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[Abstract]
population. Methods: In total,464 patients with heart failure and 640 control individuals were included in this study. rs3829365 was

Objective:To determine the associations between Periostin gene polymorphisms and heart failure in a Chinese

genotyped through PCR and restriction fragment length polymorphism. Multivariate logistic regression was employed to analyze the
independent strength of association among clinical parameters,genotypes and heart failure. Results: After adjusting for age,sex,
hypertension , diabetes mellitus,smoking and hypertriglyceridemia in multivariate logistic regression,we found that CG or GG of
1s3829365 was an independent risk factor for heart failure and that CG or GG of rs3829365 was significantly protective factors for
heart failure in patients who smoked. Conclusion:These findings suggest that rs3829365 of Periostin gene may be helpful to
determine the susceptibility and severity of heart failure.
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Table 1 Clinical parameters of the two study population

G RFEDE (n=1 104) DS ER A (n=464) X BE2H (n=640) P{E OR {8 (95%CI)

() 66.01+12.73 62.93+13.50 <0.001 3.096(1.53~4.66)
B¥E[n(%) ] 282(60.7) 344(53.8) 0.020 1.333(1.05~1.70)
H i =g (mmol/L) 2.42+1.57 1.61£1.31 <0.001 0.809(0.64~0.98)
1= Hh =R [n(%) ] 259(55.8) 174(27.2) <0.001 3.384(2.63~4.36)
WA [ n(%) ] 213(45.9) 252(39.4) 0.030 1.307(1.03~1.66)
LR [n(%)] 319(68.8) 285(44.5) <0.001 2.740(2.13~3.51)
BEIRIE [ n(%) ] 101(21.8) 55(8.6) <0.001 2.959(2.08~4.22)
PRI [n(%) ] 150(32.3) 211(33.0) 0.823 0.971(0.75~1.25)

22 HAEFHAALE

X 12 5 [ R0 451 R 54 Hardy-Weinberg -4
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Table 2 Genotype and allele analysis of Peristin in both the experiment and the control group [n(%)]
FEPI (153829365) (n=1 104) U SR 2 (n=464) Xt FR2ZH (n=640) P OR {H (95%Cl)
R 0.043
CC 92(19.8) 167(28.1) 1
CG 259(55.8) 339(53.0) 1.20(0.85~1.70)
GG 113(24.4) 134(20.9) 1.42(0.98~2.14)
CC 5 CG+GG 0.015
cC 92(19.8) 167(28.1) 1
CG+GG 372(80.2) 473(73.9) 1.43(1.07~1.91)
C 3% G S B 0.025
C 443(47.7) 673(52.6) 1
G 485(52.3) 607(47.4) 1.21(1.03~1.44)
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Table 3 Multivariate Logistic analysis of multiple factors

for heart failure

AR Coefficient PfH  OR 959%CI
Bk 0.29 0.039 134  1.02~1.76
R (> 65 %) 0.54 <0.001 172 1.31~2.26
TR ML 0.87 <0.001 237  1.81-3.11
B IR 1.01 <0.001 277  1.88~4.08
Wz 0.88 0.003 241  1.34-~4.33
T H il = R e 1.70 <0.001 5.46  2.89~10.33
CG 1% GG 0.63 0.015 1.88 1.13~3.13
CGC 3% GG 5 -0.69 0.039 0.50  0.26~0.97

CG+GG FERIRIBH WA T 5 S AL s d (P <
0.001,% 4),
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Table 4  Periostin polymorphisms and the NYHA classificatious (n)
T (1s3829365) NYHA Il (r=175) NYHA 1l (n=196) NYHA IV (n=93)
CC(n=92) 53 34 5
CG 1 GG(n=372) 122 162 88
x5 LHFBABYERBER

Table 5 Medication background in heart failure patients [n(%)]

254 NYHA II (n=175) NYHAII (n=196) NYHAIV (n=93) P1H

Il 38 B K A R ) 771 (ACED 160(91.4) 184(93.9) 84(90.3) 0.503

B 3Z A BH A 7 146(83.4) 164(83.7) 76(81.7) 0912

PR BT P 85(48.6) 90(45.9) 41(44.1) 0.761

TRAd BT - A 53 B P YR Periostin 25, Pe-
riostin M iHid FAK RS IE L L 4Edipy, 584
HaVvpl.aVB3.aVpS IR Er FhE A
C. I BIBIRL, V BIRJAE 05 VR R R AR o ML o 5
IR A NI BN R AR S E A N
RIELYBRIIESE Periostin s/ 0 AEY 5K SO NLE A —
ASE IR PR )N B PR R SR AR R IR S Pe-
riostin 7R WLEFAEAL O NLEERY R R 2R,

TEARMFE , T8 30 T XN 34 Periostin 3
DR BAAZ 1R 22 SME S A5 (SNP C-33G) IRl g o e [ 7
SRWHE BT Mg, JE—2PAT Periostin KA
ZAME S O EIRPIR I IR 34T

ARHIFFE L5 s |, ok B AR B 4 A B SR
iR 22 251 5 g Hardy-Weinberg *f- 7 Hardy-
Weinberg ANV AT BEFFTERRERE I | kA 732
FRRECE A EL SRR AL G AR MR G R, AR
g, X BRG] 25 2546 Hardy-Weinberg “F-fiif ,
HEBR T X SEEE R T RE

ARWFFE 45 W 7R | Periostin C-33G JE A% CG+
GG DA IH sy T X RELE , G AR S0 5 4]
W I 8 TR $275 Periostin C-33G JLPHIHY G 45

P50 5 BRI G . i — 20 o R 91,
Periostin C-33G FE[AH CG+GG FE[HAI/E NYHA 003
e dmmBE AT 2, $UR CC+GG HE A
RIS VI, sl seJR A, C-33G
SNP 137 J5 19 1 38 bp AbfFAE—AMEAE 19 TATA ¥
SR TR &L E0LE G SN R By A 25 Fa]
AEFE Periostin & [ FR1K 1A 22 52 DT 3 81
Periostin £ F 45 AT RERY A 22 Fe 100
ARFFELE R IR |, Periostin C-33G A CG+
GG 5 WA 38 B K 2R ] & O = 1 — AP
Fo ShEDL, R4 Periostin C-33G JEHA CG+GG Fil
WA B A S D RE O G RG TR R (ERAE WA AT
Periostin C-33G LKA CG+GG ] fES& O E A —A4
PRIPRE, [FFE, Fonarow “FMASEGIIFGT s,
AT REAR A A I — AP 2R | Yilmaz 552
WFFEUESE, MR AT LRI 3% rp AR Xk — kS
AR (ADMA ) 7KF-, ADMA 2 — Pl A 200 148 N
Fe— AR A BRI, AT RL S S0 A e A
FedA T AR AR AP 2 AR RO
WL I R3] 5y —SeRiF g & B, 7E R Bk
ERBUEAR W A R A A O UL



E34EE M
2014 4F9 A

28 T4 : Periostin 3[R Z25VE S5 UG AU 1 5008 &R 0L 0FSE

-1217-

RPN AREER BN, ERRARET, Pe-
riostin C-33G £ CG+GG AJ RE &0 B 1) — M4
PN E, B ATRER , Periostin ZE K 5 1M1 3% ADMA
A RGRTTARDG , 28R BARHLHIA 7 ik — D Ao
WESE,

H I, Meta 53HTF5E 45 5 7 |, Periostin J8 K 7]
AE A I 1 — > R R0 SR FEARBFSE
Periostin FE[H (SNP C-33) v 5., TCIE 70O B 2H 1 125
I HE N A 2 AT L 1) g I A v, SRR 3
AT F 225 . Periostin £ [H (SNP C-33) 7 sk
D55 v MU AH O, T BE SRR H AT Meta 20T HF5E
g L g gy R/ N R R 9T 0S| TG ELARAFFE AL
W S (SNP C-33G)—M3 i, Periostin &R HABZ 2
PEO SRS 5 i MR AH DG, AR AT,

AHFFE 7R Periostin FEK SNP C-33G(rs3829365)
DA AT B0 32 5 SRR FE P (9 # T, POSTN C-
33G HPHA CG+GG WML BN R, IieEfA
[IRE VR (BT 2Lt — 2B IR SE AR IR A B 43
THLHIBFTE
[8% 30k ]

[1] Oka T,Xu J,Kaiser RA,et al. Genetic manipulation of
periostin expression reveals a role in cardiac hypertrophy
and ventricular remodeling [J]. Circ Res,2007,101(3):
313-321

[2] Butcher JT,Norris RA,Hoffman S,et al. Periostin pro-
motes atrioventricular mesenchyme matrix invasion and
remodeling mediated by integrin signaling through Rho/
PI 3-kinase[J ]. Dev Biol,2007,302(1):256-266

[3] Katsuragi N, Morishita R,Nakamura N,et al. Periostin as
a novel factor responsible for ventricular dilation[J]. Cir-
culation 2004,110(13);1806-1813

[4] Tekushi K,Taniyama Y,Azuma J,et al. Novel mechanisms
of valsartan on the treatment of acute myocardial infarction
through inhibition of the antiadhesion molecule periostin
[J]. Hypertension,2007,49(6) . 1409-1414

[5] Forsti A,Jin Q,Altieri A, et al. Polymorphisms in the
KDR and POSTN genes:association with breastcancer

susceptibility and prognosis [J]. Breast Cancer Res Treat,

2007,101(1).:83-93

[6] Stephens M,Donnelly P. A comparison of Bayesian meth-
ods for haplotype reconstruction from population genotype
data[J]. Am J Hum Genet,2003,73(8):1162-1169

[7] Levecque C,Elbaz A,Clavel J,et al. Association between
Parkinson’s disease and polymorphisms in the nNOS and
iNOS genes in a community-based case-control study[J].
Hum Mol Genet,2003,12(1).:79-86

[8] Nejentsev S, Laaksonen M,Tienari PJ,et al. Intercellular
adhesion molecule-1 K469E polymorphism:study of asso-
ciation with multiple sclerosis[J]. Hum Immunol,2003,
64(3):345-349

[9] Rizzello V,Liuzzo G,Trabetti E, et al. Role of the CD14 C
(-260)T promoter polymorphism in determining the first
clinical manifestation of coronary artery disease [J]. J
Cardiovasc Med,2010,11(2):20-25

[10] Lombardi F,Belletti S,Battezzati PM,et al. MMP-1 and
MMP-3 polymorphism and arrhythmia recurrence after
electrical cardioversion in patients with persistent atrial
fibrillation[J ]. J Cardiovasc Med,2011,12(1):37-42

[11] Fonarow GC,Abraham WT, Albert NM,et al. A smoker’s
paradox in patients hospitalized for heart failure :findings
from OPTIMIZE-HF [J]. Eur Heart J,2008,29 (16):
1983-1991

[12] Yilmaz MB, Yontar OC. Smoker’s paradox in heart fail-
ure ; might asymmetric dimethylarginine be the possible
explanation? [J]. Eur Heart J,2008,29(23) :2948-2949

[13] Onat A,Hergenc G. Reduced asymmetric dimethylargi-
nine (ADMA) levels mediate in the protection from
metabolic syndrome by smoking [J]. Atherosclerosis,
2008,196(1):479-480

[14] Albertal M,Cura F,Escudero AG,et al. Mechanism in-
volved in the paradoxical effects of active smoking fol-
lowing primary angioplasty:a subanalysis of the protec-
tion of distal embolization in high-risk patients with acute
myocardial infarction trial[J]. J Cardiovasc Med,2008,9
(8):810-812

[15] Conway SJ,Molkentin JD. Periostin as a heterofunctional
regulator of cardiac development and disease [J]. Curr
Genomics,2008,9(8):548-555

(WFsBHA] 2013-07-27



