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71y RNA-338-3p HL 1] P 3B 8 105 % 1 B1
BB T SRR SRR D 5

AR2FLT TR, B0, I
Vet KA K FWEXEERaA, ik KiX433000

WE: B FimiR-338-3p fE P EE R REE E B1(HMGB1) S0 15 PB4 2 AZ B (Paclitaxel , PTX) B 43
FHLH . Ak SEREEE R A B EE RV (qRT-PCR) FlEE [ B3k (Western blottingting ) £l miR-338-3p fil HMGB1 £ F &
PR RS 241 D Ishikawa AT HEC-1B H (142855 5 RSO0 ZR Bl 5 25k 8] 52 56 35 1 miR-338-3p il HMGB1 Z [] [ # [m] 56 2 5 4 Ishikawa
FIHEC-1B 43 MR 5 28 : miR-338-3p 2 (447 miR-338-3p mimics 41) .miR-NC 2 (447 miRNA BIPERFHE4H ) .si-HMGBI 21
(e F 3 RNA) L si-NC 4 (55 44 siRNA B PE X B8 ) miR-338-3p+HMGB1 4 (F1 4% 4 miR-338-3pmimics F1 pcDNA3.0 HMGBI
2H) o WG B G a0 e e 2 AN, AN [R) o 58 1Y PTX A L b AR %5 YL 4 41 I8, CCK-8 35 46 Tshikawa F1 HEC-1B 40 i 384 4
Annexin V-FITC/PIAMANHIJH T, Western blotting ¥l HMGBI R %1k, &R 5 AIEH & NI 2 41 ESC AT HE , miR-
338-3p 7515 P IE I 21 ifd Ishikawa I HEC-1B H 335 F [ (1.00£0.10) H (0.51£0.04) . (0.46+0.04) 1, i HMGB1 M 4H /% ; miR-
338-3p (] M I HMGB1 283k ;3 235 miR-338-3p il 77 PN I 41 i Ishikawa A1 HEC-1B 3§ 48 , (2 2F 08 7=, 34 in Hoxf
PTX 2%, 5 A% HMGB1 25—, HMGB1 7] #4338 5% miR-338-3p X -7 P4 M3 20 M s 4 , 98 7 LA BOKT PTX BR8P Y 52 i
518 miR-338-3p it f M E4E HMGB 1 M 125 A 9 40 B Tshikawa F11 HEC- 1B B 5 , 2 1 U T IS 58 X PTX A0
KGR TENEME; miR-338-3p; SILBRBEINBL; A2

MiR-338-3p enhances the sensitivity of endometrial carcinoma to paclitaxel by targeting

HMGB1
70U Xuehong, WANG Jun,WANG Fang,XIE Huan
Author Affiliation:Department of Gynaecology,Hanyang Hospital Affiliated to Wuhan University of Science and Tech-
nology, Wuhan, Hubei 433000,China

Abstract: Objective To investigate the molecular mechanism of the effect of miR-338-3p on the sensitivity of endometrial carcino-
ma to paclitaxel (PTX) by targeting HMGB1.Methods The expression of miR-338-3p and HMGBI1 in endometrial carcinoma cells
Ishikawa and HEC-1B was detected by RT-qPCR and western blotting. The dual luciferase reporter gene assay was performed to con-
firm the relationship between miR-338-3p and HMGBI1. Ishikawa and HEC-1B cells were divided into the following five groups: miR-
338-3p group (transfected with miR-338-3p mimics group), miR-NC group (transfected with miR-NC group), si-HMGBI1 group (trans-
fected with interfering RNA), si-NC group (transfected with siRNA negative control group), miR-338-3p+HMGB1 group (co-transfected
with miR-338-3p mimics and pcDNA3.0 HMGB1 group). The cells were treated with different concentrations of PTX. CCK-8 was used
to detect the proliferation of Ishikawa and HEC-1B cells. Annexin V-FITC/PI was conducted to detect apoptosis. The expression of
HMGBI protein was detected by western blotting.Results miR-338-3p expression was down-regulated, while HMGB1 was upregulat-
ed in endometrial carcinoma cells Ishikawa and HEC-1B[(1.00+0.10) vs. (0.51+0.04),(0.46+0.04)]. miR-338-3p targeted and negatively
regulated the expression of HMGB1. Overexpression of miR-338-3p inhibited the proliferation of Ishikawa and HEC-1B, promoted
apoptosis and increased their sensitivity to PTX, which was consistent with knock down of HMGB1. HMGBI can attenuated the effect
of miR-338-3p on the proliferation, apoptosis and PTX sensitivity of endometrial carcinoma cells.Conclusion miR-338-3p can target
HMGBLI to inhibit the proliferation of Ishikawa and HEC-1B cells, promote apoptosis and enhance their sensitivity to PTX.

Key words: Endometrial neoplasms; miR-338-3p;  High-mobilitygroupboxprotein-1;  Paclitaxel
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101 350 L B 958 MDA-MB-231 41 fu % PTX 4 24 ¥k
JPEY S A 4B R miR-338-3p 1] # i) FOXP4 1) i
JIT 96 40 B 1) 48 8, miR-338-3p i i I 455 ZEB2 Al
MACC {55538 [ 52 e B 98 40 b B2 8] B e 1k (L
KT miR-338-3p £ ¥ 5 P I 19 & 35 AH SC B 52475
B ARG R B TR #E A 1 B (high-mobility-
groupboxprotein-1, HMGB1) 7 - & PN Il th 3235 I
P, RS RVEAT . {H miR-338-3p f& 75 i)
JAFE HMGB1 2 35 15 5 57 P RS X PTX Ay Uk
AR TTHL, ABFSE E 2019 4F 1-6 H i@ i i A0 AR
1 CCK-8 5256, 31 miR-338-3p 42 AT~ 25 I JIE
411 its HEC-1B Al ishikawa X PTX f{ /g : (1952 i 431
B, SR R AR N B P g8 2 o R 245 AL LA
o8 DY BRI B 1 TS SR AR A AR

1 #EE5F*®

1.1 RFIRALZE DMEM 55553 (C11965500BT) |
5 2 M ES 2 (15140122) 7 3 [ Gibeo 24 H) 77
i s ECLAR 7] (P0018) . RIPA 75 11 2L i (PO013B) .
HMGB1 $if& (AF1174) 148 1 EJ 3 7% (Western blot-
tingting) ot R R 38 RS /LR B-WLBh & H
(B-actin) A 2 [E Merck 23 7] 7= i (A4700) ; Trizol i,
) Ry i B L 2N ] 77 A (15596026) s CCK-8 387 £
(CAI1210) N ZEFEENT ™M ; mirPremiemicro RNA
Isolation Kit (SNC50) 18 [E Merck 23 & 7= fh 3 — 4
2 miRNA S s8] 6 (D 1801) Ay v 3k K 28 7] 7=
fir 3 mirVana™ 52 B 2¢ )6 8 1 B A B 55 I N (qRT-
PCR) miRNA detection Kit (AM1558) 4 &2k K/ A
77 it s WU ER B A B Bk (E1751) 4 26 5 Pro-
mega /A F) 7 5 Annexin V-FITC/PI £ i i 7
(CA1020) , CCK8 it 71 & (CA1210) by Jk 5T Solarbio
N PR PTX(33069-62-4, 4l i >98% ) Sy Fi #B 1
BT A R A PR A w5 Se s e BT 5 1 Bk 3
FH VL0 4 R 28 | ol 4

1.2 Ak

121 mpa 3 i3 N 75 N R 40 i bk
Ishikawa 4R i N B A s 22 200 e = B 2% e
PR R SR, N IE R 75 NI L B2 40 il ESC
FF 27 PN S8 20 Mo bk HEC-1B 1 T4k st Zm pa oy
YIS IR T A 10% J6 4 1% 100 U/mL 75 85 25 Al
100 pg/mL 4% %5 K () DMEM K5 7 3 7 1 37 °C . 5%
AR A B AR RN B SR AR v I 0 S Sy
T 52 : miR-338-3p 4 (4% 4% miR-338-3p mimics 41)
miR-NC (5% 4% miRNA B PEXT IR ) si-HMGB1 41 (5%
P4 RNA) (si-NC 2H (5% 4% siRNA BH % X% B8 il
miR-338-3p+HMGB1 41 ( L %% Y miR-338-3pmimics
Fl pcDNA3.0 HMGB1 20 ) , ¥ 25 2H ] % e 3 59) e

% Ishikawa Fll HEC-1B 2 il , £5 5% 6 h J5 B 46k 58 42
B L S

1.2.2  Ishikawa #= HEC—1B %8 it PTX 4K & M 69 46
MmN R YL 2 A R A 96 FLAR T, 2 L
h 8x10*/mL, 24 h J& , £ FL A AAH B ¥ B2 1Y PTX
(AHSE 50 .0.5.1.0.1.5.2.0 pg /mL) 4k 2L 15
FE24 h )G, s R EL A SE 2R R 5L 100 plL Fl
10 L CCK-8 IR AR ZE5 97 1 h, #& 8 1.2.4 thyikka
D20 XG5 , I H R A0 AT 38, LA it 2k
1.2.3 RT-qPCR # miR-338-3p mRNA /K-F K
JH TRIZOL ¥ #& B 40 fifd & RNA, mirPremiemicro
RNA Isolation Kit 43 2 miRNA, F| F — & miRNA
B R G 2E AT I % 5%, H mirVana™ qRT-PCR
miRNA detection i | & #F4T RT-qPCR 1 , L4 U6
KN B, 24 K I miR-338-3p mRNA /K-, 45 B
Z WA & 5 % . MiRNA-338-3p GiE K iR & N
60 °C) Y SRT 514 : TCAACTGGTGTCGTGGAGTCG-
GCAAT-TCAGTTGAGCAACAA; 5 5 1 #£ 51 ¥y .
AUGACUCAGGCGACTCCAGC-ATCAGTGATT; 18 JH
51 ¥ : TGGTGTCGTGGAGTCG; U6 (1B & & FE hy
58 C) 31 ¥ : F: GCGGTCTGCGCGATCAAG, R:
TTCCCCTCGAGCTCATTGCC .

1.2.4 CCK-8 k4 2a o 3g 75 WF | 3R Ak B 40 20
L A6 5 #2296 FLAR H , B5£L 100 L, BFL 20 Al
HJ6x10°>, R E S A E AL, AR 0 (24,
48 .72 h )i, BEFLINA 10 pL CCK-8 15 , 4k ZE 1557 1
h, TE B AR SR 450 nm 37K, € IF 10 S AL
FEME(OD) , 5280 5 39K, SRV 3408, 2 4 2 5
HIES

1.2.5 MEAZBERELRE LR R TargetScan
M HMGB1 7] fig & miR-338-3p (I HLIE A . 4 5K
A 5 miR-338-3p 45 &0 45 A HMGB1 3’ UTR F Bt
F g2 AR A A B pGL3 DG A AR FE R R g L 43
H9C R HMGB1-WT (7 A= 7 ) Fl HMGB1-Mut ( € 48
AL) o B DU S5 5 IE 5 (1) HMGB1-WT F1 HMGB1-
Mut 5 K7 43 51 5 miR-NC 1 miR-338-3p mimics 3%
Yt Ishikawa Fl HEC-1B 4 it , # M5 5% 24 h 5 , 1
XL s 2R T i 5 i PRUAGE 03 570 & 10 B A3 20 SR A7
I

1.2.6 Annexin V-FITC/PI #- il 28 o /8 = W 4E I
A A BEZE 20, Y 1 TR A T Ak, B 1 10° A4S
40, A 300 wL A9 DMEM 52 40, A 5 ulL
Annexin V-FITC, % it ## Y6 9% & 15 min, A 5 pL
PLYRAT, F34MIT 200 wL /) DMEM & , b i =040 g%
HEATREI , EE A 3k, SR A .

1.2.7 Western blotting # M HMGBI & & & & ¥
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A b B ZH 40 M TS PBS BRI 3R, A & A
PMSF (100 %57 B8 ) (1) 4 o 24 , F) ] BCA 25 vk
JEE I 300 5 O o B VR B, SR S 64T SDS-PAGE
HLUK , SR IR e o 22 11 5% %2 PVDF I L, 5% Jit
NEWIH 4 Cat e BT, FH HMGB1 H1 B-actin B —$i1F
T4 CHRWE , Ao S iric il F9 R
PLEAT 37 CIRAH M, PBST YR 3 Wk, IR I 19
ECL b5 & G n 2= j 1, A= ZOGRUg A T A
5 40 B8, [\ B LA B -actin AN S, X H 1Y HE H
HMGB 1A 5 B 74T

1.3 it AE W SPSS 20.0 #of: %t 5256 vh B
5 I B AT G 2= o B R 25 SR Do+ s 3R
TN, WAL 22 (0] FU AR FH ST ¢ K6 56 5 22 41 22 A] FL 3R
H one-way ANOVA 43 A1, H: v 95 P HE %% >R F LSD
%o P<0.05SFREFAGITFEE L.

2 #£R

21 miR-338-3p £ F B M IR % 4 B o (K 5k i
RT-qPCR K& miR-338-3p 76 A 1E % T8 N B b
20 B ESC M 15 PN IR %5 4 g HEC-1B I Ishikawa [
Tk R BR 5N IEH 75 W LR 40 ESC
FH HE , miR-338-3p 1E 1 £ N I 8 41 il HEC-1B #11
Ishikawa 7 3 3k W 2 F 9 [ (1.00£0.10) Lk (0.51=+
0.04) , (0.46+0.04) , F=182.114, P=0.000; t,,.,,=
13.649, P,;..,,=0.000,1,,,..=15.041,P,,.. =0.000].
2.2 it FiX miR-338-3p #] i F B A BE 7= 40 A 1
3 R HA T G N = P RE 4 B X PTX A &k
B miR-338-3p mimics ¥ 4% % HEC-1B Fll Ishika-
wa 4 il 1, RT-qPCR 46 I 45 SR i 7~ , miR-338-3p 7£
HEC-1B[ (1.00£0.10 ) [t (4.87+0.31),:=35.643, P=
0.000 ] 11 Ishikawa [ (1.00£0.09 ) . ( 6.11+0.43) , =
34.895, P=0.000 | 21 fitl v 35 1.2 194 ; CCK-8 146
25 SR M AR S5 R 27K - 5 miR-NC A LE,
miR-338-3p 4 4 i (1) 3 5 5. 7 B AIG (3 1) , 1 240 g
P4 T % W B [HEC-1B : (10.02+0.86 ) [
(23.10+1.86) ,1=19.149, P=0.001 ; Ishikawa : (10.01x
0.91 ) F(25.43+2.01) ,1=20.966, P=0.000 ] ; A [F]
J¥ B PTX 15 miR-338-3p % 157 A JIE 98 201 it 184 5
AE 71 B 52 : CCK-8 SE B0 45 5 i 7R , HEC-1B Al Ishi-

kawa 41 Jf (14 7715 53 KW A6 5842 B vk B2 %) 165 g i
Wi N R, 5 miR-NC 240 Ht , miR-338-3p 41 41 il 77145
Ay B B R B (HEC-1B: 1,=1.401, P,=0.925, 1,=
1.234, P,=0.051, ,=5.152, P,=0.006, 1,=14.787, P,=
0.004,:,=14.482 , P,=0.004, 1= 15.614, P,=0.000, t,=
14.221, P,=0.003,1,=0.152, P,=0.473) , (Ishikawa: t,=
1.663, P,=0.825, 1,=3.35, P,=0.041, 1,=6.176, P,=
0.012, 1,=7.944, P,=0.008, 1=15.013 , P.=0.001, ¢,=
16.063, P,=0.000, 1,=15.022, P,=0.001, 1,=0.676, P,=
0.758),

2.3 miR-338-3p {Y#L & EF HMGB1 RT-qPCR £
M HMGB1 3k, 5 AN IEH 15 N IE I 52 40 s ESC
A, HMGB1 7£ ¥ 5 N 5 40 Jifl HEC-1B H ishika-
wa P35 FIE [ (1.00+0.10)  (4.31+0.32) | (3.24=
0.26) , F'= 64.240, P=0.000 | ; = ¥ 2# 7 28 LI 43 BT 4K
% Targetscan i #ll] ] miR-338-3p 5 HMGBI () 3’
UTR FFESS A0 (T 1TA) s B 2R i 3 R 52 56
I659F miR-338-3p 5 HMGB1 2 [a] iy # [i] )¢ & |, 45
7R : miR-338-3p fig i 3 % (1% ¥F 4= A HMGB1-3’
UTR WT A9 2¢ )6 1% ¥ [HEC-1B: (1.00+0.11 ) [t
(0.44+0.03) , 1=17.709, P=0.000; ishikawa: (1.00+
0.11 ) F( 0.47+0.04) ,1=13.584, P=0.000 ] , {HZI A
57 HMGB1-3" UTR MUT B9 %% 6 3% ¥ [HEC-1B:
(1.00+0.12 ) k£ (1.01£0.10) ,1=0.212, P=0.835; ishi-
kawa: (1.00+0.12 ) [t (1.01+0.10) , =0.192, P=
0.850] ; Western blotting i il £ % &l 7 , 5 miR-NC
HAH , i3 #3k miR-338-3p Al i & [ Ik HMGBI1 7
HEC-1B[ (1.00+0.10 ) k. ( 0.44+0.03) ,:=16.091, P=
0.000] F11 ishikawa [ (1.02+0.11 ) [t (0.47+0.04) , 1=
14.097,P=0.000 | 4 ffi rh i) 23k (1 1B) o

24 FURHMGB1HIEIF 5 P AR 2 40 A 15 58 | 1 3
BT FEMFE RN EREEREX PTX SR
si-HMGB1 #; ¢ 2 HEC-1B Fil ishikawa 41 Jitd , Western
blotting 45 .7 , 5 si-NC 2H M L, si-HMGB1 26 41
Jflrh HMGB1 235 i 2 F# il [HEC-1B: (1.00+0.10 )
I ( 0.44+0.03) ,1=16.091, P=0.000; ishikawa: (1.00+
0.09 ) I (0.48+0.04), 1,=15.839, P=0.000] ; CCK-8
A 45 HR RN It 240 R 25 R B - 5 si-NC ZH A

F1 CCK-8 K IANpEHEFE 1% J1/ (% +5,n=9)

3 HEC-1B Ishikawa

miR-NC miR-338-3p fH PAi miR-NC miR-338-3p fH PAi
0h 0.21+0.02 0.20+0.02 1.061 0.305 0.28+0.01 0.29+0.02 1.342 0.198
24 h 0.47+0.04 0.32+0.03% 9.000 0.000 0.41+0.04 0.30+0.02% 7.379 0.000
48 h 0.71+0.07 0.43+0.05 9.765 0.000 0.65+0.07 0.35+0.03" 11.818 0.000
72h 1.21x0.10 0.55+0.04% 18.384 0.000 1.15+0.09 0.48+0.04% 20.408 0.000

(D5 miR-NC ZHAH H , P<0.05,
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HNGB1 3-UTR-WT 5'...GUGAAGACUAUGAAAAUGCUGGC...3'

miR- 338-3p 3'... GUUGUUUUAGUGACUACGACCU...5'

A

HMGB1 3'UTR-MUT 5'...GUGAAGACUAUGAAAUACGACCC...3'

3 4 3 4

. — —
I

::1—B-actin,2—HMGB1,3—miR-NC,4—miR-338-3p mimics.
Bl1 miR-338-3p 5 HMGB1 Z [A] ¥ 1] 3¢ R 4G 1IE : A >4 miR-338-3p
5 HMGBI1 1 3° UTRAFAELS G0 1 s B A3 #3K miR-338-3p Xf
HMGB1 FEik 520

2

1

L, si-HMGB1 41 4 it () 384 8 fig 71 KA (3 2) , 1 2
Mo U8 T R W B i [HEC-1B: (10.02£0.91 ) [t
(24.30+1.96) , 1=19.825, P=0.000, ishikawa: (10.01+
1.01 ) H( 22.72+1.76) ,1=18.791, P=0.000] ; A~ [a] i
J& 19 PTX e si-HMGB1 X185 P I Jea 41 i 44 5 fE
JIHF R : CCK-8 5L 50 45 AL 1 /R , HEC-1B Al Ishika-
wa 20 JfL () £ 3 53 B0 A 55 A2 Ik B2 1 1 o iy 32 ¥
T, 5 si-NCAIMH I, si-HMGB1 2H 41 f 4735 43 5
B 5 R (HEC-1B: ¢,=1.332,P,=0.657,1,=1.742,P,=
0.146, 1,=5.243, P,=0.024, 1,=5.342, P,=0.011, 1=
14.522, P.=0.000, 1,=16.162, P,=0.001,,=13.594, P =
0.001, 1,=0.152, P,=0.421; Ishikawa: ¢,=1.356, P,=
0.745, 1,=3.321, P,=0.086, 1,=6.313, P,=0.016, 1,=
8.224, P=0.016, 1,=15.175, P,=0.000, 1,=16.394, P,=
0.000,#,=14.943,P.=0.001,1,=0.974, P,=0.343) ,

2.5 HMGBI 334y 1% # miR-338-3p ¥t F = X fE /&
Mg AT R PTX SR MRS ¥ miR-
338-3p Hl pcDNA3.OHMGBI1 1 % 4t & HEC-1B Al
ishikawa 20 Jifl , 55 miR-338-3p 20 A 1L , miR-338-3p+

IS4
w

HMGB1 41 4t fa 14 5% fig 1 7t 85 (3 3) , 4 M T 2 e
I (£ 4) ; AN B PTX B4 peDNA3.0 HMGBI
F1 miR-338-3p mimics XF 5 P 59 41 i 1 8 fig
() 5 M : CCK-8 S 55 25 4 8 7 , HEC-1B F11 Ishikawa
2 ML P9 A7 53 BB 2 5562 Tt v ) 348 o T 328 ¥ T
R, 5 miR-338-3p 2 Mt , miR-338-3p+HMGB1 414
WLAE T 43 KO (HEC-1B: F,=1.021, P,=0.6425 , F =
0.493, P,=0.326, F,=22.943, P,=0.000, F,=42.070, P =
0.000, F.=85.374, P,=0.000, F,=188.411, P,=0.000, F,
=90.020, P,=0.000, F,=0.682, P,=0.216 ;ishikawa : F,=
1.011, P,=0.689, F,=0.301, P,=0.281, F,=19.020, P,=
0.000, F,=35.882, P,=0.000, F.=83.360, P,=0.000, F =
243.824, P,=0.000, F,=127.017, P,=0.000, F,=0.694,
P,=0.846)
3 itig

MiRNAs & — &K EE 20 19 2 23 4> nt 1975 B
PRF Iy N IRPEAE G S /N7 RNA , BEAS i 1o 55 i 35
A9 mRNA [ 3° UTR A 5¢ 4 B &b L XT i 1 52 1
mRNA [ B fif 40 ) e B0 . WF o R WA 2
miRNAs 3 o8 I8 95 5 50 9 3 B, 1 % 1= 28 A
PR T AR A 2 B S S I R A R R
miR-338-3p 7E Z i E H & 15 Z Fh A, 4 Ju
A5 & B miR-338-3p A il ' 9 40 A A & S, Peng
A PR miR-338-3p A 3 1k TRS2 111 il 3 /)~ 41 g it 48
BRI B AR 28 (H miR-338-3p 1 1~ E5 P JIE I 20 iy
AR D . AR DN T N IR 20 i HEC-
1B Flishikawa R FFEXT 4, RT-qPCR AN & B, 5 A
1EH F e B R 40 i ESC M HE , miR-338-3p 7E
HEC-1B Fl ishikawa 4 ]t % 2635 182 T i, 7R 3%

ISVA
7

R2  CCK-8 KM AN HIE TG 1/ (x + 5,n=9)

. HEC-1B Ishikawa
si-NC si-HMGB1 tfl P1H si-NC si-HMGB1 tfH P1E
Oh 0.20+0.02 0.21+0.02 1.061 0.305 0.27+0.01 0.260.09 0.331 0.745
2h 0.460.04 0.36+0.037 6.000 0.000 0.40+0.04 0.32+0.027 5.367 0.000
48h 0.68+0.07 0.46£0.05" 7.672 0.000 0.600.07 0.35£0.037 9.848 0.000
72h 1.2420.10 0.52+0.047 20.055 0.000 1.170.09 0.49+0.047 20.713 0.000
1 : D5 si-NC 4 M 1, P<0.05,
F£3  CCK-8 KM AN FE NG J1/(% + 5,n=9)

HEC-1B Ishikawa

o miR-338-3p miR-338-3p* FME P si-NC  si-HMGBI miR-338=3p+ Pl P
HMGBI HMGBI

Oh 0212002  0.20:0.02 0.20+0.02 0.750 0483 0.28+0.01  0.29+0.03 0.27+0.02 1929 0.167
24h 047004  0.32:0.037 0.43+0.03 47912 0.000 0.41+0.04  0.30+0.027 0.36+0.03 28241 0.000
48h  0.71:0.07  0.43:0.05" 0.65+0.05 50273 0.000 0.65:0.07  0.35+0.03" 0.60+0.05 84.036  0.000
72h 121£0.10  0.55+0.047 1.08+0.09 167.528 0.000 1.15:0.09  0.48+0.047 1.10£0.07 257.610  0.000

D5 miR-NC 414 [, P<0.05; @5 miR-338-3p 414H It , P<0.05,
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&4 USRI AU T/ (x £ 5,0=9)

miR-338-  miR-338-
215 miR-NC F{E P
3p 3p+HMGBI

HEC-1B  10.05+0.85 32.10+2.867 20.36+1.61% 285.924 0.000
Ishikawa 10.02+0.93 30.58+2.43V 22.13+1.72% 296.402 0.000

¥ : D5 miR-NC 414 [, P<0.05; @5 miR-338-3p 4L AH L, P<
0.05,

i1 miR-338-3p 7] e 7E 5 IS 1 & A & ' h &
HEZEN . 5258 7E HEC-1B Fl ishikawa 2
Jid it 2 35 miR-338-3p, K & BH i # 15 miR-338-
3p A4 ] HEC-1B il ishikawa 41 38 78 , {2 ¥ H: 95
T2, #2878 miR-338-3p 1] GE AL M 15 N B VR 76 1Y 3R
SRS . PTX R —Riok A A2 2 ny 42 Y, d i
S 0] IR 40 L ) A 22 3 R4 N A R B R VR 2
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WE: BH SSRGS RNA(IneRNA) TPT1-AST ZE /N A It o i 36k RS I RIR PR IE R R . Ak IdE
20144F7 F1 52016 4 9 JT BEPG 4% Tl ——F B Bk NN bR AR K 55 412045 100491, R H SE 586 7t PCR(qRT-PCR)
R AR/ N FR AR i 557 42U IneRNA TPT1-AS1ZRIA RO, 4391 IncRNA TPT1-AS1 33k 7K 55 A5 /N0 M it S8 o5 Al PR
FHARE R BUGRIC R, SR 542U L, IncRNA TPT1-AS1 76 il 41 4119 26 5% T8 T & (P<0.05) o filidii 40 40 In-
cRNA TPT1-AS1 355 TNM 2381 3 LR 4T M1 56 (P<0.05) . 55 IneRNA TPT1-AST IR A 773 (41.46%) M L, IncRNA
TPT1-AS1 ek A/ Nt A A7 (10.17%) B &R (y*=13.376,P<0.05) . ZHZE 47 7R, IncRNA TPT1-AS1 ik
R TNM 43391252 0 AR /N 20 o firl Ja 5 A\ T 4 ik 7 f& 16 TR 28 (HR=1.954,95% CI':1.545-2.473, P<0.05; HR=2.013,95% CI:1.591-
2.547,P<0.05), £5i€ IncRNA TPT1-AS1 53R/ i) e 2E % Jre B U B VIAR G, T REVE A I R LS BT 225 4845 o
KEEWR: Jm IE/NIEN;  KaEdEgES RNA;  TPT1-ASI

Expression and clinical significance of long non-coding RNA TPT1-AS1 in non-small cell lung
cancer
HE Bowei, WANG Pengguo

Author Affiliation:Department of Thoracic Aurgery, No.215 Hospital of Shanxi Nuclear Industry, Xianyang, Shaanxt
712000, China

Abstract: Objective To analyze the expression of long non-coding RNA (IncRNA) TPT1-AS1 in non-small cell lung cancer
(NSCLC) and its relationship with clinicopathological features.Methods One hundred samples of NSCLC and 100 adjacent tissues
were collected in No.215 Hospital of Shanxi Nuclear Industry from July 2014 to September 2016, the expression of IncRNA TPT1-AS1
in NSCLC and adjacent tissues was detected by real-time fluorescent quantitative PCR (qRT-PCR), and the relationships between the
expression of IncRNA TPT1-AS1 and the clinicopathological features, prognosis of NSCLC were analyzed.Results The expression of
IncRNA TPT1-AS1 in lung cancer tissue was significantly higher than that in paracancerous lung tissue (P<0.05). The expression of In-
cRNA TPT1-AS1 was correlated with TNM stage and lymph metastasis (P<0.05). Compared with the survival rate (41.46%) in the low
expression group of IncRNA TPT1-AS1, the survival rate (10.17%) in the high expression group of IncRNA TPT1-AS1 was significantly
lower (y*=13.376, P<0.05). Multivariate analysis showed that the expression of IncRNA TPT1-AS1 and TNM stage were independent
risk factors for the prognosis of NSCLC (HR = 1.954, 95% CI:1.545-2.473, P<0.05; HR = 2.013, 95%CI:1.591-2.547, P<0.05).Conclu-
sion IncRNA TPT1-ASI is closely related to the occurrence, development and prognosis of NSCLC, which may be a reference index
for clinical prognosis.
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