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L2016 4 11 A £ 2017 4 10 A K208 69 245 6] 2 % KRB BRAAR(PCL) B ACS B HAEATF 3T £, AR
A2 miR-129-5p FAM ACS & & UG 69 AR BT & (0. 92) ¥ 5 4 & miR-129-5p 4L (n=109) Fefk miR-129-5p 21
(n=136), FKJA %% AL E PCR AN &2 miR-129-5p M5 KA E H oM E L ACS BEFEH XA, £8
245 %) PCL J& ACS %% 74 88 #1(35.92% ) X A £ &R R & % FH (MACE) . £ miR-129-5p TR ACS %%
J& 85 ROC W & T @R SOk 45 1 AR AT 5 5 %) 4 0. 873.79.55% \77. 71% 0. 92, & miR-129-5p 41 %
# MACE % %4 % 3 T4& miR-129-5p 41, £ F A %3 5 & L (P<0.05) ., # miR-129-5p 281 & # ¥ 15 4 7 B & 4K T4
miR-129-5p 28, £ 5+ A %t 5 & L (P<0.05) , Cox B2 547 2 7 1% bk FLE M AR 9% 9% | £ 8 F 4 5 3% miR-129-
5p 5 ACS B &TUs EAa %, & miR-129-5p 5 PCI & ACS %7 % 4 %4, 40l fo 7% miR-129-5p K -F A
BT TREFFEHL,
[FEHES] R4 [ XERFRIRAE] A
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[ ABSTRACT] Aim  To investigate the serum microRNA-129-5p (miR-129-5p) level and its significance in patients
with acute coronary syndrome ( ACS). Methods 245 patients with ACS after percutaneous coronary intervention
(PCI) admitted to our hospital from November 2016 to October 2017 were selected as subjects of study.  According to the
optimal cut-off point (0.92) of serum miR-129-5p in predicting the prognosis of ACS patients, the patients were divided
into high miR-129-5p group (n=109) and low miR-129-5p group (n=136). The relative expression of miR-129-5p in
serum was detected by real-time fluorescence quantitative PCR, and its relationship with the prognosis of ACS patients was
analyzed. Results Major adverse cardiovascular events (MACE) occurred in 88 cases (35.92% ) of 245 ACS pa-
tients after PCI.  Area under curve of ROC, sensitivity, specificity and optimal cut-off point of serum miR-129-5p in pre-
dicting the prognosis of ACS patients were 0. 873, 79.55% , 77. 711% and 0. 92, respectively.  The incidence of MACE in
the high miR-129-5p group was higher than that in the low miR-129-5p group, the difference was statistically significant ( P
<0.05). The median survival time of high miR-129-5p group was lower than that of low miR-129-5p group, the differ-
ence was statistically significant (P<0.05). Cox regression analysis showed that chronic obstructive pulmonary disease,
left ventricular ejection fraction, and miR-129-5p were closely associated with the prognosis of patients with ACS.
Conclusion MiR-129-5p is closely related to the prognosis of ACS patients after PCI, and the detection of serum miR-

129-5p level is helpful to understand the prognosis of patients.
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ﬁ i ’U( fﬂj ﬂiK ﬁ\ A 7k ( percutaneous coronary
intervention, PCI) , H 19 /& 240 35 0> UL A% 2P B i
B, B ACS FRFFET SR BRI 28 35 7RI A B
Vit R RS T IR ATAT A S 3R 0 B R AR R AR
L3 1ML % 5 4 ( major adverse cardiovascular event,
MACE) , /™ 5 52 i J8 35 U5 &2, I 4R R, ACS /&
B TE PG — B2 I R WF T RS LTI, PCI
J& 1 ARHEAT AR Bl bk i S A A S PPAG R TS 1
B7 ik ABER S 5 AT RE N R b k2, R AR BLAE
FIE 2 DAFR J J8 38 n] BEAS E AT M I0UAG: A, X T il
SR TS R AT I 45 An B BE PR I
ML EEE R C RV ) R D- R AR AR i
FIRARTN ACS HFE MBS, B C v A
5y 5 JARENESIA Y 52 Wi, 17 I FH ] ] DR AR ST 1l /)
B2 Al 8 D- "R SE = LA I ACS f&
B TR R A A R PRI PR 20w R
FAEARIC Y, T ACS B3 TS PEAG . ACS
(4 9 5 Bl K ks A Rl A 5 DA G L A8 1 3 WL 200 i
S GE A AR Sh ko A R AR Y 3E R L 15 ACS 1Y
KA RET . /N RNA-129-5p ( microRNA-129-
5p,miR-129-5p) LB UFSE Al i@ 4 WntSa 15 53 % 4
LA - WL M 5 2 HED miR-129-5p
WHES S ACS R AR BT A, {1 OG T miR-129-
Sp £ ACS BHE IR B S ACS BF TS 15¢
FEARWARIE , e, 2B 5 IFEABEST, LU R PP Ak
ACS (B BUR SR BRI,
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1.1 —fE&#EN

HH 2016 £ 11 A ZF 2017 £ 10 A & % kb 0
245 ] ACS B HE N HF R X4, HRAE ML iF miR-129-
5p Tl ACS = T J5 o 5 £ AL W 4% (0. 92) H H 4
% miR-129-5p 41 ( miR-129-5p =0.92,n=109) 1
K miR-129-5p 41 (miR-129-5p<0.92,n=136) ,

MNATHE (1) ACS B BT AF A & AR 2 ik 4
EAEAD B Dy W) A AR (2) Wk L
K ACS; (3) NA R A Z AL /NR BT 5 (4) K
24 h WAL (5)HEZ PCL BT ;(6) 5 E sl F
B, BB (1) A BEME; (2) T %
WECIL AL /N 25 4 67 SO 8 (3) A F B
SREARGER AEEEREERE;(4)mEF K
ER(5)T6 ANEZXEMmi;(6)#3 AN
BZIAAMRFAR;(7) H A E ;(8) H T KB,

Kl PASS 15 S F#HATH AR E T &, # 3T Log-

Rank 3% 8 2 414 7 0 3] 2 57, e 5 % 245 # &
FHA A «=0.05 ) 2 F AP THRRT 90% i1 #
BB 2 7, iR RINA 12 A, K17 24
F % 88 ] X £ MACE Bf #AT R A 90T, KA R
BRRREREFHEE RaHE,
1.2 #RHE

Y S N e B N N ) N
JE B g E | A R 8 M PR M R R RO
W XA M L 2T & A (glycosylated hemoglobin
Al,HbAlc) .o ALEF ( serum creatinine, SCr) | M & &
% (blood urea nitrogen, BUN) | & %0 i it %% ( white
blood cell count, WBC) /& & £ % .C R N & @ (C-
reactive protein, CRP) 72 /& E 4 i 7 31 (left ventric-
ular ejection fraction, LVEF) S
1.3 Ii& miR-129-5p 3T RIE 2K

K F LB 7K K F & PCR % (real-time fluorescence
quantitative PCR, RT-qPCR) £ | fi. 7% miR-129-5p #H
MEKE, HBEHNLE 24 h W E B # o 10
mL,4 °C 4 000 t/min #4015 min, 2% L B i, &
F-20 C k4, £ M, Trizol & 7| 48 B oL 7 # ty &
RNA, ¥ 2 pg 87 % RNA 7 % 20 pl K MR+, %
Ji PrimeScript X% % B K16 % 5K A B cDNA, & &
PCR ¥ %, K4 #:92 €C 10 min,92 C 30 s,
50 °C 30 s 3k ,72 C 30 5,40 /M3, GAPDH i
" . 5'-UAGCUUAUCAGACUGAUGUUGA-3", K [ .
5'-GTCAGTCGCTTGGGCTGT-3’, miR-129-5p IE [ .
5'-GTCGTATCCAGTGCAGGGTCCGAGG-3', R 1] 5'-
TATTCGCACTGGATACGACCCTTCT-3', LA GAPDH
H WS, R 27 it i F miR-129-5p A8 X &
rE,
1.4 F&if

KREY R WG %5 AT #AE#E MACE
FHRERR, HREHFE Y 2016 £ 12 A 4
H,# b B 5 2019 48 10 A 27 B, #E 4 A B 1
Ko MACE &% R AL 200 ALE 7L | f
ZEHE ABRERCERE,
1.5 ZItFEFE

R SPSS 23.0 it FHRAFHATRELE, M
MESQ A It ER B A ves £7,2 AF KX
AL FEAR R, TR B(%) R T, KA
7AW, A %R H I AE4FAE B & ( receiver
operating characteristic curve, ROC) 241 miR-129-5p
M ACS B # W jg WM&, % F Kaplan-Meier 1
Log-Rank [ % F [ miR-129-5p 41 % % ik &t ACS
BHTRBER, XA Cox £HF K % HE EH T
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B ACS EFHREWMEXE £, P<0.05 H ZFH
FitFEX
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2.1 ACS B#& PCI J§ MACE Z&1ER

245 5] ACS 23 PCI 547 88 i (35. 92% ) &'t
MACE , H:A F & O JILBESE 22 1] (25. 00% ) (A FaE
RS8R R AE 28 1] (31.82% ) . IfiL iz & 30
(12.24% ) CMEPEFETS 8 61(9.09% ), 1ML miR-
129-5p Tl ACS S U5 ) ROC 4T A (area
under curve, AUC) FEUREE Fe 5 AT 0 i
KL B8 K4 % Sk 0.873 (0.825 ~ 0.912) .
79.55% 77.71% 0.92 0. 573 (K 1),
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Figure 1. ROC curve of serum miR-129-5p in predicting

the prognosis of ACS patients

2.2 2 AELZEBLE

FRAE LG miR-129-5p Flil ACS £ 35 Tl 5 19
FEABT A (0. 92) H H 4324 5 miR-129-5p 4 (miR-
129-5p=0.92, n =109 ) FIfk miR-129-5p 2 ( miR-
129-5p<0. 92,0 =136) , 2 HTEAERE M) AR Fifs
B BRI | iR I 5 B I | A 0 A5 | 12 e B 2
PERTP G WA A 2R A2 7  HbAlc SCr,
BUN WBC J7 Ml #, 2% LGit#E X (P>
0.05) ;7EH 45 32 % .CRP | LVEF i lL#%, % %A
Giitee i L (P<0.05;% 1),
2.3 2 AFEERIER

= miR-129-5p 4 2 & MACE & 4 R 5 Tk
miR-129-5p #41 [ 54. 13% (59/109) It 21.32% (29/
136) ,x> =28.290,P<0.001 ], = miR-129-5p 41 &

H LA I TR T miR-129-5p AH AR (21 A It
24 H ,Log-Rank Chi-square=26.699,P<0.001;&[2)

®1. 2AELHFHLE

Table 1. Comparison of baseline data between two groups

& miR-129-5p fik miR-129-5p )
176%

A H(n=109) #l(n=136) P
(R 58.63+9.34  58.10%9.14 0.447 0.656
HPELBI(% ) ] 83(76.15)  101(74.26)

YL BI(% ) ] 26(23.85) 35(25.74) 0- 115 0.735

WEFSH(kg/m?)  25.22+3.24  24.89+3.16 0.803 0.423

BEIRIE (% ) ] 32(29.36) 37(27.21)  0.138 0.710

EE (% ) ] 73(66.97) 81(58.27) 1.424 0.233

FRIMEE #1(% )]  69(63.30) 91(66.91)  0.348 0.555

M MmAERLBI(%)]  14(12.84) 13(9.56)  0.666 0.414

ﬁﬁﬁﬁ%)ﬁ]ﬁﬂﬂ%ﬁﬁ 6(5.50) 5(3.68) 0.471 0.491

W AR 51 (% ) ] 60(55.05) 71(52.21)  0.196 0.658

IS (% ) ] 7.448 0.006
3z 45(41.28) 80(58.82)

Z3 64(58.72) 56(41.18)

PIRAEII[ B (% ) ] 1.976 0.372
:;f%%ﬂ’b”ﬂ 30(27.52)  28(20.59)
gﬁgﬁz%“ B 51(46.69)  65(47.79)
AREROER  28(25.69) 43(31.62)

WAL E [ B(% ) ] 1.806 0.614
e L 67(61.47) 88(64.71)

51 e 7 13(11.93) 12(8.82)
T AR 2 bk 21(19.27) 30(22.06)
EET 8(7.34) 6(4.41)

CRP (mg/L) 6.15+1.74  4.27%0.92 10.852 <0.001

HbAlc( %) 6.82+1.37  6.69x1.27 0.769 0.443

SCr( umol/L) 71.82+18.74 68.21+19.04 1.485 0.139

WBC(x10°/L) 7.05+1.83  6.74x1.72 1.363 0.174

BUN ( mmol/L) 5.78+1.64  5.65x1.58 0.629 0.530

LVEF(% ) 51.06+15.53 55.98+16.83 2.365 0.019

2.4 BWEACS BEFEHNEER

FEAEIS M5 AR T 48 Hl B PR | 5 L =
IURE G 10785 12 2 IEL S P it 00 R 9 288
# HbAlc,SCr.BUN,WBC %74 % %t . CRP  LVEF
K miR-129-5p 1EH BAE 44 A Cox HLIH R /0HT, 45
T 5 R WE DR IG | vE H IUAE 12 BH 2 i \CRP .
LVEF .miR-129-5p fJfE5 ACS BE WG IAER &,
PN AFRUE « <0. 10, B EHRHA Cox ZHER
O30T, S B 18 1 BH ZE P il 9 L LVEF )2 miR-
129-5p 5 ACS BFE TR VI (£ 2.3R3) .,
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Table 2. Assignment situation
0.8F iy T
P %=0,%=1
i oo IR R =04 =1
R SR F=0,4=1
o4 ik L H=0,4=1
ool i L B FE=0,41=1
' {EMR-129-5p8  IBMEMLSEMENAR  K=0,f=1
- 'mmiR-129-5pH
0.0F nﬁi f:o,ﬁzl
0 510 15 20 25 s S M0, %% =1
&EFRE(A) N
o o A ST Briaes B0 IURIE R R s
2. A miR-129-5p RIXE ACS B FH E7F 0T H # £k P TLLZE =0, ST B 25700 LS

Figure 2. Survival time curve of ACS patients with different

miR-129-5p expression

=1

R 3. B0 ACS BEFFH Cox EIEFHH

Table 3. Cox regression analysis affecting the prognosis of ACS patients

iz Cox AR R 437 Cox ZRE 37

HR 95% ClI P HR 95% CI P
LRI 1.305 0.734 ~2.289 0.158 - - -
531 0.776 0.386 ~1.537 0.481 - - -
R BFE 4L 0.628 0.322 ~1.273 0.552 - - -
Wi PRI 1.761 1.108 ~2.822 0.021 1.293 0.942 ~2.228 0.095
T I 1.265 0.690 ~2.204 0.196 - - -
1= i IMAE 1.507 1.028 ~2.483 0.042 0.873 0.438 ~1.963 0.190
G i 6 1.182 0.637 ~2.014 0.241 - - -
2 e B A Tt 1.842 1.172 ~2.863 0.005 1.585 1.042 ~2.273 0.043
2 A 0. 860 0.521 ~1.684 0.352 - - -
A8 B 0.962 0.537 ~1.740 0.314 - - -
i 0. 806 0.495 ~1.624 0.388 - - -
CRP 1. 665 1.062 ~2. 608 0.033 1.038 0.832 ~2.073 0.153
HbAlc 0.693 0.371 ~1.341 0. 490 - - -
SCr 0.838 0.514 ~1.672 0. 360 - - -
WBC 1.073 0.610 ~1.952 0.287 - - -
BUN 1.228 0.674 ~2.152 0.174 - - -
LVEF 0.427 0.346 ~0. 639 <0.001 0.613 0.493 ~0.406 <0.001
miR-129-5p 2.042 1.166 ~3. 182 0.001 1.722 1.065 ~2.419 0.008
3 W HEAFAE 4 4% ~5% [ ACS B K A0 U SE

ACS T PR R AN AR5 55 BEE R
ACS Kt I 2 FE A% 5 51k L DI RE BRI &AL, e 4
RV HATE 2 N R O Y T 25,

a0 ) B A MACE ™ AR AR 72 R B

WLEEZE A0 7 52 v 55 0 D) 8 AL AE R 500 LA i
RN S B VIAH G, Hor Iy RNA FE.C JLAH A 5% 5
J 7 3 A AR 2 A IR AT miR-129-5p
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YERH/N RNA G5 — B3, JL AT 157 i3 B 4 8 1 i)
S RS d VAN (1= € /i3 o4 = N7 W e )
HAMAN 2R 17 BRERE, 25 ACS WAL KR
AU ARTHRSY miR-129-5p 5 ACS HBHE TS
K FA 1 TG SCHRARGE | D AR 58 6 HEd b A 48 3

XA ST R, ACS R ARG 2
AEIN MACE &A% R 32. 6% , A 5% 3 4 %) %
% PCLIRYT I ACS A HEATREDT , T i /B FUS 1%
a5 R LB ACS & PCL J5 MACE KA E N
35.92% , 5 FiRFSRARIE  [AIEASBESEAEE T il v
miR-129-5p Tl ACS 3 il )5 19 ROC #h &k, 45 %
&I miR-129-5p Tl ACS H 3 5 i) AUC & T
0.8, miR-129-5p il ACS & Hin IR RE R
Hio EHIE— 2 B E miR-129-5p 4 5 miR-
129-5p 41 MACE &A= % 45 5L i 7% B miR-129-5p 4
BH MACE &A% T miR-129-5p 4, #L4h, =
miR-129-5p 2 V-2 4 A I T miR-129-5p 4,
FiREE R F I miR-129-5p 5 ACS [ )5 Al BE AT
TEER R, Mk — I8 miR-129-5p 5 ACS ¥
JEIER  SEH R Cox MIHAHTRZI ACS H & T
JE BRI Z 245 S W 18 1 BH ZE 4 il 2 9% | LVEF ¢
miR-129-5p 5 ACS 3 Hls 2 V1A G,

SEER 20 kR A B b B0 e %) JF B 5 I A RE v
DA 2 200 B bR L 40 L A%/ I 20 i S o L0
(1) S A OC R U, H o A8 7 LA AR 24 o B
Jk S RERE AL BEER ) 709 7 1L ST LA iR ) S
AR TR KA AN I AN I TR 5 Bl bk o R A
ARSI A TR, I EL I A5 S 1 LA ] 43 i i
e SEGTEAN M PR 7, AT A [ 4 W sk 55 4 W 1Y
7 2 I 0 A, 6 I A A R R B 32 A
A7, I X A2 4B B IR, 5 R 0 1 K Ak K R
JY A, ISV LA R A A B A R
AT 4 I 85 11 A2 (AR5 BN I, %2 o8 36 Kk 4t B, ~F- 1 L
£ PRI I 17 0 K 240 AN 8 25 e bR o ok s A i Ak
BEY  SEORC R IR A0 M SR A, SR Bt 2, i —
AANERE T, HeRTHE ™ BUESE miR-129-5p AT
I WntSa {5 538 [ R 000787 U206 ) 34
SEFE M, 2 56k B kRE A7 B U5, AT AT miR-
129-5p 18119 I L0 B 1 18 1, 38 i o5 & ot 4
PR B2 4B 118 2 2 I, 5 15 I 40 L 52 7 2 483 1) I 5
WIRAE SR B Ik BE Bl 24, fe & 3 30 ACS R A=
Kb, ST HG B AR BRHLHA T 0t — 25T

2 R 3% miR-129-5p 5 ACS #3415 %
2 Y], K miR-129-5p iAW &0 A BY T i B
MACE &4, ARWFFEII BN T — 2544 2 285 W D0 if 3

miR-129-5p FfIFRILRIAF ST , 43T miR-129-5p 5%
MACE F55 382 BEAL )
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