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FER41444C/T 254, 8 . OARMIFEABHETE CRP JEF+1444C/T 2751 ; QUAP 3% L1 CRP /K- (8.269/9.179 pweg/ml)
B E TR LR (3.578/2.236 wg/ml) (P < 0.001), HAZ R K Logistic MR IEA W H 25, 42K ML CRP KF5
UAP K55 KU AR & ; @1 CRP 7KF-7E UAP 41 5% FRA1 45 3L AL 2 8] T0 8 3 25 5 (P > 0.05) , ilE— 253t R4 I A 2415 4
KR IIZHEN Z 25 PEAS R B R AL E] 1 7% CRP AR ALA 2257 (P > 0.05) . 518 Y E 75 s b X DU AT CRP+1444C/T B: [
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The correlation of CRP gene polymorphism and its serum level in patients with unstable
angina pectoris

YANG Hai-tao',HE Guo-ping'*,QI Chuan-ping?, XU Lian-hong®, QIAN Yi-chao'
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[Abstract] Objective:To investigate the correlation between C-reactive protein (CRP) gene +1444C/T polymorphism with the risk
of unstable angina pectoris (UAP) and the serum CRP level in the ethnic Sunan Han population of China. Methods: The serum level
of CRP was measured by enzyme-linked immunosorbent assay and the CRP gene +1444C/T polymorphism was genotyped by
polymerase chain reaction-restriction fragment length polymorphism between 172 patients with UAP and 230 control subjects.
Results: (D There was CRP gene +1444C/T polymorphism in this study population; 2 The serum CRP level in UAP patients (8.269/
9.179 mg/ml) was significantly higher than those in control subjects (3.578/2.236 pwg/ml) (P < 0.001) and multivariate logistic
regression analysis showed that the serum CRP level was a risk factor of UAP; @) There was not difference in the serum CRP level in
any genotypes of the CRP gene +1444C/T polymorphism between the UAP group and the control group (P > 0.05) and further
grouped by gender and age. Conclusion; There was no relationship between CRP gene +1444C/T polymorphism with its serum level
in the ethnic Sunan Han population of China.
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H Y CRP HE[H +1444C/T £ 25 B 715 2 52 1M T
CRP /KW ASCHE UAP B MRS 4, it
CRP J:[H+1444C/T 225155 UAP B9 & KU K 1L
15 CRP ZK-F-AUAHIGHE

1 XMZMFE

1.1 s%

FRIZH . 6 2008 4F 7 H~2011 4F 7 A ALET
T R m R BE B B, 28 e IR 30 Tk it R A A
UE S T ks 78 B2 75 >50% , LIt R 26 B J & 1 i
10 L SR A B2 1 UAP Jg 172 4], 5 116
1, 2z 56 15, AEH4 40~85(63.70 + 8.78)% . IR .
P8 1979 4F WHO AR CHD 2 WikrifE™, 258tk
Sl ikik s AUk SO K E & # 230 41,55 114 §i, %
116 i, 5E44 29~84(57.31 £ 9.97) % . ITA Ak 14
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1.22 CRP A B +1444C/T(rs1130864) % A P4

Z JA PO BEAE RS J5 1 B2 B DNA,PCR 4"
W4T CRP 2N +1444C/T (rs1130864 ) Z Z5MEH:
o,

123 ik CRP A -F 4

HUA e 23 JE# KI5 ml, %0 F#E 0.5~
1.0 h, B0 BECEZ I, -70°CHKA PR R,
SR FHREIC S e WG R AG DU L YE CRP 7K | B2 T
#4187 & (Adlitteram Diagnostic Laboratories, 3¢ [ )
VLR AT
13 %it¥5 %

K SPSS17.0 8174143, TR BRI
Kolmogorov-Smirnov Normality £ %6 A 1F 25 4347 B¢ K}
HRIIE = PR (v = )R KM ¢ K5 5 O
DA GRSl DU AR B (M/IQR ) K
K H Wilcoxon & FIAS 5 5 J [ AUAS %8 55 Hardy-
Weinberg “F-fiif (14 & 2 BE FL 0 2248 5 FE R T $°
R4 ; CRP LA +1444C/T Z380E 5 AL E K18

IEA N Z R H Logistic BIH4MT; LA P < 0.05 J2
R E N -

2 & B

2.1 UAP 455 xF B8 — R l6 AR AT g
UAP 4L BOAEIE Bk O | i L
B PR 4 LU A8 B I3 3 = (TG) 2K~ 1 1%
MR (E 1),
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Table 1 Clinical characteristics of the study subjects

mw H SHHBZ (n = 230) UAP#H(n = 172)
FEW (S ) 57.31 +9.97 63.70 + 8.78*
Hn(%)] 114(49.57) 116(67.44) "
WA (%) ] 28(12.17) 47(27.33)*
EIMERR (%) ] 81(35.22) 107(62.21)*
BEIRRG [ n(%) ] 11(4.78) 23(13.37)"
TC(mmol/L) 421 +1.52 440 + 1.32
TG(mmol/L) 1.63 + 1.11 2.06 + 1.54°
HDL-C(mmol/L) 1.10 + 0.47 1.06 + 0.36
LDL-C(mmol/L) 243 +0.97 2.57 +0.90

TC S ML R TG« i = i ; HIDL-C.. 1% 2% F g 2 14 L5 it 5
LDL-C.. &% £ i 25 1 B e s S5 % BRZELAR EE, ©P < 0.01,
2.2 CRPARE+1444C/T % AMA R LT

CRP Z A1 PCR ¥ 38791 460 bp M4
FEBL WiYE, e L WoR 3 FhIEH AL TT 4ii 4 Al
(460 bp) .CT Z24 %4 (460 311 Fl 149 bp) Fl CC &fi
HHI(311 Fl 149 bp) AHAIFFEAR KB TT 25 K
(E 1),

1 2 3 4 5 6 7 8 9 1011 12 M

460 bp 500 b

i it

149 bp 200 bp
100 bp

4.CT 245 KAk CC 4157 M Marker,
Bl 1 CRP LK PCR - Hylg0I i ik &
Enzyme-digested gel electropherogram of PCR prod-

Figure 1
ucts of CRP gene

2.3 f7 CRP K-+ (M/IQR) A5 UAP & 5% K&
oy AR K

UAP 49135 CRP ZKF B & & T X R4, 4
Logistic 1S o o 1 IR o <OV S I = WA
PRI AR 574 SN 2 5 W, g CRP K5
UAP £ WS AFAEAR G (P < 0.001, 3 2)
2.4 UAP #iAfe 3t P840 CRP & H+1444C/T % A1k
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1E UAP H XS B CRP FE K +1444 AK[r] %
IR ML CRP KPS IERT G E B % 225 (3R
3), 2 PE ] AR (=60 B EAE < 60 5K
R 5 -7 e AR R A AT 22 57, $ 7
CRP 3N L2505 ML CRP /KA K (P>
0.05,%4.5),

*2 HRES UAP AliE CRP KT (M/IQR)HILLE
Table 2 Comparison of the serum CRP levels (M/IQR)
between control and UAP group
%  CRP(pg/ml) P OR(95%CI)* pP*
MIRA 3.578/2.236 <0.001 5.370(3.112~9.267) < 0.001
UAP 2 8.269/9.179
*RE R AL AR A O | U B PR AN LG S

&3 UAP AFIXRAEKHRN CRP EF+1444C/T EEE
B f17% CRP 7KF (M/IQR) L%
Table 3 Comparison of the serum CRP levels (M/IQR)
among genotypes of the CRP gene +1444C/T in
UAP and control group
CRP(pg/ml) P

OR(95%CD)*  P*

UAP 4H
CC(n =153) 8.075/9.492 0.50 0.593(0.207~1.695) 0.33
CT(n=61) 8550/7.241
papiicea:)
CC(n =200) 3.590/2.490 0.33 1.877(0.621~5.671) 0.26
CT(n =30) 3.524/2.038
*RIE BRI AR PE R AR KA | IR W PR ARG S

%4 UAP 44K CRP EE+1444C/T EFE 2! 8 f1i% CRP
7K (M/IQR) L
Table 4 Comparison of the serum CRP levels (M/IQR)
among genotypes of the CRP gene +1444C/T in
UAP group
CRP(pg/ml) P OR(95%CI)* P*
0.95 0.844(0.263~2.709) 0.78

UAP 41
BE¥(n = 116)
CC(n =101) 8.995/8.568
CT(n=15) 9.464/7.181
L (n = 56) 0.55 0.717(0.060~8.612) 0.79
CC(n =52) 7.329/10.755
CT(n=4) 4.643/4.440
FAE(n = 113) 0.57 1.227(0.343~4.388) 0.75
CC(n =101) 9.975/9.616
CT(n=12) 10.859/7.466
Bk (n=59) 0.27 0.249(0.025~2.472) 0.24
CC(n=52) 7.112/9.142
CT(n=7) 5.480/3.634
# AT R AL G AE W W R L B DR I B S 3

£5 MNRAARN CRP HE+1444C/T EEE [F 1575 CRP

7K (M/IQR) EL %]

Table 5 Comparison of the serum CRP levels (M/IQR)
among genotypes of the CRP gene +1444C/T in

control group

XJ 2 CRP(wg/ml) P OR(95%CI)* P*

B (n = 114)
CC(n=100) 3.631/1.826
CT(n=14) 3.237/1.623
L (n = 116)
CC(n =100) 3.479/2.892
CT(n=16) 4.623/6.264
Z4F(n = 97)
CC(n=182)
CT(n = 15)
% (n =133)
CC(n =118) 3.578/3.143
CT(n=15) 4.354/6.931

0.74 1.122(0.115~10.971) 0.92

0.13 2.638(0.705~9.877) 0.15

0.93 1.530(0.142~16.532) 0.73
3.597/1.402
3.226/2.046

0.19 2.270(0.628~8.210) 0.21

R PR 3 G ) AR AR P B R AL 57
3 3 #

UAP 2 T ik Nl A BEER Ao e |, 1R
P LA £ B T 3, DT o i FILAR O 7T 35
BEHANEE M R LG M 8 122284k . o R
FiE N AE, CRP VE AR St S s v 2 1, 78
SN S U KA ST 2RI L PR R R
FERR G, AWK, UAP TG CRP /K F45
XTI s, #E—2HEW] T CRP JKF5 CHD
IR,

CRP B T AP K2 1q21~1q23 XA
2, K222 kb, &4 2 MM T ANE T,
Gt 206 NEBEMRIREL . TR, CRP B 285 1E
SERHCRBEZ BN EM, ARG kI
5 CHD KIRH R CRP FEHA7 5, IR 4stfigts L
Tt SR T 12 3 R A AR, DT 3K 3 T B
CHD &9 1% B 1, ASWF5E A5 g b XU R 1
UAP BE ABFFERTS, #ll T CRP &K +1444C/T
LM R AR LI TT ZH A X 5 0 RE A
FEME BNAT W e T b DU R4 1
PRI #5035 T 5 L A5 2 (PUBMED SNP 40042 23 15 1Y
FEJLEAREN 0) BAHFFER BIECE FRATEL,

MR Z AR CRP AKCPAAER K2 7, C A
GEFRMINOT FER CRP KP4 8 B AR B8O L B
HIfER AT R, PR AR 2224 5 R 4k 2 34
LAl CRP K22 55 1Y 5 A . — 3 NHLBI Family
Heart Study AZIBFSE A, 8045 X 3R RE SR 35%~



32 B8 oM
20124E9 A

Witi 55 AR RL LR R - AR AR R 2225 LM v /P AR S

1249-

40%1)MAIE] CRP K22 52, (K3 T CRP BN £
SYEXT LY CRP ACERSEMm, (HE58 AR —5L,
2003 4F, Brull Z550%F 250 FilI ki 5 (7 5 HEZE R
193 FFEIR B WKk 55 16 T AR BB IS R B £
BMESMIE CRP KA, RIN TT 45+ CRP
KT HeHET C S BE P 5 T Wang 6 VBEHR T BR
oMMk BIERE AR A 1245 1~(657 4~ CHD
FfEREE , 588 MRENLERE M SE ) 2~3 R g h
5381 BIRFFERT S, LT 6 MREITFIRZ A,
Hr 4G CRP JLH+1444C/T Z2850E (HAR & %5
N2 LI CRP /K, Pai 25005 25 [ 4o
(I AEEREDTTY ) FPE (AR O B R B
5E) WP RTIEPE BT | DL S Kolz SECXTRIGH 6 4~
WY 1 003 Bl AUEESLEE B 451tk SE CRP
FHEH+1444C/T ZEM5M7E CRP KFEICHIM:,
AHIFFE LA H L 5 B 1 X DU ARG 5 %
B, UAP YA S5 PE A e U s PR L]
KA TG ¥ TXRHRAL, $R eI UAP B A
AR SRS T —E BRI . T UAP 41 55 HRZH
[) CRP FE[H+1444C/T £ 5 H A R] A9 1ML CRP /KF
TCH I 225, 3 AT v [ 95 m L XD A CRP I
TEACERTBEARSZ CRP 3K +1444C/T Z25MERIR0
ZE LT AR O BEAEF 5 12K B CRP 3£ K+
1444C/T £Z78VE5 UAP Z I JCH &, AR5
U LA [ 75 e b DU AT UAP BB B4
HE— A% CRP JE[H +1444C/T £ 254 M 1L i CRP
IKEAET 508, KA CRP HEN +1444C/T 254k
HHEIMW CRP ACEAMIH: iz 458 5 EINRZ 4L
2FE—2, BAT, X CRP 3K +1444C/T 2540
g AK R BT, BN AR —3, R
PEAR AT IRGE , 2 EHED A7 5 23248 T HEAUAR
FUR— R R 5% B AR L 2 A8 I ffi % i+ &
AT ERAR (OSSR R A
AR R e SRAS RN, DRI A R 2] B 1 T ) 25
5Iife; WnT iR 2 A MAU U E i s B i
AR SRRZI CRP [Y3RIK, S35, Bl figsz 751
PRI 2R B2, 490 P AN TR] 2 Fe Pt 3 i S s
N FEAS R A2 53455 IR, CRP R 22850 5 17
CRP 7KV 2 CHD WY FJe HH A 1, Ja 2 mpisx
KX CHD & AN R [ S CRP %E 1A
AN ARG — 253 KA R A T
[ &% 3CHk]
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