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[ ABSTRACT | Aim To investigate the relationship between periostin ( PN) level and cardiac function, short-term
prognosis in patients with acute ST-segment elevation myocardial infarction (STEAMI) by detecting the levels of PN in pa-
tients with STEAMI and non coronary heart disease. Methods From May 2014 to September 2014, 50 patients with
STEAMI who were admitted to the hospital and treated with coronary artery intervention were served as observation group,
36 patients with non coronary heart disease were served as control group. Plasma PN levels and other indicators were de-
tected in the two groups. Patients in the observation group were followed up for 6 months for clinical endpoint events.
Data were collected for statistical analysis. Results The PN level in observation group was significantly higher than
that in control group (45.43+40.10 mg/L vs 10.25+11.64 mg/L., P<0.0001). The PN level in observation group was
positively correlated with Killip classification (r=0.531, P<0.0001) and negatively correlated with LVEF (r=-0.342, P<
0.05). After 6 months follow-up, the PN level in observation group was positively correlated with the incidences of unsta-
ble angina, heart failure, and complex clinical endpoint events (all P<0.05). Conclusion STEAMI patients with
high PN level may indicate a worse left ventricular systolic function, and are more likely to have adverse cardiovascular e-

vents within six months after myocardial infarction.
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Z: 5 AMI J5 O LA AR LA B0 238 S Y 981, AT
MLLIIRES (AT AU K PN K5 &k ST
Bt L0 UL (acute ST-segment elevation myo-
cardial infarction, STEAMI ) £ 3 .0> T BE Y 5€ R S Xf
HHA PG 59 52 me) iIF 58 B/ A SOH T8 5 I 2
STEAMI B2 LA KM i {H e IR 3l Dk i 52 1E (3R
LI ) JBFE NI PN AP TP PN IR A7
TEW 225 . J34b, i@t >R EE STEAMI J 3 1 Be AH
KIEAGERL, FEXF STEAMIT B bt 6 4~ H |, IO
JEMESEAE A BOPE I A v a P A B & A AN
FaE B0 200 (unstable angina, UA) 5| 5E #L 7Y (1 il
S R AEBE  FFAEAE O i [ R L B
IIReA 4 Al 290 iK% 25 (New York Heart Acade-
my ,NYHA) 73 20 hR i | 19 % 25 %2 883 PN K- 5
STEAMI &3 I HE S A U YRR

1 MREFE

1.1 wBIEE
WHRFEEMAFHERTERE Z 0
WA 7 2014 47 5 F Z 2014 4 9 A £ AT AR
B KA N 3597 B STEAMI 2 50 1] W& 41, 3
40 ], %t 10 ], 3 44 59.80+11.46 % 5 DL Hig
TR R R 5 ki ® OE F BB B 36 11 1E b xR
4, B 22 B, &t 14 F], P 57.14£10.59
2 mERHEEN BH LSt ¥£EF(P=0.28;P
=0.09) . STEAMI ¥ Wi 47 ™ 40 T : (1) B4 B
HlE R EZ; (2) S E KRR A A ZED 2 AL
FEC) RHHY ST Bt m, E R V2~ V3 B =2
mm(0.2 mV) 3 % % =1.5 mm(0.15 mV) , fn/3 3
i, A 4 BB R SRR R HE =1 mm (0.1 mV) 5 # &
By B BN O 30 R W9 A R S T B (3) B G AL
IAFE WA B, 4R om0 BLIR I, 45 A& BLAL
#5 % A 1( cardiac troponin 1,cTnl) 2 AL45 & & T(cT-
nT) B9 Fh &, HEBRARVE M T BE4E & AML, BEEEA R
ThEE A KM B, FTH STEAMI & % #
% % BRR B B N 35 R ARG 2 A T
1.2 #ERHE
REWHEZERME —Kls KFEHR, €.
PR W RO KR E R L E R MR
FOBOE S = B (wiglyceride, TG) | & 8 [ B2
(total cholesterol, TC) | & % J& fg & & f2 [E #% (high
density lipoprotein cholesterol, HDLC) 1% % £ i & &
fiB [ B (low density lipoprotein cholesterol , LDLC) | ##
{21 2 & ( glycosylated hemoglobin, HbAlc) | i L

Bf (creatinine, Cr) 2, W & W 2 41 4F 5k Il JR ¥¢ K,
B AR RSB (AR HFENEELS BN
SR EE) MBS W[ LR BB F T
(creatine kinase isoenzyme MB,CK-MB) ## ¢Tnl ] | /&
ThHE A K S 8 [ 200 F 5T M 4 3 (left ventricular e-
jection fraction, LVEF) | Z2 & % 47 7K K # W 15 (left
ventricular end-diastolic diameter, LVEDD ), AMI
Killip %2~ % . B 44 K 87 & ( pro-brain natriuretic
peptide,, Pro-BNP) ],

ME AL 0 I 34 68 F fF B 45 LVEF . LVEDD |
AMI Killip 4~ % #2 Pro-BNP, F7 # 41 A\t STEAMI
BREENKIANREZHCIERE S EHRf,
FEELTEN NEARASERLFEEFEA
GE Vivid 3 % % &, LVEDD #1 LVEF i3t £ /&
ERE % EHMERGEIHENTHES S GEN
&5, LVEDD £l M 2L = 2 f & % 0 £ K 4]
HMEACESFRRY AEKS;LVEF 8 M &
# 7 Teicholz =M EHRE, FrAMENE 3 NELE
Wyzh ik A 1 E AN &, BCF A AT St o AT,
Killip 4~ 244 38 2 4 3 4 % 10 % 3 B J7 41 7,

WEA PN A5 A 0 LR A5 47 & 41 A Pro-BNP
EC AL 12 h AR E AR 30 kR AR Z w0 R
IR G ot A Al 1L 3 35 AR B9 ot AT A A BB 41 PN
MARENRE 2 BFRRXRE, PNATKUS M H A
mEAFAEFEENKZHE R EK &R
A,

1.3 PN AR RAFFE I

13.1 PNARAMRAE  FIAF R EK PN ArAR
BREZRHIKER 4 mL 4 A F# ki, Rz 1 h
M 3000 r/min % 15 min, B F F L H A £
o R T-40C A RTF,

1.3.2 PNARA#M 3 PN ACF A 3UH A k&
0 BB 7 % T R 38 ((enzyme-linked immunosorbent
assay , ELISA) & Ml | ELISA X 7| & b & X AL /R £ A
B $R g AR T R UL A B AT R R, H B AT QU E
% K & (absorbance , A) {8 , i+ & i PN WK & |

1.4 STEAMI B&E B

MBUHBEHH N RA R EHET 6 MA,IE
RAEEHAE CEERL EHRAMEE TS
M Bt K 1F (UA 5] A2 0y A8 S BT
BAEAL G 7 308 (NYHA I & BBl E B8 gh i
&) BelEREAREH(REFNIFANU LI
K& EEH),

1.5 SitZEHHm
B A& A A SPSS 19.0 %k, 1T E Kk
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Plats K7, AAMFARLE KA ¢ 28,3 453
AU EFARABELERAEEHRT 24040
(ANOVA) , #5524 5% J Spearman 247 ; 1t $ #¢
HEEUNTL2ELR T, ARALEXA X £k, P<
0.05% 7 EA Rt FENL,

2 & R

2.1 FABEMIE PN KT K —AIGERE LR

WAL A MM 3K PN YK SF Sk 45,43 £40. 10
mg/L, ¥R I3 PN SE44 KN 10.25+11.64
mg/L, WEELL PN 7KF-HH & & X R4, 22 e A1 40
P14 L (P<0.0001 ;3 1) . W4 — Il PR %%
BTG 225

R 1. WA PN K ER—RIGRER L&
Table 1. Comparison of PN level and general clinical data in

the two groups

WMEE Xof MR ZH

o H (n=50) (n=36) X PIE
W (%) 59.80+11.46 57.14+10.59  1.10  0.28
T (H) 40(80.0%)  22(72.1%)  3.712  0.054
WA (51 35(70.0%)  18(50.0%)  3.540  0.060
FECIRFIEL (B])  2(4.0%) 4(11.1%) 1.631  0.202
e I (4] 27(54.0%)  19(52.8%)  0.013 0.911
BE DRI (1)) 13(26.0%)  4(11.1%)  2.925 0.087
TG( mmol/L) 1.71+1.45 1.35+0.61 140  0.16
TC( mmol/L) 4.50+1.09 4.42+0.91 035  0.73
HDLC ( mmol/L) 1.03+0.28 1.15+0.30  -1.87  0.07
LDLC ( mmol/L) 2.91+0.88 2.85+0.79 037 071
Cr( wmol/L) 78.124£26.35  5.51+1.48 172 0.09
HbAlc 6.20%+1.34% 5.72%+0.84% 1.89  0.06
PN(mg/L) 45.43+40.10  10.25+11.64  5.10 <0.0001

2.2 STEAMI EHEIM¥E PN kFE5—RIGK AR

AT T STEAMI S5 CWERA) 3K PN 7K
-5 — G R ORH R A5 B AR RS e 0
RN L, IR OB DR L WA | TG, TC, HDLC.,
LDLC HbAlc Cr 25, STEAMI H & 13 PN KF 5
— I RFERIEE A A (#4 P>0.05;3 2 % 3)
2.3 STEAMI £2&EIN¥ PN Kk ES5BIKENEKS .
DAL ARIC Y O IhEE S BRI R 1

FATAE T STEAMI JE 35 5L 4R 20 Bk RLC L £
e Koo D RE R, A B T 3R PN K58
MTRAHSEE . IR PN K- 55 76 4R 2 Jikos A2
B SCABGE ICA AEOCHE TS Killip 4320 42 W 3%
IEMIZE(r=0.531,P<0.0001; 5% 4), Iil3% PN /KF

5 CK-MB cTnl . Pro-BNP . LVEDD ¥ JCAH M | T 5
LVEF 2 R #F A (r=-0.342,P<0.05;% 5) .

% 2. STEAMI £ M4 PN K ESIERITEHERMNAR
Table 2. Relationship between plasma PN level and clinical
count data in patients with STEAMI

W H PN(mg/L) tff  PfA
JEE U9 SR ;f ((:;28)) i?zzi;ié -0.318 0.75
WK S0 wewmnm 1P 03

% 3. STEAMI £ 13 PN /K F 5iERiTE 7 R0HE X
Table 3. Correlation between plasma PN level and clinical

measurement data in patients with STEAMI

moH r {8 PAE
RIS 0.370 0.080
TG -0.170 0.238
TC 0.035 0.812
HDLC 0.023 0.872
LDLC 0.073 0.612
HbAlec 0.246 0.085
Cr 0.259 0.069

4. STEAMI £2E MK PN K E 5B RIFKFREH . EN
X EH Killip SR KX F

Table 4. Relationship between plasma PN level and
coronary lesion number, stent number, Killip grade in pa-
tients with STEAMI

W H PN(mg/L) rf§ P1H
S 1(n=28)  38.65+27.33
SAND)
Y 2(n=15 38.59+32.18  0.142 0.324
P SRl
3(n=7) 87.23+70.6
0(n=1) 41.18+0.00
1(n=33)  47.58+47.00
BALE 2(n=14) 43.83+23.17 0.046  0.751
3(n=1) 20.14+0.00
4(n=1) 26.67+0.00
I(n=11) 21.25+15.60
M(n=15) 36.33+28.11
Killip 43%% 0.531 <0.0001
ilip 5 M(n=16)  43.53+24.37
V(n=8)  99.57+60.02
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% 5. STEAMI £ M % PN 7k £ 5 CK-MB, cTnl, Pro-
BNP.LVEF,LVEDD K48 %14

Table 5. Correlation between plasma PN level and CK-MB,
c¢Tnl, Pro-BNP, LVEF, LVEDD in patients with STEAMI

i H SHE r 18 P{E
CK-MB(U/L) 248.10+206.81 0.193 0.130
¢Tnl(mg/L) 54.19+40.24 0.266 0.062
Pro-BNP (mg/L.) 1403.20+2139.08 0.131 0.363
LVEF 55.28% +8.23% -0.342 0.015
LVEDD (mm) 49.43+5.89 0.178 0.215
2.4 STEAMI £2EMmM#¥E PN KEEIEKELEEHR%

F T VEM 2K PN KSEXT STEAMI B8 Ti5 19
S RATR T A STEAMI BE AT T 6 D H kK
LSRG, BETT 6 A S, O BEYERSE K AR
TN 0, ERIEA P L LR N 0, UA KAERRH
26% (13/50) , FifE Be K A %k 8% (4/50) , T 5t
RHEFRN 0,0 J1 il KA H K 36% (18/50) , A
LS R AR 18% (9/50) o AR IR BN I TR 4
SHMR S KA PN BSR4, 4 3R FH R
PIASEREAS ¢ A 30 AT 8O 20 B . 4 R o K
PN /K5 UA 0 D) 358 M 2 A IR S R4
FREIEA () P<0.05;3% 6) , 1 5 #F43: Be & 4E %
T ARG

% 6. STEAMI £E M3 PN K5 EKRLAREHLEERN
P
Table 6. Relationship between plasma PN level and the inci-

dence of clinical endpoint events in patients with STEAMI

I R = PN(mg/L) (18§  P1i
B(n=13 64.68+48.89
UA = (n=13) * 2.198  0.033
%(n=37)  37.94+34.03
X JE(n=4) 20.18+6.78
BAERE -1.323  0.192
T F(n=46)  47.63+6.04
R Z(n=18)  60.34+54.87
NNIE- 35 2.033  0.048
H(n=32)  37.05+26.25
gAY E B (n=9 78.27+22.46
Aatal m(n=9) 2912 0.005
1 T(n=41)  38.23%4.32

H R 12 Takeshita 555 5 5 /N BRUSCH 40
Jfi % MC3T3-E1cDNA SCJF Hse [ i i — A B A i
TR AR S AR R B 1 D RE B R RN 4 BlAr 4
Ry E A R 5 PR 2 (osteoblast-specific factor 2,

OSF-2) , Jii Horiuchi %" 76 1 B A0 F & 490 4 & PR
I, SRR 1 R IB T A R )
W, oR T RS OSF-2 1RYVE , B4 4 PN, PN &
— A F i 90 kDa B IPESE A, B R & H
(fasciclin) ZEEM 51, HA 4 A E B NRE A 451
B HATRIBFIE E A UESE, 78 I R AR 1 i 2
SR ZUD | H AR AE PN I RRIURE ) 20 i A 5 T AR
0 BFFE R, PN 7RO LA A9 & 7 R B
AHEEMEHN ) PN FEMRRRIE B AY B 7 — B [A]
P38 TR IEH B AR sh O E Hh AR BE RN 3, H
J L, M WURESE FE 2 58 % g gt FE O PN
I mRNA R BW S8 T AR AT
PN JE A e SR A gE v & 31, D URSE 10 K5, X
SE N RO E A S L AT T R i D e B 4
BT Yl AL TN B0 IR AR T RET ™, Wang
AU e TR G 3 N 22 25 A B R PN SR
153829365 5/ A (1) RICIER M 0o 7 5 b 1) )™ EE R
A G, R PN ELAG 7R T A ™ o R B PPAG
THEA

FEAMFFE 1, STEAMI £ PN 7KF-0A & TE
TR, 2 5A BEE X, BURE PN /K1
ARAE STEAMI F8 35 A7 78 38 HE Rl R 3R 9 I DR 738 5L
ARSZEEEE] STEAMI S22 12 h 4 PN Ay B Ft
i, il Meng 251 Y255 —3, {H Cheng 21 (Y1
FEHE AMI B PN KETE 1.31.2 REFRERLL
LR A W] W REAK, S0 0h, A E e R
SEES R B PN mRNA 70 U SE 5 10 L4 21
MABEFESE 5 1 RIFGRFRIAIE N, 55 7 KIBBNE(E , 1
JERHT FRET T AN AR RS R & B
PN A TEMSEIG 5 3 RAFFIRERIE, 55 4 R
B, AR 28 RABRERINE] PN &, HuknT LA
FH LT AMI G LK PN KRBT, ALK 5
R FE R — B B F MK PN KEFE AMI
J& TG T 0 e T | vy 06 DA S R 22 T 5 A9 B ], AR
SCER AR — 25T, B HRIE T A AML J5 PN 1)
FIRFREL D L, W0 VT 4518 v 75 3 — 20 bt
A

Zhao %" (B 5T KB, S TR RS A A0 ) 2B
BEH PN mRNA R KPRk, 7E o i
2 O ERS A AR B0 IEZH 2T PN mRNA 7KF ) 2
R KA REN . fEABFSE 3K PN
K5 LVEF S 1040 5¢, 2 B2 0 % W i D e &
FHEAE SR PN K, Killip 2 0RO ML
FIGEE St 22 O E DIRE 09, i i 2% PN KV 5
Killip 74 2 IEAH G, 12K PN K565 6 4~ H
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JaO T R R R IEA G, "I RE R AML G
SO IhREIR S 8 bR LVEF A Killip 2 28 258
W0 DR WS RP Bl 5 5 0 1 5808 1 K AR R 5 i 3K
PN K-S 2 Y47 i85 PN ZKSF- X6 By 45 22 11 .0 )
RERAS, M3 PN /K5 LVEDD JoAi 6k, il fg 5
LVEDD £ AMI 713 2 B e T B 1 SRR 48
A, I3 PN JKE5 Pro-BNP i JCHH XM, Al B
A I3E PN K5 Pro-BNP 7E AMI Ji 11 PR 7
SCRTEM JRAT BE5 0 WUSBESS Pro-BNP {E_F T+
N2 A 560 O WU i bs 4 CK-MB Ml ¢Tnl
2 WLt LR FE 0 TR, (B A 5% s 128 PN K-
IR AR AR TCAE SCE , R WL PN ZKF- 5.0 ULEE
FERGIE AT RE TGO, A AT RE S R A O WL b i
YIRBE R O U ZE R TS 2 5340, 58 TE R K
PRI PN 200 IR 4R D Re B B, 2 N fR
HOLRATE T E, BRI,

MR TR AT 00 A 5% 45 1, mT LA w0 2P 458
STEAMI (& # 2 PE ) 1 3% PN /K % 0 & F+ &,
STEAMI 835 & M3% PN /KAl GE il /s 5 38 22 1 A2
D FE AR D RE A I P R 5 R A AN RS i
IM2% PN KA AT LUIAE SR STEAMI 8 250 ) e )
FEMFENR, A, AT FE 90 1) BOAS 08 72 47, 5T
X STEAMI S 5, Bl 17 6 A~ H B ] AH 4505 5 K
SR T 0T A X6 3 B 0 A R R S
HIEE ST . ARV S i A2 STEAMI 3%
MAESEE ST Beffm B 2P O NURBISE & UA B
AR 1 B L kAT 2 F T SR B TR A B
ANFRUE T H B 2 B e T B AR B A, TR ek R
= H ][RI A S, DA E— 2P AR PN FE 2
ARBIKEEAAE I R S,
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