-coding RNA) SNHGI in endometrial cancer tissues,
and to analyze its mechanism of action as well as its clinical significance. Methods: NCBI-GEO and TCGA database were used to
analyze the expression level of SNHG1 in endometrial cancer. A total of 53 cases of endometrial cancer tissue samples and 41 cases
of normal endometrial tissue samples were collected from January 2016 to March 2019 at Zhongxin Ecocity Hospital of Tianjin Medical
University; in addition, endometrial cancer cell lines Ishikawa and HEC-1A as well as normal endometrial ESC cells were also collected for
this study. qPCR was used to detect the expression level of SNHGI in tissues and cells, and its correlation with the clinical characteristics
of patients were statistically analyzed. The effect of SNHG1 on cell proliferation and apoptosis of HEC-1A cells was measured by
MTT assay and Annexin V/PI double staining Flow cytometry, respectively. The migration and invasion of HEC-1A cells were
measured by Transwell assay. StarBase was used to predict the regulatory relationship between SNHG1 and RELA, which was then
verified by qPCR and Western blotting. Dual fluorescent reporter gene system and qPCR were adopted to identify the influence of
SNHG1 on NF-kB pathway. Results: The expression of SNHG1 was significantly up-regulated in endometrial cancer tissues compared

with normal endometrial tissues (P<0.01), and its expression was related to tumor size, TNM staging, histological grade and lymph
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node metastasis (all P<0.05). The expression level of SNHGI in Ishikawa and HEC-1A cells was significantly higher than that in ESC

cells (all P<0.01). Overexpression of SNHG1 notably promoted the proliferation, migration and invasion and inhibited cell apoptosis of

HEC-1A cells. By promoting the expression of RELA, SNHGI activated the NF-kB pathway and promoted the expressions of down-

stream gene IL-6 and CCL19 (all P<0.01). Conclusion: Up-regulated SNHG1 in endometrial cancer functions as an oncogene by

activating the NF-kB pathway through promoting the RELA expression.
[Key words] IncRNA SNHG1; RELA; NF-kB; endometrial cancer; HEC-1A cell; proliferation; migration; invasion
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1B N Ik 95 (endometrial cancer) & e M A 5 &
G = KH WS 2 —, 2018 4R 45 63 230 35T K&
Wi, A 11 350 G A6 T2 41, 2 7™ 5 I o A o fi
R B A 05 TR R QR Rz 2, g, R E A
JlEe BB TS BT, H 5 4E A 47 (overall survival,
0S) R KT 90% , {HAF I (I IV 3D 5 1 5 4F OS R
IXAE 20%E160%" . KAHEAFS iS RNA (long non-coding
RNA, IncRNA) /& — 28 RNA #3724, K & KT 200
ARG TR, 8 Ik S5 B0 PR RN R R S KT I R
TR RAF LR AYThEE. KEWTAREEM , IncRNA
(575 RIE 2 5 L2 Fhope i CRLES bR AR ARG i
I3 S5 B R A e 5 G HR L TiRE i AR e Hp S B BRI
VEEAE 12 2 B8 V8 78 0 AR AR SRR T
# 5. IncRNA SNHGI £ 2 Fiiiopg 2H 23 b s 3k,
GURZIN AN Y I | AN N RN N S
H AR 5 N S 110 2k B AR AL v o B
T o ARUEES AT B PR 4 20 SNHG1 Rk
IKF S a3 b HL 3R K K 5 8 I PR BRARR AT 1) AH G
P, W %E SNHG1 %5 N JE s 40 il HEC-1A 1T #% 1=
2208 SIS, FEER DT AR LS, 5 N B 1)
TR7 2 Wi 5 V60 T $ B 1) S50 AR HE FIEE £

1 #ZRERE

1.1 SNHGI & T g AR ¥F 69 & & R 4589 KIR

1F National Center for Biotechnology Information
(NCBI, https://www. ncbi. nlm. nih. gov/) ¥ 3 , % %
“GEO profiles”, #ii N“SNHG1 endometrial cancer” , $&
I “GDS4589/208992 s at” % ¥ £3 £ SNHG1 £ T &
W BRI 1) 2R 38 /K °F o 7E TCGA ¥ J# (https://www.
cancer.gov/types) H1 , 1% % “Uterine corpus endometrial
carcinoma” , FE I T~ 5 A [ g 8 2 1 s ZHL 00 e ks O
I3 M3 5] SNHG1 15 W JB 1 a8 /K o ik 2%
4 : (1) Gene: SNHG1 ; (2) Analysis type: Endometrial
cancer vs Normal analysis; (3) Date type: mRNA; (4)
P value: 0.05; Fold change: 2; Gene rank: All. i [
Kmplot £ 4 & Chttp://kmplot.com/analysis/) 3£ U4 K
FEAS B P IS AH R 5 2R, K H Kaplan-Meier 73 H7 A
[A 221k 7K SNHG1 5+ 5 P s 35 H 47 OS.
1.2 AEARAmie R R EZXF

2016 4F 1 H %2019 4E 3 H KRR
AR A BT AR VIR 1 53 4511 5 P S AR T 4
LA, AR BE RS B R 37~63 %+ [F] ]
41 IE Lot 15 IR AL 2, 240 2 HE IR R 3 AR
RS 30~67 % o Horr, I PR 23 BRI 25 [ e B 5 2
(American Joint Committee on Cancer, AJCC) . [H 5
Pt ¥ Bt ¥ (Union for International Cancer Control,
UICC) At , 8 7 B2 73 5 M 4t 7 T2 A A ZUbR A
T bR AR BT 35 5 A2 B A0 R = e AR A
B J5 35 57 B R G VR AL B, B T80 °CUKAR H IR
o

N T8 W 41 il & Ishikawa 1 HEC-1A K& T
PR [R] 48 M ik ESC I B Hh R B4 . g
4= 1fiL % - DMEM f& B 3% 7% 2k | TRIzol i 77 1 Lipo-
fectamine™2000 #) 1§ - Thermo Fisher Scientific 2
F], W8 3R B Annexin V/PL TG4 57 5 L 2%
Jt %€ & PCR (qPCR) it ] & SYBR Premix EX Taq
TM II PCR Kit #J-F- TaKaRa 23 & , X3 & B )
R F & T Promega /A 7, Transwell /NE= I T~ Corning
2y H], Matrigel 2 iR H BD A .

1.3 mpadd s Bodk 4

P IR B IR 7 AT A R B 9% A HEC-1A
4T it s Bk 29 70% I, SR A Lipofectamine™ 2000 %% %k
WAE 2 3% pcDNA3 . SNHG1 \sh-Consh-SNHG 1
HOeZ HEC-1A M. #5446 hJa B9 10% MiH
') DMEM 5 77 5 4k 2115 77 48 h 5 #E 47 J5 22525
1.4 qPCR &40 F & N M 7 48 42 F= 49 e P SNHG1
A% RELA #= NF-kB 15 5 i@ %4 48 X AL [ #) & A K F

XA SR A B U 2 Ak HE TRIzol 177 & i 1 45
BT B RNA $2HL. $EHURNA J5F]H Prime Script™ RT
reagent Kit with gDNA Eraser 1877l G35 710 4% 5% ) B3R
73 cDNA, 4 ) RNA 17 T -80°C# FH . Sl FF 51
SNHGI F 4 5'-CCTAAAGCCACGCTTCTTG-3',R 4 5
TGCAGGCTGGAGATCCTACT-3'; RELA F i 5'-GGA
GGAGCAAACGCAGGAGCAAAAACCACCAGGAG
ACGGAGC-3',R J5'-CTCGACATGGATCCCTGCA-
CACCTTGATCCAAAGCAACGCTC-3";1L-6 F iy 5'-
GAAAACACCAGGGTCAGCAT-3' , R i 5'-CAGC-
CACTGGTTTTTCTGCT-3' ; CCL19 F A 5'-GTGAC
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CTGCATTAACTCTTTACTTGC-3', R A 5'-TATGGCT
CTGGCTCTACTGGTTG-3'; B-actin F J}y 5-GAATC-
CACTGGCGTCTTCAC-3' , R A 5-CGTTGCTGAC
AATCTTGAGAGA-3'. R4 SYBR & 1t B 45, LA
cDNA ABHGEIT 76 B PCR Mo [N 251 :94 °C
FAPE 1 min; 95 °CAEME: 55,60 °CH 30 5,72 CCLEfH
60 s, 3L 40 MEH . AT, R 242 YRR
SNHG1 . IL-6 F1CCL19 mRNA [{J A%} %k & .

1.5 MTT % %460 HEC-1A %@ 664 38 74 7t

WSCHE BT, BX Sx 10° AN 41 B B2 A T 96 FLAR A
AkSEREIE . RS 24,48 A1 72 h )5, K MTT ik 57
U TR R T AR A I E B K AE 490 nm
Wb TR 6% FE (DA, F-22 1 40 M 14 B T 28
1.6 Transwell /)s E %48 M HEC-1A %8 fg 69 :£ 4% R A2
£ he 7

1T 285256 ¥ Transwell /N B T 24 FLHR
Matrigel J 57 JI 4% I8 Ut BH 500 B¢ J5 42 e Bl AE B/
L, TCELAE 37 CCFAR e 4 he B ZH AN, DL 8% 10°
AN A/ml E 2T 200 pl JC I3 185 7890 IE N 2
ANE L TR NE N 800 ul 75 20 Y% i 2F I i 1
7R3k, BT 37 °C.5% CO, #6557 50 h Ji5 , BUH
Transwell /NZ=E , PBS e 2 ¥k, I 4% %2 58 VA R
235 [ 7€ 30 min, #2545 25/ 2= 0N 2 42 (0 48 .
0.1% 45 fi 8 Gkt e 4 10 min, 2808 /K o1 46 i Hh v A
P[] 5 T k3% b, 7506 2% R AUBR T AT M2 1T 3
R RETF . &R IR S N LET, B
FEA (2 P 5 B A 5 /SR 40 B S~ 34 .

4 Jf 3T F% S 56« B Transwell | /N 5 P9 AS T4
Matrigel 50 i 41 , oo SIE5G 77323 [RI 41 M A2 28 556
1.7 Annexin V/PI % & % X 28 & K 45 ) HEC-1A %9
e, & B = K-F

¥ &2 HEC-1A 4 a1 12 FLAR . 48 h e H
[ B WAL, BT 4 cC A I PBS . M
Annexin V/PT T4 I8 751 & 158 BH 15 5% 41 fg 3547 8¢
F6 G4 R i AL A B O 8- 2 20 M PR T K
AT AT .

1.8 RAZERELAREREIENEGX Z

JB 1T StarBase 215 B 2F TN 44 T SNHG 1
5 RELA &5 G0 . BU% G448 h f5 & H A0, 57 25
Y1 855 FRAR R (1 85 7RI FH PBS R, N 1> 41 i
LR LR AN 15 min, F5 40 R LARIRUCER T B 0
o 2 IR 5O 3R A IR S it 1Y) SR AP PR 4
PR EAT AL B FEAS U 5347 o
1.9 Western blotting(WB)#& M HEC-1A #m i F RELA
F O ek KF

187 FH RIPA 5 [ ot 4 AR VR - 41 B, VK34 30 min,

PL12 000xg & 0> 10 min. H(_E 3% , H BCA 7 &
EEEH. W& & A EFE, 31T SDS-PAGE. %
JEE, F 5% Jt g 28 @5 & P11 1 h, P35 i\ RELA —
P1(1:2 00004 °Cit . X H, H TBST &3 XK,
A HRP FRiCH L EHUR —H1(1:5 000, SR T E
1 h, TBST &5, F ECL AL 2% R it , LL GAPDH
NWS AT R . FH Image J B4 Ge it AL PR AR A 267
(K A o
1.10 %itsabs

qPCR.MTT. Transwell. Annexin V/PI 4% {2 i 7
YHIA WB LI A 3 IR LI EE R H &t
A SPSS 21.0 FEAT i AbHE , 1E 2540 A v = Bk
PLas R, IR LUK F K56, 22 40 18] El s R FH B
A& ANOVA 70 Hr. L P<0.05 5% P<0.01 FR %5 H
N9

2 & R

2.1 SNHGI1 AT EARBEELFomLZ T Hmkik

73t NCBI-GEO # 45 FE f1 TCGA %% 45 Ferh
SNHG 1 [IFRIEKT, 45 R & L SNHG 1 7515 4 Ji5 e 41
GRIEKFREESTIEFHLIE 1AB) . Kaplan-
Meier Plotter 73 4T & I, =i 2 18 SNHG1 ¥ 835 A 5
A 17191 (P<0.05, B 1C)

qPCR 5 ll25 F 27 , SNHG 1 1E 536115 P il
R IA K F R E S T EE T EANKG=10.375,
P<0.01; & 1D) ; Ishikawa Fl HEC-1A 4 i F* SNHG1
[ 3K 7K T 2. 3% 5 T ESC 41 il (1=13.223.14.126, )
P<0.01; K 1E).
2.2 SNHGIl &R #EK-F5F 5 RBEEEH G BHA
JE AR K B

RN TR TS SNHG 1 IRIE 5 75 W e i
B R 93 B F b 2 18] (0 FH S  ASHIE 7K BT A T
B PN g R I A R Rk R B SEIE e N T
>1 N SNHGI & % 15 (n=35) , <1 A SNHG1 fk ik
(=18, SR (R DB R, 785 N K EEEH
SNHG1 FZRIETK-5 g i K/ Gk L 45 5 g
a3 W K o AR B AR DR B (35 P<0.05) , T &5 A 3 4F
W2 R gt o L(P>0.05) .
2.3 SNHGI R #F'5 A E ey Bk A 4547 R

I 223K ik SNHG 1 HEC-1A 4 g 7 (1) R 15 7K
SEFE T 12 5 A5 AT S R P FURE sh-SNHG T {8 HEC-1A
A R FRAE KT R PR T 20 50%(E12A) .

MTT 5256 45 3 (2B &R, i % ik SNHG1 A
A 2 A2 33 HEC-1A 40 i 75 2448 F1 72 h B (1) 34 4 B
J7, AERF T 06 R ZH, 5 0l FH i 29 1.61 . 1.44 F11.53 1
(+=12.365.6.552.11.212, 4 P<0.01) ; @ % SNHG1 1]
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HH 2 F0 1) HEC-1A 41 ffg 7E 24 . 48 F11 72 h ) (1) 4 5 (+=11.775.6.411.12.114,3 P<0.01) .
BE 27, A0 B A, 43 3 SRR T 34%-30% 1 40%

The exprression level of SNHG1 in endometrial cancer (%)
30007605 4580/208992s at . . o e 100

2250

{75

1500t «

4 R
Rt
[elo]elelololelo]

Endometrial cancer Normal
B C D E
_ 100f 20( _
O 20} Hik Q sk 9
s % A =
Z s & 75t = 15t : Z
2 154 & Py »
- i = ey - “
=] £ A **’l S 10t g
£ 10t 5 T S0F P00ds . s 2
Z 4 E — Low (n=185) LM @ g
o — High (=184 S 5k 2
g St . a 250 . (Llogw,(;l) ) LI & s &
S + (High, 1) 2, i H u 3
- — . e L L L L ) L Y
. 0 25 50 75 100 125 Normal Cancer © ot o
Cancer Normal Time (#/month) AN

"P<0.01 vs Normal tissues or ESC cells
A: The expression level of SNHG1 in endometrial carcinoma analyzed with NCBI-GEO database; B: The expression level of
SNHGI1 in endometrial carcinoma analyzed with TCGA database; C: The overall survival analyzed with Kaplan-Meier Plotter;
D and E: The expression of SNHG1 in cancer tissues and cell lines
1 SNHG1EFEREEARMAMRRPRIFRIA

Fig.1 Expression of SNHGI1 in endometrial carcinoma tissues and cell lines

1 SNHG1 A S FEMEE B HNIGABERHER X F

Tab.1 The relationship between SNHG1 expression and clinicopathological features of endometrial carcinoma patients

SNHGI expression (n)

Clinical index N - Ve P
Low High
Age(t/a)
<50 15 6 9 0.206 0.751
>50 38 12 26
Tumor size(d/cm)
<3 20 12 8 9.710 0.003
>3 33 6 27
Lymphatic metastasis
Yes 28 5 23 6.865 0.019
No 25 13 12
TMN stage
[+1I 21 11 10 5.261 0.037
HI+1v 32 7 25
Histological grade
Gl 12 7 5 7.054 0.029
G2 28 6 22
G3 13 2 11

A M AR RS I & B 20O UE 92, ik Rk MR AHR T TR R TR (1=5.118, P<0.01) .
SNHGI1 #ifil] HEC-1A 48 g (%) 98 1= /K~ , 5 X B4 Transwell 3T # 52 56 (18] 2D) 1F 52, SNHG1 {i¢ i3k
b3, 4 B 1 R T % B 3E R B (1=7.154,P<0.01) ;5 HEC-1A 40 ER 68 71, AHXS T X B 40 il R 4 il
sh-SNHG1 {21 HEC-1A 4 f () T-7K -1 A T0F - B 3 1 £ (.=12.314, P<0.01) ; sh-SNHG1 #] il
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HEC-1A 4il ffg 1) 3L #% 68 1, AHXT T X B4, iT %
a0 M B & kb (.=13.337, P<0.01) . Transwell
18 28 5256 (P& 2E ) AlE 52 , SNHG1 {23 HEC-1A 41 i
HIRZERE S, ARG T 5 BB 41, 1R 28 41 i B0 B & %
(=14.124, P<0.01) ; sh-SNHG1 1 ] HEC-1A 48 Jfd, f1)

1B HE J1, AT T X BB 41, 12 7% 41 i 0 5 3 ok 2D
(=15.112, P<0.01) . DL I s & JE R B, SNHGI
P E 7 B PN S A0 M TR B B AR 2B ST R e ) R
1) 40 B U8 T, T R B SNHIGL U7 1) 400 it 84 5 L 1R 2B
TR IR T,

A B C
[ pcDNA3 @ SNHGI - pcDNA3
B sh-Con sh-SNHG1 ~ = SHNGI [ pcDNA3 B SNHG1
:(D: 15 *3% Q@ 0.8 — sh-Con o . 40 @ sh-Con sh-SNHG1
=~ - sh-SNHG1 L
& 10 g 06 x s 30 x
G =1
5] 5 § sk e
’g L0 = o4 Fx é
I ET3 o =}
g 05 T & 02 H &
e = *% o
< (] <
m 0 O] 0

2.4 SNHGI 442 RELA @9 % ik

StarBase 4= ¥ {5 J&. 5 T I #% A4 151 1) SNHG 1 B
1% 5 RELA M H 454 (K 3A) o« qPCR &3 45 3 (1K
3B) i, ik R ik SNHG1 B & | i RELA mRNA
/K P (.=12.314, P<0.01) , 1fi YT £k SNHG1 U '~ i
RELA mRNA /K *F- (+=14.551, P<0.01) . WB #& Jli

[ pcDNA3 B SNHGI
800] @ sh-Con sh-SNHG1

ok
600
400

200H

Number of migration cells

O3 pcDNA3 B9 SNHGI
500 - 8 sh-Con sh-SNHG1

400
300
200
100 [

Number of invasion cells

s
"P<0.05,7P<0.01 vs pcDNA3 or sh-Con
A: The effectiveness of SNHG1 and sh-SNHG1 determined by qPCR; B: The effects of SNHG1 on cell proliferation ability
determined by MTT; C: The influences of SNHG1 on cell apoptosis ability determined by Flow cytometry test;
D and E: The effects of SNHG1 on cell migration and invasion (x100)
2 SNHG1 e 485 T B AR ZHIE ERAT

Fig.2 SNHG1 promoted cell proliferation, migration and invasion but inhibited cell apoptosis

g5 (30 o, i & A SNHG1 B & |1l RELA
A KT (1=7.882, P<0.01) , i LB SNHG1 U 1
RELA & 7K *F (/=10.023 , P<0.01) . 45 R £ W],
SNHG1 fEf% H 4% 5 RELA 45 & 31 4% RELA () £ ik
K-
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Interactions between SNHGI1 (Query) and RELA (Pair)

SNHGI (ReadSeq)

RELA (ReadSeq) Aligne region

chr11:62620382-62620427[-] | chrl 1:63427877-63427900[-] 11 5111 111

Query: 5’ CUGUCUGAGGG 3’

Pair: 3°  GAGGGACACCC 5’

Expression of RELA mRNA @

0 %} G 3\ &
o
S o
B

C

*%k

% & o
. &w\w@\;@o &%@

RELA

-

Expression of RELA protein

0
LT O
QCO$ N & ‘c‘,@‘\

RS

“P<0.01 vs pcDNA3 or sh-Con group

A: Starbase showed the relationship between SNHG1 and RELA; B: qPCR showed SNHGI regulating RELA mRNA;
C: WB showed SNHG1 regulating RELA protein

Fig.3

2.5 SNHGI! % # NF-«B 12 5 i@ 7%

[E3 SNHGI1 X} RELA FRiAH)IFHE
Reglation of RELA expression by SNHG1

7, 1 I SNHGI A% 15 2% 1 NF-«B {5 5 il i T

KRN BE RG LR B, dFRE 7403 K IL-6 A1 CCL19 mRNA ] /K °F (=8.416.
SNHG1 fE%% & 2 3% NF-«B [ % 6 15 5 Wit 6.145,1) P<0.01). 255K, SNHG1 BEWS I35 NF-«xB
(=9.125,P<0.01, K 4A) . qPCRAGIZE F (& 4B) & &5 A T EE IL-6 F1CCL19 mRNA 7K ¥

A B
& 5 ok 8
% O pcDNA3 *% O pcDNA3
; 4t 9 SNHG1 9 SNHGL
g 9 sh-Con 'T'g 6l B sh-Con
g s sh-SNHG1 2 sh-SNHG1
= <
- Z
g E
: e o
2

Q =
% 1t =4
[

0 D N AY

a8 G o G
Q&$ BN Weﬁ“\ IL-6 CCL19
B

"P<0.05, "P<0.01 vs pcDNA3 or sh-Con group
A: Fluorescent reporter system showed SNHG1 promoted the fluorescence activity;
B: qPCR showed SNHG1 up-regulated mRNA levels of IL-6 and CCL19

4 SNHG1#7E NF-kB {5 5@

Fig.4 SNHGTI1 activated the NF-kB pathway

3 W i

B R R B R R 5 NATTOx =1 2 i 3k K] ) T 7
Kok 213X 28 4k g% i RNA (non-coding RNA,

N R H A 2% 158 R T 2w 19 B A ncRNA) EARFEIH KN/ vneRNA (siRNA .miRNA
REAEEH, L EXSFERNAWPF R EEEPEEE piRNAZ A IncRNA™, H A IncRNA 2 —Fh K JE it
J5 2 R 3 AT L, T AR 4 A 35 IR D) 4 N A A 3 IR i 200 4N A% H R ) ncRNA , 43 A1 T~ 40 I 5 A1 40 o k%
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e BEgTl, NFREERA 294 15 000 4 IncRNA, £
AR YA R R R 1 3 A5, IncRNA 7E R WL ist
A 2 e 3 T R SR R KT 20 B B L 20 A0 R B R
T3 TR ¥R O E BRI, kiR 2 (Mt TR
B, IncRNA ] 7 7 Rk S 5 2 M Mg (1) K AR &, 7]
VE AR RS W B AR AR 7 HE A

T B A B A Bk LA A R R 2 —
4RIk, e 7 UM FET B NI E K AR
DRIZE, EL PR O IR S o P A AN e SE A5, R
M, % 5 N e ) B R AL AT ez B2 o AR
e I AT 45 B R B, IncRNA X 1 8 P s 8 1 K A=
RO E R A . ZHANG F'7 R L
LINCO01170 7] L S #0E AKT (5 5@ B 72 W
IS S 00 0 ) 3 L O T A T R L AR B E
SR PR R JR 5 LIU 25091 3, IncRNA H19 A DL i #E
JE 4% miR-124-3p it — 25 5210 R iF ITGB3 (3R I5,
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