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WE: B FmiR-204-5p X E A S R BLO AN HOC2 E AL R PR R ML . ik IRAMEE R K BUIRIR O
JULAH AL HOC2 , O JLAH i S/ 2 A 1Y . SIE8G 43 S a8 (A AU 2 4 2 B A A +miR-con 4 L 480 &2 4 +miR-204-5p 4
T4 52 4 +miR-204-5p+pcDNA 2H | {5 4552 48 +miR-204-5p+pc DNA-TE 141 J5 ik Z R B e il 1B (PTP1B) 4, SN %% % i i i %
BAMEE I (qRT-PCR ) FEE 4 5 BN % (Western blotting) Killl miR-204-5p 1 PTP1B (361K . WG 2 il 7 15 3 R SL 46 Fn
Western blotting 3 3F miR-204-5p A1 PTP1B [ #E 1] P84 5C 52 o I PP A1 S b fofc o Al S 07 L €5 (M) S A0 O JUL AT L2906 5
A7) o A L R A U (LDH) O WUNUES EE (1 (¢ Tn'T) BB SIS ALERF (SOD) (T4 407 (ROS) AN [ (MDA ) K254k . i
ATMLAK I WA T O . SR AU A 3R] M O OLAE A miR-204-5p %3k , /2 #F PTP1B ik . PTPIB &
miR-204-5p M HESE , miR-204-5p 7] G4 4% PTP1B (363K o 5 5 404 B 000 =5 10 44 40 LA 36, B AIK SOD /K SF-, #1255 LDH
ROS Fll MDA 7K A EAR MU T 1 2638 miR-204-5p 7] [AfIk LDH . ROS Fll MDA 7K, fi 41 Mo 77 35 , AR A0 B 04 12 5 i ik
PTP1B 7] {73 Il 55 miR-204-5p ixf 28 35 % it 480 &2 40175 500 LA B0 O R A Ak W B 52 R . 88648 miR-204-5p 38 2 48 1] T 1A
PTP1B 4.0 WL A AU AR 8, A2 1E A A3 St AR T, X0 LA B R R4 1 FH o
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Effects of miR-204-5p targeting PTP1B gene on oxidative stress of rat cardiomyocytes

induced by hypoxia/reoxygenation and its mechanism
LI Qiong, WANG Lei,GAO Bo
Author Affiliation:Department of Cardiology,Hanchuan People’s Hospital,Hanchuan,Hubei 431600,China

Abstract: Objective To investigate the regulatory mechanism of miR-204-5p on hypoxia- reoxygenation-induced rat cardiomyo-
cytes oxidative stress.Methods Rat embryonic cardiomyocytes H9¢2 were divided into blank group, hypoxia-reoxygenation group, hy-
poxia-reoxygenation+ miR-con group, hypoxia-reoxygenation+miR-204-5p group, hypoxia- reoxygenation+miR-204-5p+pcDNA group,
and hypoxia reoxygenation+miR-204-5p+ pcDNA-PTP1B group. The expression of miR-204-5p and PTP1B was detected by qRT-PCR
and Western blotting. The dual luciferase reporter gene assay and Western blotting were used to verify the targeted regulatory relation-
ship between miR-204-5p and PTP1B. Cell survival rate was measured by MTT assay. The levels of lactate dehydrogenase (LDH),cardi-
ac troponin (cTnT), superoxide dismutase (SOD), reactive oxygen species (ROS), and malondialdehyde (MDA) were detected by the kits.
Flow cytometry was used to detect cell apoptosis.Results Hypoxia-reoxygenation significantly inhibited the expression of miR-204-5p
in cardiomyocytes, while promoted the expression of PTP1B. PTP1B was a target gene of miR-204-5p, and miR-204-5p negatively regu-
lated the expression of PTP1B. Hypoxia and reoxygenation significantly inhibited cell survival, reduced SOD level, increased LDH,
ROS and MDA levels, and promoted cell apoptosis. Over-expression of miR-204-5p could reduce LDH, ROS and MDA levels, promote
cell survival and reduce apoptosis. Over-expression of PTP1B could partially rescue the effects of miR-204-5p on hypoxia-reoxygen-
ation-induced apoptosis and oxidative stress.Conclusion MiR-204-5p inhibits oxidative stress, promotes cell survival, and inhibits
apoptosis by down-regulating PTP1B, thus playing a protective role on cardiomyocytes.

Key words: Myocardial reperfusion injury; MiR-204-5p; The protein tyrosine phosphatase IB(PTP1B); H9C2 cells; Hypoxia-

reoxygenation; Oxidative stress
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PN T ARG T B O WU B o AT, — L
LB PR S, 2575 | RESCo JUL AR b ST 1y 8, 5 B804 i
PP T " ITARR , BOR B2 U R W], U
RNA (microRNA , miRNA ) {235 K 5 AN Z Flls
MBI A K AR A S A5 . miR-204-5p
T ANZE YL (01K 9921.12, Xiao 25 BF 58 & I, B4R
BEES O miR-204-5p %35 F I, miR-
204-5p i it 1] [ WA OC 8 1 LC3- 11 4 sk i 2
S50 LA B W 5 A, Qiu R SR R I,
miR-204-5p i 1< 94 5 T BRI Y 8 1 1 (Silencing reg-
ulatory protein 1,sirt]) /51 H W , {47 HOC2 2 il
B 32 B UL A S o SR, miR-204-5p X ikt
A AT T RO LN A 5 iR AL
A TR B BH o ASBIF ST LA ILAH i dke 4 52 S ASE AU AL
PUAMI L, 5 76 M miR-204-5p Xt 4 2 A 5
T O AL LA R ORI 8 T B S e R
B, U R ARG T AMI B AT L

1 MREF*®

L1 SRBed# KREURAG LAk HOC2 I T I
T v R e LAY 8 R ) DR 04N A 5 MTT 359) 4 0 1
5 [ Sigma 23 7 5 98 ' R M- PRSI 1850 4 1
4 [ 2 5 Promega 23w 5 FLIER I = 4 (LDH) L LA
B5 2 11 (cTnT) | AL B AL T (SOD) (3 14 S e
(ROS) HITA 8 (MDA ) K0 120 & pi s 2B T
FEHFFE T s PCR 51 % . miR-con . miR-204-5p mimics
pcDNA | peDNA- 2K [ Jit i 24 B2 % B2 it 1B (The pro-
tein tyrosine phosphatase 1B, PTP1B) & WT-PTP1B #/l
MUT-PTP1B 4G EE A 7 1y b4 T w) e it
FEEEX AR 1 V-5 5 5UR 94 ' & (Annexin V-FITC)/fiit
APIBE (PD IR & TR R AV RHCA R A
] 5 Trizol 57 11 western A0 &3 F ) F [ 28 = K
N H] A AR I A D1 (eyelin D1) (B 41k LR -2
(Bel-2) Fl Bel #H 56 X (Bax) &5 FUUE 1 H0id T 52 [ San-
ta Cruz A7) ; 5l PTP1B LK1 T Abcam /A &l ; HRP
Fric B EPT R AP B TP T U 8 A A
Lipofectamine™ 2000 4 F Invitrogen /A ]

1.2 X®HE

121 HOC2 wAuzmiash A B AR ey 2
B DMEM $5 75 56 (£ 10% i 4 175 A 1% 5 #E 5 R
TR TE 3T “CF 5% S Akt i) 4 I 35 5246 rh 35
F¢ HOC2. H5 HOC2 41 fifd % 37 A& 4 Fo B DMEM
BrFR Ak B T O E R IR A T R IR 6 h, S AN Al
BB DMEM 1537 26 5 ML 3R 6 h, AR o i
82U s RGATA AL B HOe2 4R PRI N 2S FH A .
122 mjaskffe i o m WX U8 ) HOC2
20 M, 43 5B miR-con, miR-204-5p mimics 5% 4¢ &

HOC2 4, 5 e B e 4 R < 1.2.17 Jy gt AT Bl =
AL B, A3 BRaC R i 4 2 4 +miR-con 4 (B R
A +miR-204-5p 4 . Je 2L gm ol ik — 20 Bk miR-
204-5p J2 18 i 5 PTP1B 2 1k #1522 Wi i 48, 42 41
75 S 100 WLAR I S AR B, #F miR-204-5p mimics FlI
peDNA 56 Y 25 HOc2 2 i, 347 ik 4 52 S A B S
Fric b Bt 48 2 4 +miR-204-5p+peDNA 41 5 ¥ miR-
204-5p mimics Al peDNA-PTP1B % ¢ 25 H9c2 4
JH, AT AR S SRR 3RS B e ol Bk 4R A AR+ miR-204-
5p+pcDNA-PTP1B 4 . % 4 J5 1% 2 B Lipofectami-
ne"™ 2000 fff FHUEHA 45

1.2.3 SR F 184 F RS B4E X2 (qRT-
PCR)#& @ JH Trizol ¥ £ B HOC2 40 i £ RNA, J
5B L cDNA, DL ¢cDNA AR il % qRT-PCR [N,
K&, b9zt 2 2 B PCR A I miR-204-5p Al
PTP1B mRNA [RAHX}FiE & .

124 RAEFEHIREAREEE  TargetScan Hill &
P miR-204-5p 55 PTP1B 31 4 3° -UTR FEAE 4SS & f
B BB A A NS PTPIB3 -UTR F B a cDNA
AT FR B 5 5L P 4 A4 HE WT-PTP1B \MUT-
PTP1B. 43 % ¥ WT-PTP1B. MUT-PTPIB 5 miR-
204-5p mimics 54 YL 2 HO2 AN, W HE 5 YL 48 h
2 -0 2 5 2 4 L 2 O ZR R 1

1.2.5 w9 ¥ REAR Rk M8 R M L & (MTT) 45
M 2m e G A WOAE A AR EAE K HOC2 41, 241 i
FERP 2 96 FLH, BEFLINA 10 wL 59 MTTRF) (5 /L)
WEE 4 h, 7 L3, 14 LI 150 wL Y DMSO, #i&
¥ 10 min, F1 FH B ASOR U 4L 490 nm A % 5 (L
(OD) , 20 FLA7 35 % (% ) = (Rh FRAL OD/XT B 41 OD) x
100% .,

1.2.6 # % LDH,cTnT.SOD,MDA ROS K-+ 4
JEL A A A B SR A0 I SR, 3R] A U
BAGIN LDH o TnT &2 . RIS I8 4% 2 HOC2 41 it
JNA RIPA 240 , vk - 24 % 30 min, {IRIE T 12 000
v/min 7% 3 B0 15 min, WA VW, #2 BEGR & il
B 45461 SOD \MDA . ROS /K F-,

1.2.7 AKX e K4 e = H Ixbinding
buffer 1 & 4% 2H 4 Jd 4 4% FHVR B2l 1}10° /2T
HUS wL Y Annexin V/FITC AT 10 WL () PTI AK N
AF] 100 wL 2 M2, BEEIE R 15 min, £MI 1%
binding buffer 2 500 wLJi, T 1 h 5 _EALEI

1.2.8 & & J¥Pif 7% (Western blotting) #]  RIPA
ST A A A S R T, R 30 pg 2R R A
17 SDS-PAGE HLIK , 28 10 1 57 S B0 B W0 4 8 A1 )
A& 15t (1:500 7 B ) B N2 B-actin — P
(1:1 000 % B ) , PEAR )5 , A T 42 (1:2 000) , fh2%
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RGN B B R R G40 IR Image J 4K
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1.3 it A% I SPSS 19.0 #4748 312440
BRI x + s o PGB 1 FL AR o 46
5 Z B0 R B R R 7 22 00, A ) 2 LU 3R
K HI SNK-¢ K556 . P<0.05 Frm 22 7 Gt 5 .
2 #R

21 BREE S EE O AL A & miR-204-5p A
PTPIBRZER SZ ALK, A E S 0N
21 it miR-204-5p # 35 F Ik, PTP1BmRNA 1 PTP1B
EHMFIETHR (P<0.05), WWE LAIE 1,

1 A AL WL A S M miR-204-5p
FIPTP1B Fih/x +

20 51 o miR-204-5p eip PTP1BZE 1
AL mRNA

= 9 1.00+0.09 1.00<0.13 0.31+0.05

s A A Al 9 0.2120.04”  6.74+0.58"  0.76+0.08"

(8 24.06 28.97 14.31

P1E <0.001 <0.001 <0.001

D558 41 L, P<0.05,

3 4

2 ———
- -

1 1—B LB 1 (B-actin) ;2—PTP1B;3— 25 [94H ;4— Bl B
A4l
B 1 Ko ULgnf PTP1B & Rk

2.2 miR-204-5p #B [ i = PTP1B B R iE  Tar-
getscan F il £ miR-204-5p 5 PTP1B J¥ %1 ) 3° UTR
FEAERR oS4 A s, VLRI 2A . 24 F 1 miR-204-
Sp#eik)a , FE YL WT-PTP1B 4 3 UTR R 45 JL R0 L
41 16 19 7 o 2 IS 1 B E R B (P<0.05) |, T % G
MUT-PTP1B ) 3” UTR $2 5 %& B0 LAR IR 28 6 R
it 5 1 O 2 8 4K (P>0.05) , W2 2. 24 |4 miR-
204-5p ik , L LA R PTP1B & 1 ) 26358 i 3%
R A 5 24 F 93 miR-204-5p %2 35 )5, O UL 40 JE vh
PTP1B # [ 1Y 235 .3 15 i (P<0.05) , UL3E 3 FA]
2B. 4275 PTP1B /& miR-204-5p AY#E KL [H] , miR-204-
5p Al A PERE PTPIB 1261k .

2.3 T FRIA PTPIB i# % miR-204-5p 3R & & & 4b
BiFSMONMEMISENIE 525 4HE L, B
S S B B A O LA R Y A7 T L £ 2E PTP1B
Feik , W Cyclin D1 3k, {2 #F LDH Al ¢TnT 1Y B

PTP1B 3'UTR-WT §' CACGACUCUUCCUGCAAAGGGAA 3

miR-204-5p 3' UCCGUAUCCUACUGUUUCCCUU 5§
PTP1B 3JUTR-MUT 5 CACGACUCUUCCUGGUUUCCCUU 3"
3 4 5 6
2 - — | —

e —— —

W 1—B L3I 1 (B-actin) ; 2—PTP1B; 3—miR-con 21 ; 4—
miR-204-5p 41 ; 5—anti-miR-con ZH ; 6—anti-miR-204-5p 41 .
B2 miR-204-5p § [ 45 PTP1B Y4635 : A Jy PTPIB Y 3  UTR
AT 5 miR-204-5p HAMYRERIT 51 ;B A0 LA PTPIB 2R 1
(T

K2 POCREMHE L /x + 5

20 31 WEERE WT-PTPIB MUT- PTP1B
miR-con 4] 9 1.00+0.09 1.46+0.12
miR-204-5p 21 9 0.35+0.05 1.52+0.15
i 18.94 0.94
PiH <0.001 0.363

£3  miR-204-5p 1A PTP1B % HK A /% + 5

2551 G2/ € PTP1BZE [
miR-con 41 9 0.3120.04
miR-204-5p 4 9 0.06+0.03"
anti-miR-con 2] 9 0.29+0.05
anti-miR-204-5p 4] 9 0.450.06%
FiH 109.22
PAH <0.001

D5 miR-con 4 HL#, P<0.05. 5 anti-miR-con 4 4%, P<
0.05,

5 5 B4R 2 S +miR-con 4 A 1L, Bl 48 2 A +miR-
204-5p 4.0 LA A7 37 5 1 25 T i, PTPIB KRG8 &
i W EFRIL, Cyclin D1 25K B TH i 5 B A+
miR-204-5p+pcDNA 2l HL 44 , 48 & 48 +miR-204-5p+
pcDNA-PTP1B 210 LA A7 7% 5 1 25 B A%, PTP1B
FeIAFILDH & & 1 3% FH i, Cyclin D1 3835 W 35 %
fik, LDH Fl ¢TnT & £ 1 25 F+ %5 (P<0.05) , L3 4 Fl
K3, DL RSG5 ERI], Bl A2 S0 Ah 2T b 35 4 a0
WLAR JLAE 5 | 1 miR-204-5p 18 1 F i PTP1B A2
O LA B o

2.4 TFRIEPTPIB %% miR-204-5p X & £ & 4b
BESHOCIARSEEENZEm S5 440
B, A SN B O ULAR I ROS 7K i 35 2
SOD {f 77 . & FAIL, MDA &8 B 5 T s S a2
48 +miR-con 21 HL#5 , it 60 &2 % +miR-204-5p 41.0 Il
4 SOD i 1 i 3% T+ 81 , ROS /K F ik 3 B I, MDA
i E R AR 5 B A B S +miR-204-5p+pcDNA 21
A, B4 4 +miR-204-5p+pcDNA-PTP1B 4.0 L
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R4 FYmiR-204-5p i Bl SR AL TILC LA BEAFIS %o/x = 5

GV}

2H 5 Vo PTP1B Cyclin D1 LDH/(U/L) cTnT/(pg/L) ANMLAF 5 1%
ZSHU 9 0.27+0.07 0.75+0.06 480.76236.96 0.26+0.04 100.0026.80
B A 9 0.81+0.05" 0.34+0.03" 895.91x51.84" 0.73+0.08" 55.99+4.69"
LA S SR +miR-con 41 9 0.78+0.04 0.31+0.04 850.83+62.11 0.75+0.09 52.72+4.59
i B 4 +miR-204-5p 41 9 0.42+0.18% 0.56+0.06% 629.63+54.59% 0.42+0.05% 78.37+6.48%
{45 52 4 +miR-204-5p+pcDNA 4 9 0.46+0.18 0.61+0.05 657.84+56.76 0.44+0.06 78.89+5.74
B4 2 4 +miR-204-5p+pcDNA-PTP1B 21 9 0.61+0.18% 0.38+0.04% 721.85+55.49% 0.63+0.08% 61.23+6.28"
FIH 23.09 120.43 72.98 72.16 85.49
PAH <0.001 <0.001 <0.001 <0.001 <0.001

@57 (UL iR, P<0.05. @5 HA R S +miR-con 2111 LA, P<0.05, B 5 HU4AE A +miR-204-5p+pcDNA 4117 H4% , P<0.05,

4 5 6 7 8 9

3 _--_—-

D e o ——
1 e e <——

e 1—B LBl & H (B-actin) ;2— 4L JE & H D1 (cycelin D1) 33
—PTPIB;4—25 H4]; 5— B A 5 4L s 6— Bk U 5 S +miR-con 41 ;7
— B AU A +miR-204-5p 21 ; 8— (i 4 & 4 +miR-204-5p+pcDNA 4 ;9
— B4 52 S +miR-204-5p+pcDNA-PTP1B 41,

B3 KoL Cyclin D1 & RS

4 S SOD 3% 1 A% , ROS /K - Wk & H v , MDA & &
FFE (P<0.05), W 5. 45 EW, A ZATIES
U JULZH B A8 Ak 35405 , miR-204-5p 18 3 R % PTP1B %
KR ALY B SOD TG 1, BEAK MDA & & Al

YA PN ROS 7K, %o WLAH i 2A TR 7R

2.5 &R iIXPTPIB ¥4t miR-204-5p Mt E E |4k
BESHOIMEBATHREmM 5254 i, bt
A0 S A T B C LA Bel-2 2 ek, fe ik
Bax &1k 2 DAL T HEVAE R A+
miR-con 41 L # , Bl 480 55 48 +miR-204-5p 210> LAH Jfd
Bel-2 I Fi5 W ETHE , Bax & AR5 W FH 4K, 40
JRLE T2 3R FRAI ;5 B4R 52 48 +miR-204-5p+pcDNA 4
LA, 48 2 4 +miR-204-5p+pcDNA-PTP1B 4.0 il
A Bel-2 85 125K 35 R AIK, Bax 2 1 3R36 0 25 7t
L A TR TR (P<0.05) , R 6 Fk 4. L)k
ghE ISR S R AL BT S0 LA O T
miR-204-5p 18 i T 4 PTP1B 55 1k nl 411 il Sk 420 & 4R
AP S LA B R T

RS GEFIAPTPIB L miR-204-5p XT 45T U A 9O LA AR B B S M+
20 5] GBI € SOD/(U/L) ROS %S0 & MDA/(nmol/mL)
S 9 24.60+1.34 486.53+75.69 4.83+0.35
(V=R 9 9.85+0.87% 1486.24+162.087" 15.73+1.18%
Bl 2 A +miR-con 41 9 10.610.95 1557.26+156.86 15.35+1.78
Bl 2 4 +miR-204-5p 241 9 16.39+0.78% 789.57+93.62% 7.84+0.85%
{402 4 +miR-204-5p+pcDNA 21 9 17.46+1.27 726.75+86.45 8.13+1.09
48 53 S +miR-204-5p+pcDNA-PTP1B 2H 9 12.53+0.86" 1236.27+126.58% 12.21+1.32%
FiH 255.35 118.14 127.54
PE <0.001 <0.001 <0.001

D55 (4L R, P<0.05. @55 E A +miR-con 4111 [LEE, P<0.05. QL4 & F +miR-204-5p+pcDNA 41 1] [L3% , P<0.05,

Fz6 LY miR-204-5p PP B E A AL HL LA T-/% £ 5
24 5] -2/ ¢ Bel-2#H Bax 5 H LI TR %
e 9 0.67+0.05 0.21+0.04 5.57+0.72
A A 9 0.14+0.03% 0.85+0.06" 23.26+1.827
4 52 4R +miR-con 41 9 0.18+0.03 0.89+0.07 22.81+1.44
B E +miR-204-5p 41 9 0.45+0.05% 0.34+0.03% 13.66+1.35%
B S +miR-204-5p+pcDNA 41 9 0.40+0.04 0.41+0.04 12.59+0.96
48 52 4 +miR-204-5p+pcDNA-PTP1B 41 9 0.22+0.03% 0.57+0.06” 18.38+1.16%
FAi 237.52 256.77 249.22
PAH <0.001 <0.001 <0.001

Q5% (4l g, P<0.05. @5 A F+miR-con 411 L, P<0.05, 55U A +miR-204-5p+pcDNA 41 1] FL 4%, P<0.05,
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4 5 6 7 8 9

3- —
2 —--—-'

| ——— o ——

11— B WLEN & 11 (B-actin) 5 2—Bel 41 56 X (Bax) ; 3— B 41l il ik
R -2(Bel-2) 54—55 4 5 5— Bl AR R E 4L 6— Bt 58 2 S +miR-con
41 37— B A +miR-204-5p 41 ; 8— it 4 & S +miR-204-5p+pcDNA
40 ; 9— B4 52 4 +miR-204-5p+pcDNA-PTP1B 41,

B4 Ko NLAnfE b Bax F Bel-2 25 13255

3 itig

AMI I R A H WL O A R 2 — o O LA
JLH53 495 2 A A Sl P A 40 0 ) LA 20 4]
7 2 O WL AR o 3 4549 s o0 LR 0 9 K 1)
HERER  E2M OISR EZER

PEAER , miRNA 7800 10855 Hh (9 7 5 | e A
T4 B LR, AU FE miR-223-3p 7 Fl miR-210" 7E P 1)
VFZ miRNA 2 5.0 W40 A 000 W 3 45 A 7=
AL, Li ZE° 0 58 &% B miR-340-5p i@ i 98 45 Actl/
NF-kB 3 X il 480 52 4005 10 JULA L O 12 R4 Ak
N R R ER . BT, X miR-204-5p A9AF5E
B v e 40K, LA O A 0 TP VR T 2
2, Koyama 55" HFFY & I , miR-204-5p /& [ [
P SR 35 AL Z0 L e o 280 465 30 T 223K 1 75 FE TR 5 Yu
ANV IE Y 26 W, B IncRNA AK 139328 18 5 i 45
miR-204-3p F 3k , M fiCo LA A 1 e, AT O 1 R
/I B AL AR L/ FE-J8  A  5 IE A7, miR-204 38 120
] LC3- I %k dife i -8 T8 05 5 090 LA L B s B A7
HIVER . PTP1B &8 1 % S R i 12 I 5 I 1
Z— AT O A LU, 50 A B % )
FHOEM S PTPB SR 8 o 1817 41 i 1 v mT 3 B
T N | S 0 LD RE RS . PTP1B i 2 034
ADP BRI S0 = DL IS & 715 5 5 S0
AR A, miR-135a 18 1 4 [5] PTP1B X K Bl
O LB I P O B A R E R . AR B
224301 R, PTPIB J& miR-204-5p W 7E $L 3L 4, {1
miR-204-5p BE 5/ 5 PTP1B & ik i 425 bk 48 2 A i
SO LA LA 7 3R A T R

A S B SE A I T i AR A AU B Y 0 LA
H miR-204-5p Fl1 PTP1B () £ ik , 25 R WoR , 4 2
S4B AT ] miR-204-5p 2635, {2 i#F PTP1B £ ik .
HE— 2 WF 5% 4IF 52 miR-204-5p 1 #U [ Pk 9 45
PTPIB (% 3% 35 , T /2 #E Ml miR-204-5p i i T~ 14
PTP1B 2 5 X 48 2 40175 5 0O UL 400 ST 1 )
PEEE . MO WU & AR LDH AN ¢ Tn'T BRI 8
B, 38 A A6 0 4 B 15 57 K LDH 1 ¢ TnT /995 T 2%

RE NS AA S50 4 B 5 45 A2 2 . ROS & 5| 2 A Ak
NP B, AN S R A M, s
P4 MDA 1Y 2817 MDA & 5 a] Dz 48 1 ph 5L
Tt 5| A Ay 200 L RS0 05 1 7 R L IR N
K, TE AR AT B0 LB 5 7R ROS ATMDA fY
KT, B A AL B AL il SOD 16 MERRAR . AHF
U, BUE R AA )R, O LGN R A, 40
VEWC LDH Al eTnT &5 & & 2 T, 41 ) MDA
FIROS /K- i 25 T, i 4 S AL ) B AL B SOD 7K
0 25 A, 4 B YA T 0 5 17 - 98 miR-204-5p A]
DAGE 20 LA BELAE 5 , 9] LDH 1 ¢ Tn'T YRS, 31
il 20 L P MDA 1 ROS 7KF-, #4111 SOD 7K -, 0 4 ikt
AREE ST . seoh, AR Bt Rk
PTP1B 7] 343 130 % miR-204-5p X0 W40 it 484k 7
PAMPAT- AR . X e85 IR I, miR-204-5p i i
H#[a] PTP1B 2 35 B A% LR 3700 JUL 20 i 4 32 Bl 48 02 24
s AR ok e ST E= R A R @8

&% 3k
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HE: BH FTREERSE RNA RS 2055 52 AR (HULC) TEFLIR R 2L U 08 MR 3L, Fiik 1EHR20134E5 H 2=
20154F 5 3 £ 5 BRI o0 B2 B FLARBH T FARTRYT HLROR 72 8 ZLIRER R A 112 49], SER 50l e 2 PCR AN 2L AR A 1 3 7,
JRAZIH HULC ik I A FARIE 1 dIFIGREDT , BT # L H 191202045 5 H 31 H , DIBET VB W28 B 04, id sems N ZEAERTTR]
K H Kaplan-Meier ¥ #EAT AEAE 38T , SR FH Cox A UK [ I AR A3 B S il FLIR SRR A TS R I &R . R FLIRE A4
HULC FiA &8 4 (2.27+0.18) , i T IE# FLAR AL 4119 (1.02+0.08) , 22 5 Gi it X (1=67.38, P<0.001) ; R[F| 4L 412450 9%  TNM 43
01 MRS5S ER R Ki-67 M FLARS 20 20h HULC ik 1 22 B G223 3L (P<0.05) s AFLIREE 2 HULC KA E 1) P {8
FrFHA KA A AEGE A (n=29) Al 5 ik 2 (n=83) MNFIA AL N A AT ] (52.72+3.06) 1 H |, SAEAEF N 82.76% , 15 4%
IRZRE A 435010 2R (35.51+2.25) 1 H F136.14% , 25 AT St 22 2 L (x*=15.16, P<0.001) s HULC 2 35 J25% M ZLAR s A Tl 1
37 AU R 26 [ HR=5.249(95%C1:1.965 ~ 14.024) ,P<0.05 |, 45t FLAMEALIP HULC Fik BT, vl BE R 2R 1
YERTT S5 T ZLIRER IR | FL 52 mos AT 9 XU B 32 .

KR FUMRME;  KEEIRGAD RNA S RN RA . IR EIER; TS Cox LA AU [l )3 45

Expression and clinical significance of long non-coding RNA HULC in breast cancer
YUAN Xiaosun',ZHANG Lei',MA Huili',XUE Yongfei',LI Changsheng',ZHANG Jingwei',REN Zhonghai',
ZHANG Tengfei’

Author Affiliations:' Department of Oncology Second Ward, Nanyang Central Hospital, Nanyang,Henan 473000,China;

*Department of Oncology, Zhengzhou Central Hospital, Zhengzhou, Henan 450000, China



