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[Abstract] Objective To examine the expression of circulating microRNA-92a (miR-92a) in patients
with ST-segment elevation myocardial infarction (STEMI), and the impact of percutaneous coronary
intervention (PCI) on such expression. Methods The level of circulating miR-92a was measured in three
groups of patients: 58 STEMI patients received PCI, 24 STEMI patients received no PCI, and 116 patients
with stable angina pectoris (SAP) without PCI. Results On the day next to admission, STEMI patients
received no PCI were found to have higher level of circulating miR-92a as compared to SAP patients without
PCI (0. 286 9+0.816 7 vs. —0.055 5+0.985 5, F=2. 438, P=0.121). Twenty-four hours after the PCI,
the level of circulating miR-92a in STEMI patients received the procedure was lower than those without it
(—0.032 41+0. 956 3 vs. 0.286 91+0.816 7, F=2. 054, P=0. 156). The SAP patients (without PCI) had
higher survival rate as compared to the STEMI patients without PCI (100. 0% vs. 75.0% P=0.001), and
the survival rate in STEMI patients received PCI was higher than those without it (89.7% vs. 75.0%,
P=0.088). Conclusions In STEMI patients, the expression of circulating miR-92a is up-regulated. PCI
therapy may suppress such up-regulation. Survival rate is higher in patients showing down-regulation of
miR-92a. Our data suggest that miR-92a might have potential for diagnosis and therapeutic application in the
prevention and treatment of STEML
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% RNA (microRNAs,miRNAs) 2 IFE R
AEREERBRETRE, Bl 18~24 MEHRE
BRERNA, REFARBMWEZEYSE. REAMR
B miRNAs#E A RNA %S ILRE &% (RISCOP;
miRNAs i % ZE Xk A RISC 35 B infi e
RNA (messenger RNAs,mRNAs) %55 4 3 8 #F W
A uR AR , A T A 48 L R RO 2350, mRNAs RfBE
BB R R RO R 3K, WA T B B A 4 b A
BEOWAR, #MAEAZSHABEMREEHET
BM, miR-17~92 B —#h £ K F B miRNAs
HE, 4i B miR-17, miR-18a, miR-19a, miR-19b,
miR-20af miR-92a, HHIZIXIK miRNAs 7
0 BE RO TE BR | PN B 40 G 38 7 % il W T, R
H,miR-92a 8 Je ¥ & B0 T DL o Py Bz 40
AK R AT . ERENER, S5 ELERE
B s PR P9 B AR AP 32 B0 38 2 B , miR-92a T LA 4 i ¥
BT R ; HL7e ki /) AR B P & Bl miR-92a ] DA
B A MRS,

ABFEh EEHHT B STEMI, BHEREE.L
2 7% (SAP) } & Bz 7R3 Pk A+ AR 9T (PCD 51835
miR-92a RIKWR R, T f# miR-92a &£ STEMI &
HZBRPHRIE, R PCI XE3F miR-92a REH
o, B9 miR-92a 78 50 7 G R B FH B 7T B .

1 BEEHE

1.1 FTFFEXTER . %% 20104E 3 AZ 20114E3 A%
FELEREREARERO WA AR, EREALA
AR B H STEMI B3 82 #i Kk SAP B 116 #,
STEMI ¥ Wik #8 . #4E 0 B K& KF 30 min; #
LA FH ST B E, BEASE>1 mm, M2
B >3 mm; BH HBLH & W 22K 32 15 S RLH 0 M
M RE. SAP REBLOLHEERENERE B
EUHREBREERAEBANLEEEL . AMRLE
ERCEZERSFNERBLE, BEHEBNE
AEH.

STEMI BE Bk 24 BB 16 B, & 8 B, FH
£ (68.58+12. 95) FIHEHRRIRE REZ LY
WRIT T A PCIIRITHh; A 58 BB 48 Bl &
10 B, P HI4E 8 (58. 34+ 11. 89) I B HE K& R IR
24 h WER PCIRIT, P 14 pifTme B RE
BAXBREAR, 116 5] SAP & B 838 #i, & 28
B, 5 B 4E # (61. 624 10.77) I BB W & 75 3R
miR-92a B, B ¥ RS2 PCI 897 AL BEBE
¥T 43k STEMI 17 PCI 3897 4 (STEMI+PCI 4),
STEMI k47 PCI 377 4l (STEMI—PCI £) X SAP

F4T PCI 597 4 (SAP—PCI #)3 4, 4 #H 1G53
miR-92a BYZE4L ,

1.2 BEFE

1.2.1 # ¥ . TRIzol & & W B & H Invitrogen
7 ), miR-92a, W2 3 [ snRNA Usé 3| B KA &
All-in-One miRNA % & 3 & B# &% X b (PCR) K #
R AW B 2B GeneCopoeia 2 &) , 40 Jfi 85 BE 2 B
¥ (Ficoll-Paque) W H & H Sigma A7,

1.2.2 5hA A8 40 i (PBMCs) 43 B : STEMI
BHEAREWITAR PCIEIT, FHITERH R
Sh ARk 10 ml(BP PCIRITJE 24 h ]R) , HAb &
HEHEABRERE R, 54885 FR0BERE
ZrrW (PBS)RSIfE, A 1.077 g/ml B Ficoll-
Paque 7 B B 0> 30 min, BUPRIFA WO AR
REBHAKE, BMAPBS HEBL, ERBREWH
Ficoll-Paque%> B ¥k .

1.2.3 3 RNA (tRNA)#li # . 7 PBMCs H i A
TRIzol Z4f# , 37 & 38 B — 2R (RNA.,
1.2.4 RERFIENRSEERB (RT-PCR)KE
M miR-92a:f# A All-in-One miRNA 5 # PCR #&
W5 &, e 0 B S MAEFTHAE , R P K Light-
cycler %YL B € & PCR X% H B9 2 H miR-92a
W IB AT R R R B R 95 'C 10 min,
95 C 10s,ZE% 20s &k 2 C,HEZE 72 C 10s,
FEHAT 40 NMEIF , FETEIF G R G B BEAT ISR B & 5
. BIEEAZNAER . A miR-92a ZEFIYF
5 % 5'-UAUUGCACUUGUCCCGGCCUGU-3',
snRNA U6 5| % J¥ 5]  5'-CAAGGATGACACG
CAAATTCG-3'; Y LW MM R LRI, FT
BEBEREFSRBCEH,UELHELREEH PCR
SRR ARE, RANEE ,HFENKEAS W
B3 A snRNA U6 Y LI kXt &,

1.2.5 %GEM RT-PCR &R - &4 1l
KRB ESNT, HRASENT WA, BEE
BRI miR-92a % snRNA Us %% & & RT-PCR
FHRBECRARZE B AHER Ce E)BBKE
SEHME A 2O miR-92a B RER,

1.3 &4 M. miR-92a R ¥ % & RT-PCR
KW 4 R K 55.403, HE K 95% 7 {5 X |
(95%CI) J9 32.370 ~ 78.437, f B 4. 880, ik ¥
27. 780, IEA&HR B Kolmogorov-Smirnova 0. 361,
P<0.001; Shapiro-Wilk 0. 386, P<<0. 001, 2 IF
A7, miR-92a R¥% F X RT-PCR RE LR &
Johnson ¥ ¥ J5 ¥ X 0.000 671, ¥I{H ) 95%CI
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3 —0.144~0. 145,/ BE — 0. 124, ¥ ¥ —0. 007, IE
AH R B Kolmogorov-Smirnova 0. 052, P =0. 20;
Shapiro-Wilk 0.989,P=0.233, B E& 4%, ¥
miR-92a )R 5B L2 Johnson ¥ #J5 B P{E &R
7N of# FH SPSS 17. 0 34 HEAT 247, HH BB A
CRE,HEFENUSBE L FREEG@LIRR, A
FRE,P<0.05 WZ2RAZI¥EX.

2 & R

2.1 BFH—-BEHKE miR-92a BEUE.Z18
7R, B STEMI+PCI 41 5 STEMI—PCI S 4E#¢ . &
o FES %, BL & STEMI—PCI 45 SAP—PCI 414¢
¥ & ¢ R AR BE £ AMI/PCI BiRPHMRERA
BB P<0.05) 5, 3 4 B H ) H Al i
KEIEHETHBER, 2 —BEHNTEEEER
W3 A REMEI miR-92a REFERGE O R, B
STEMI—PCI4 5 SAP—PCI & AMI/PCI & &

PCI B # ABE W H 7% miR-92a BEKFEHEF
SAP—PCI & (P=0.121), PCIJRJT 24 h &
STEMI + PCI R % & 3 miR-92a £ ik K ¥ F
STEMI—PCI & (P=0.156), &8 STEMI & #
&3 miR-92a 323534 ¥, PCI 847 7l f& ik STEMI
BEDE3F miR-92a ik,

2.3 miR-92a BEKFEHEFHERLBGE 1.
SAP—PCI & KB ERBER T STEMI—PCI
B#(P=0.001),STEMI+PCI B & N ERE
F STEMI—PCI B # (P=0.088), i STEMI—
PCI B & miR-92a ®iE K& F STEMI+PCI &
HM SAP—PCI B# . R miR-92a REKEHEH
STEMI @& KB 7 7E £ H T miR-92a REKEH
# STEMI &,

Fa HBFHREFHWILLLE

# miR-02a R 35 2 5 A G2 B X (P<0.01) 4, STEM%_T‘PCI& P ‘*’:(E’“%)” ?&t(‘“"f”
. 58 52( 89.7 6(10.3

RELHERBIRLIETX . 30 3 HBE—B STEMI—PCI # 24 18¢ 75.0) 6(25. 0)

5 B 4% 4 KR AL, JE PP miR-92a BIAREARA SAP—PCI # 116  116(100. 0)* 00 )

AT,
2.2 3 HBEIEH miR-92a Fik(FE 3) . STEMI—

¥ STEMI,ST Bt # % 2.0 JLBE 58, PCI, £ B iR 3h Bk A+ A 397,
SAP &8 E 8.0 8% ; 5 STEMI—PCI 4 b #,*P<<0. 01

£1 SHBRHERIERLLE

- e B ER>T5 W A3 (R (%)) BEEE S B s (R (%))
(A (%)) €167 T LA R T I FE b 2eY o AMI1/PCI 3]
STEMI4+PCI4 58 48(82.76) 8(13.79) 4( 6.90) 14(24.14) 30(51.72) 6(10. 34) 6(10. 34) 22(37.93)
STEMI—PCI# 24  16(66.67) 8(33.33)* 00 ) 6(25.000  18(75.00)* 0CO0 ) 6(25. 00) 6(25. 00)
SAP—PCI# 116 88(75.86)  14(12.07)® 26(22.41)®  30(25.86)  70(60.34) 4( 3.45)  60(51.72)%  40(34.48)

¥ ,STEMI,ST Bt 3% .0 JLBE 78, PCI, 2 Bz WAk 3h Bk S A 3697 , SAP 48 #3852 0.0 86 5% , AMT, & 4.0 LB 58 ; 55 STEMI+PCI 4 e
#¥,°P<<0. 05; 5 STEMI—PCI 4 b #,°P<<0. 05

£2 3HBE-BRINAEBELRFHIH P miR-92a ZFKHE (z+5)

- miR-92 p-1il ] miR-92a miR-92a
<15 ¥ 275 ¥ miR-92 HRiLE ERiLE A AMI/PCT & T AMI/PCI
STEMI4+PCI&l  0.04541.021( 50)  0.048:0.373( &) —0.04340.918¢30) —0.0204+1.012(28)
STEMI-PCI#  0.26640.648( 16)  0.328+1.134( 8)  0.286+0.816(24) —0.23940.911(18)  0.4314+0.458( 6)  1.2040.322( 6)  —0. 0180. 689(18)
SAP—PCI#l  —0.11940.987¢102)  0.444+0.857(14) —0.04240.952(90) —0.049+0.954(70) —0.06540.985(46)  0.041+0.987(60)* —0. 162:0. 984(56)

L HENE Johnson #4LJE KX REM ;miR-92a . 8 RNA-92a, STEMI, ST Bty % 2.0 ULEE 58, PCT. £ Bt AR 3Bk A+ A 4697 ,SAP.
0 1 RO 20 , AMT, 2 #.0 I 7E ;. 5 STEMI—PCI 4 b #,*P<0. 01; BB A WA, = a RN

%3 IHEEMEI miR-92a BEMEIFERFHE

415 B z s 5= M i 95%CT F1{E P
STEMI+PCI 4 58  —0.0324  0.9563 0.1255  —0.0698 —0.2835~0.218 9
STEMI—PCI # 24 0.2865  0.8167 0.166 7 0.2054 —0.057 8~0.631 8 2054 0156
SAP—PCI 4 116 —0.055 5 0.985 5 0.105 0 —0.046 3 —0.264 3~0.153 2 2-438 0-121

® lg‘ﬁjgg Johnson ¥4{L/E mﬁﬁﬁﬁilzlﬂﬁ oo dm R, R ER M, *ﬁ§,95%cf|95 %WEEN
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A 5% B~ STEMI+ PCI, STEMI—PCI &
SAP—PCI 3 4 B & — it K 3B KRB, W
3 G miR-92a RXEZE R EEETF PCI.STEMI
5 SAP,

Bonauer %17 FH i M 32 38 3 4 & B9 B AMI
BB R miR-92a k¥ ; Wu %1 R 37 5 3
HE I 3 B9 423 BY VI B miR-92a ik Rk . ABFIRLE
R BR,STEMI—PCI & % & 3f miR-92a RE B
SAP—PCI ¥R ¥ L, B/~ STEMI & & &3
miR-92a LM &, X 7 85 STEMI,SAP RHKHl
AR, A% miR-92a FEFHERA X,

SAP B # 958 20 L B DL 3h Bk PR AL (AS)
E, R HROK S, O JUSET SR 50 L 4R A 2
HSAP, WTFMABEAXNEBAEREHRE,
AR 1 B 67 9K B 5 VAT R B, B IR T R BLD
VS BERR A 50 B B AR 45 10 A W L EE O LR 4R
J138 W B0 PLE TR N . STEMI S & R
Frgh i 5345 = B8 A SR 3 Bk Gt k) 98 #5840 B
BSOS Ra bk i N - 'R, FEON
SR RENLE EER AS ERBHEFEM,
N [ 8 BE B 1l R TR A T A BRI i I B R TR . AS
T RRE—ANETIREN L2 SRR ERN, S
Jok i #e T B BEER P 42 5E R B AR E AR, F
Z STEM] BEFELBRRERIARZEN 1B
AR (B 20y TR P R Y S BB R , R dE R AL,
RRBR NERENBE TS REREFRATH
L 14 B A BB 4 B, BE T 7T BB 5 miRNAs 71§35
mREABS,

AW FRER BR STEMI+PCI & miR-92a
R LB STEMI—PCI B& T, %8 PCI 477 Rk
T STEMI B % BPE3F miR-92a 23K , Wu E £ 3
T B % 5 1 i Bk 3 BY VI3 T T 9 miR-92a BRK .,
miR-92a B B ) 1L 3 (4035 48 € B 2 it 5 Bk 3h 0
MIDERZAKEREHRKLTRERS AWK
H STEMI+PCI B & Hi B 77 3& £ & F STEMI—
PCI &% , 8] X B IEB R PCI ] B 3% 48 ¥ STEMI
BEFER, EHEEMR, AR P STEMI+
PCI B & & miR-92a RiEKFETF STEMI—PCI
B#F, H miR-92a KKK STEMI & & H Bt
RMFEEERTREKFEH STEMI B&F,#5R
f&*F miR-92a RLK V-7l 85 STEMI i 87 &M
%, Bonauer 2577 il & AMT B B 5 A [ o 6] &
Jk ¥ §f miR-92a MM, RIS X RAWE, KA

DT ERBE , O WURE FE 1 B B D, W T 40 R
A T SN IR B SR (lectin) FHE: M 38 £, ERE
BAERHRRBENHB . B miR-92a M HH
BT EFBNNESHE SR E, AL
B &3, miR-92a & P Bz 40 M I8 4 1 B T2 R A0
By, 20 JUL SR o B J St fke ot 6 /1 L 3 B B B op 3L
HmEEREAEHRBS, Wu % AB# KA
B4 R Ah 32 38 P & B, miR-92a i R IE W LA A
B0 9 PR B8 4k M 9 VA 8% R E F KLF2 iR &,
KLF2 R EREH R K M Esh B & X @ iEE
A7, miR-92a ZEH 3'UTR M& &M A BW
i, FORR B R B B — LR A 8 (eNOS) , IR
P& B (TM), I &4 M &% B 7 GWE) | JRiF i
B-1(FLK1) .BEREOMM-2(Tie-2)RERS,
kT B Y B h §B77, KLF2 78 mRNA BREEFEAK
L eNOS K& TMPY, T™M Rt & N EHHE
BT A EARETR ASRES, A BENH
REE, THARNCHAREEMNIAIBEONEZAR
ED TM #FR—FHEE AT, B S R
PA1 1 BRI REAT IR R 456, 5 A2 U I A 2
L RENLE-TM E&4Y, E4REF Ca25TF
BREESED C,IHFMEZ, R BT U M 8-
TM-ZEBH CH &Y, EHER CAAPCO)M, APC
EEHSHWSE5TFTREET VaMET Via, [ B
S EMFEREDWHENPAD, RERENRS B
fER . MBS TM 44 55 M 50 R 8878 1 %
5, AT IR /MR R SRR T 88, B I F S R F B
RAMERTVAETFE,XEHIENRER DA
BEHAEERDY,

% kPR, miR-92a 1R 7] BB AR b STEMI £ Bi
B BR L ERI A YRR ic iR, R A A TN ER¥
4 STEMI fE & B2, 12 % AMI & /& B 3 i e O R
5 T, LR AT T FRIGT B I PR 3E FHAME .
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DEREEREDHEERESMEEENRIERER . —WHEERAE

RTIEHEMEHRBLESIEMODS) B 28 d RAEEMMSAMOEMERBEN 4+ d RLOENBE , BEWNRAR
89 Ml MODS & #4T T RTEE#:AZ . 89 /il MODS B H S HAEH ¥ 5B HBFERAES RS 1 (APACHE 1 )#4H>20
4, ZRLOE LR E HERI2 MODS J5 60 min F 8L RRE, BFFEA BB R 28 d WX, RN 4d W APACHE 1 W44k
A EMB R, HESH COX MBS WEH LR ESRERMMEE, SREN.BR 284, FHEESRTENFHER
L34 90% 83 W /min F1 92 K /min ; B LR MET 90 W /min FIE T 90 I /min B8 28 d SRIEL L H18 32% 1 61%  FRFEEHY
ME B (OR) R 2. 3,95% AR X ] 1. 21~4. 36(P=0. 001) ; l£4h, R o~4 d, FA B E (FHEESRTEH) LEHHHA L
Ft, A5 ODFEXTF 90 I /min BRE/MTF 90 K /min X  FFFEA RIS, HFEXTF 90 K /min & MODS & 28 d WHREER K
My EREAE., MEFLOEERUELRRBELHERERY , BELBTEMEIRTOHN—ERF.

# F # , % 3% & (Clin Res Cardiol),2011-11-03 (& F &) ; 1 & , ¥ &

Z 0 E T HE R 80 — R K B Bk 55 BR 4 R B A R AR OB B I 0 n . — T B U R R

MEREETR M TIE 18 FREZARIBRFRBHAR (CABOHBREERFRARNTMGEL, ERBRZELZTIH
B & R CABG BF WS, H5EFHNRREXHXNRERNR M, RS RAET 1991 £Z 2008 £ 23 445 PIBE N
. ATHANBENEERFEBXN RN EEROEN, TFREEEESR 3 4.1991 4£Z 1996 4F 8 280 P8 #,1997 4
Z 2002 4F 9 801 4/ 7, 2003 4EZ 2008 4F 5 364 B H , L E R logistic BIHHABHFARNEAAREEHTINEE.
ZRBRERKRIEERM 1991 4EZ 1996 4E8Y 2. 4% F BEHI 2003 4EZE 2008 4E8Y 1. 2% (P<<0.000 1), B FAR . ELZTIHBA
4 2K CABG. fEI W  Zo# R ML EE , O IR 4k 5 JE i 0 Jh 3638 AP A M 5 A B TER  RBEF R (1991 4£Z 1996
EVHBNERFEERFAEE. 84R, AZERARHXNBRERVEAYNT AW, BN ELZIBALAZ
K CABG W B ERS , 5 HAN KRR RZE LA, XRHELZNBA LM R CABG X /& H 5 5 E 2% R
HEHEMNMEH, & % , % % 8 {J Thorac Cardiovasc Surg),2011-11-18(%& F &) ;¥ & ,F &

mMEXRBRFARERIN/SENSHURRANR K ESFERSFERENBELX

H B F i B KRB ACE)XEHA /B /D)NER R ACE M3k %4 7™ 50 5 58 25 15 PR 45 R 00 B W
MRE T, E i, BRI R BT T 2L AT SE b A R B A = Bk B B A B MR AR 186 1, iC R R
HRTRERR GEFREE ERE CEEBESS%;FNEMmME ACE FEH#MACE 8 1I/D #HEEE B EELRRE 284
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