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[(# ZE] BH OH58AEAE -1 (MCP-1) -2518G/A JEH L2 MM O IR I . F53E  HRIGE O R
H 300 i, 1EHXTREZH 60 1], Sel.Cos R E A3 SR SEIR DK ZE GAE (ACS) 2H 180 1| LA KA B0 (SAP)4H 120 fil . Tl
BETT ARSIk ( CAG kg, R Gensini W43, B S5 7L0 € MCP-1 ¥, PCR-RFLP J7 %47l MCP-1-2518G/A
i 2850k, 5% MCP-1-2518G/A N Z85PE Sl O iAo, &R (1) MCP-1-2518G/A E K Z8M: ACS 4 GG
TSR G 25457 JEPRISFR A3 A5 SAP 2H K E %) BRZH T35 [GG TR : ACS 4 (33.4% ), SAP 2H (24.2% ), *fHAZH (15.0% ),
P <0.05; G 25 2L K42 ACS 20 (51.1% ) , SAP 41 (40.4% ) , %R (31.7% ) , P < 0.05], ACS 20 AA TUJLN K A &5
FER# SAP 2H K2 1F %o BRZH AR [AA TUBLP: ACS 4 (31.1% ) , SAP 4 (43.3% ) , XfME4H (51.7% ) , P < 0.05; A Z5{ii %t
RIS ACS 4H (48.9% ) , SAP 4 (59.6% ) , X}1HZ4 (68.3% ), P<0.05], (2) =FhIEF M [E MCP-1 ¥k ¥ b 4%, GG 1
MCP-1 ¥ AG B K AA BITHES[GG B[ (153 +22) ng/l, AG BRI (136 +18) ng/L, AA I (124 +15) nglL,

(P<0.05) ]o (3) ZICHIA5Hr 7 lkik2E Gensini P4 SR RS - EE . 25 M M0HE . MCP-1 GG BIEEE MU AHE

(P<0.05), =% IR A-IA IS R S Pk =R 2 M AHK (P<0.05), 4518 MCP-1-2518G/A JLH 24 5.0
Yo" EE AR B AH G, MCP-1-2518G/A ZEH 235 G S [ Rl a3 1S9 MCP-1 kS 5.0 &9 o
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MCP-1-2518G/A gene ploymorphisms and coronary atherosclerotic heart
disease
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[ Abstract] Objective To investigate the relationship between MCP-1-2518 G/A gene ploymorphisms and coronary heart disease
(CHD). Methods The 360 patients were divided into three groups to undergo the coronary angiography (CAG): acute coronary
syndrome (ACS) group (n=180), stable angina pectoris (SAP) group (n=120) and control group (n=60)). The severity and extent of
coronary lesions was analyzed by CAG and typified by means of Gensini coronary score system. Enzyme-linked immunosorbent
assay was used to measure the MCP-1 concentration. PCR-RFLP way was used to measure MCP-1-2518 G/A gene polymorphisms.
Results MCP-1 gene polymorphisms GG gene and G allelic gene was significantly higher in ACS group compared with the SAP
group and the control group[GG gene: ACS(33.4%), SAP(24.2%), control group(15.0%), P < 0.05; G allelic gene: ACS(51.1%),
SAP(40.4%), control group(31.7%), P < 0.05],and was significantly lower in ACS group compared with the SAP group and the
control group[AA gene: ACS(31.1%), SAP(43.3%), control group(51.7%), P < 0.05; A allelic gene: ACS(48.9%), SAP(59.6%),
control group(68.3%), P < 0.05]. The MCP-1 concentration in GG gene group was significantly higher than that in AG gene group and
AA gene group[GG gene: (153 + 22)ng/L,AG gene: (136 + 18)ng/L, AA gene: (124 +15)ng/L, (P < 0.05)]. The Gensini score of
coronary artery lesions was positively correlated with low density lipoprotein cholesterol, free blood glucose, MCP-1-2518 G/A GG
gene polymorphisms (P < 0.05) and high density lipoprotein cholesterol was negatively correlated with stenotic degree of coronary
artery.Conclusions MCP-1 gene ploymorphisms is positive regulators of coronary artery lesions. The G allelic of MCP-1-2518 G/A
polymorphism can increase the MCP-1 expression than A allelic in cononary heart disease.
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-1 ( monocyte chemotaxis protein-1, MCP-1) 7£3}
ik ks A s A A E S o A AR, B XSk
KA R Ak 98 JE SN B R 1 40 R - BRI A B 1Y
T RS AR S M R MR B . MCP-1 iR 7E 2 Fil
Y M JE IR B AS AR 3 i I A i —— A%
g2t i O = 1 O S v = e A [E1 B 2
W25 Tk FERE AL I R M A SO EF T
o9 B ANE I MCP-1-2518 G/A JEIN £ 5 7E 4%
O AR B AR AR, BT B A O G R
P56 Wk 25 & 1E (acute coronary syndrome, ACS ) &
IR

1 W&5FE

1.1 %

BEFE 2009 4F 1 ] & 2009 4F 10 H 7 AR E X
W] R B0 W BT BE A7 5 AR 2l ik & % ( coronary
angiography, CAG ) {74 360 14, 4324 ACS #H 180
B FERLLLE (stable angina pectoris, SAP ) 41
120 I Fn%} BE4H 60 ], ACS Hfuifatt ST BHAm
RLCURESE 60 9, AF ST Bt AL ILEESE 60 4]
FAFEEBLLZER (unstable angina pectoris, UAP )
60 fil, XfMEZH Ky CAG 45 HIEH & . SO IUSE
UAP. SAP Wit fF & AHAIACC 2WiksifE, H£
CAG 4 2 /Ay — H M 48 i 72 1 %8 72 2 = 50%,
UAP 4 il [a] B 47 .0 AE 1 4 3% % ( computed
tomography angiography, CTA ) #5725 Jy 4k Bt B
(CT {H/NT 50Hu ). HEBRA I k2w | ™ B )
REAA . . B B Pin . e A I R
12 #ALLE

ACS BH I ABER RIZIR 1M, HA T ABER H
THRAE 12 h R, HUEEE BRIk 3ml, 3000 r/min
B0 10min, 438 LG T80 CYKAR AR AERFIN . [R] B
SR IRHR DK SR 4 B 3l AR AR SO 7 S B RS ( total
cholesterol, TC ). il —Mi (triglycerides, TG). &
% ¥ I % (1 B B ( high density lipoprotein
cholesterol, HDL-C ). {IK%% B s & (1 IH[5 B ( low
density lipoprotein cholesterol, LDL-C) , PR 414H
i EAniE ., R R, ZR4EE P . O D RE
L AAEE
1.3 ARy bk

A8 B 0 1) R R B 22 TR B Bk i 5
forfr, gebtR 20 Bk 28 AR BE A TR R 38 bR B
ik F A WF5E ( Coronary Artery Surgery Study, CASS )

WK HE R Gensini P4 ARER, BAE <25% 145,
25%~50%} 2 43, 50%~75% K 4 43, 75%~90% K
8 43, 90%~99% 4 16 43, 100% ( [412%E ) Ny 32 43,
AR B IR 3 Bk P> R B Gensini pRifE, %
TRV PR LA— R e A 8, 7E e o ik
SEAF T x5 ZEHiRE B x 2.5; B x 1.5; it
B x 1; SH—XHA3 x 1; XA x 0.5; L REZT
Bt x 2.5, IMBMERESL S x 1, JEMIsZ x 0.5; 47
FET o EBCRE R SCE x 1, B R E AR S o R
FREE MR N5 SRR Z F
1.4 MCP-1 £ 5 % A4k

(1) BEDNZH DNA gyl & o AT 580 R A1 5
WRAEFRBKIOL, RS H R DNA 42 EGRA & ( Tiangen
], b ) B AR (2) ZE 20 DNA 941 |
B o F AL R B PCR 934 51 e 51 BL: Eie5  4:
5-'CCGAG- ATGTTCCCAGCACAG-3', Fiif5I¥:
5-'CTGCTT- TGTTTGTGCCTCTT-3', Uik Z Hy 254,
HrpfE# DNA 200ng, dNTPs 600pmol/L, 5|44
10pmol, Taq fiff 0.7 U, 10 x Buffer 2ul, 11 K
ddH,0, JRiacfd: 94°CHIAEM: Smin, SRJ5+4E 94°C7E
P 1min, 55°CiE & 1min, 72°C%Ef# 1.5min, E& 35
AMEIR B JE 72°CHEff 10 ming b FH BRI P9 U0
PvuTl X} PCR 43 =¥ 78 37°C F 47 1) 1h B 6pl
filg U1 7= W) AE 2% 3 JE E BE e b E AT Uk, DA
1000bpMarker 28, SAMT FIE . FABE I M
gk

1.5 KA ELISA ##lZ MCP-1 KF

WA G A REZ BAY TRARAE, #4E
A B BRG] B A T
1.6 %itzam

N JH SPSS11.0 B i A1 4e it 40 b, 1SR
Xts RN, Z 4B R BRI K O 250 0
( AVONA ) :; MCP-1-2518G/A £ 25140 A1 Ko 254
FEARR A 2 WS, FZ o048 BIE Ak i
TENKRAE Gensini 11435 % fE R R C R,

2 & =R

21 MCP-1 A H % &M

GG 44 TEFIly 708 bp F1 222 bp Fifh H E;
AG 724 T B§YIJ5 3 930 bp. 708 bp Fl 222 bp =#h
FB 7k AA SlG I EK TG U0 7 gAY SR
930bp —FP Bt (& 1),



PEZFLREIRFETG 2012F 485288 &£ 115 £ 48 ChinJ Mult Organ Dis Elderly, Vol.11, No.4, Apr 28, 2012 - 275 -

M AG AG AG GG AG

-

AA  AG

1 MCP-12518 fim Pvu [ EgHIE
Figure 1 Digestion of MCP-1 2518 with Pvu 1I

22 MCP-1 AR E2XRF¥BLABAMELAHA

Hardy-Weinberg i& 4% - # #L.4&

1 GEARM], BRI EEA | SR I R
RN, ACS 41 GG BH & i T SAP J X HRA( 33.4%
vs 24.2%, 33.4% vs 15.0%, P <0.05) , AA BIZE[
ACS Z1%: SAP 41 Jx IF # X B B AL ( 31.1% vs
43.3%, 31.1% vs 51.7%, P < 0.05) , AG I B[4 =
ARG 225% (P>0.05) ; ACS 4 G 2 KL 4
PR T SAP 4 KXt 84 (51.1% vs 40.4%, 51.1%
vs 31.7%, P < 0.05 ), ACS £H A 2540 3 DR R 4 A1
SAP £ K 1F 5 % Be 25 [ A1 48.9% vs 59.6%, 48.9% vs
68.3%, P < 0.05 ),

*1 SAHANRSMERAEN %

Table 1 Distribution frequency of genotype and allele in every groups
4 AA[N(%)] AG [n(%)] GG[n(%)] Aallele(%) G allele(%)
XPHEZL 31(51.7) 20(33.3) 9(15.0) 683 317
SAP  52(43.3) 39(325) 29(24.2) 59.6 40.4
ACS 56(31.1)" 64(355) 60(33.4)" 489" 51.1"
I SAP: FaERLLA; ACS: Ak ke A 1E . 55 SAP v id
4L, "P < 0.05
23 MCP-1 3R K MCP-1 R E R
AA T AG 7 GG BUKIR Tt (P<0.05), W
2

F 2 MCP-1 B EH 8 MCP-1 K& Lbi
Table 2 MCP-1 concentration in every genotype (X+5s)

RGO o) (mmol) (i)
AA 124 +15 258+0.25 137+035 55+05
AG 136+18"  257+0.36 132+024 58+20
GG 153 +22"%  2.62+0.35 135+0.18 6.0=x2.2"

TE: MCP-1: B A& 1 -1; LDL-C: Ik BENS £ 1 I [ e

HDL-C: 5 RrRsE (IR, FBG: 2 Mt, 5 AA KLHEAE
[, "P < 0.05; 5 AG F:E# L%, *P < 0.05

24 MCP-1-2518G/A A E 3 A5 B KB F X
Gensini 4~ %2 T =2 57
PLGEAR S K AE Gensini T4 M R AR &, A&
GRS N & A48 g k47 208 4 A58, A A

HREAEIAFRE, KIS HDL-C. LDL-C. %
MBE . MCP-1 HE[R 287, 45 5 OR 56 Ik 3 ik s A2
Gensini #F4r5 LDL-C. ZSJEILKE. MCP-1 JE[H 2%
BB IEAR S, RS kAL Gensini #4345 HDL-C
RO, FHEILE 3.

%3 TRIBFE Gensini iTHFMERM S TEITHH

Table 3 The multiple regression analysis of risk factors of
Gensini score of coronary artery lesions

A i B SB t P
HHELZE 11.47 0.35 573 <0.001
FBG 361 0.24 417  <0.001
LDL-C 13.71 0.18 3.20 0.002
HDL-C -3187 -027 -441 <0001

i FBG: MM, LDL-C: {2 I [H 87, HDL-C:
3 JIE g 2 1 0L
3 it i

TR ERE N ZRNES S . 2R
TR B R TE B 5 4 ARE SN 3 B SR B ik Ak
755 7 Y B B 24 5 | 1 2R st B Bk .
AR FEANAN 3Z BN ARG T 2 PRI IR R A 2 ),
[FEfE 5 B FiutfeENERR BV, K205
R IR Z MRS 5O A — et e &,
IR B MCP-1-2518G/A v s HE [ 2 8541 5 50
TR YIMIE, Szalai S5 318 17600 (R % 15 H
-2518G/A 1178 5 AT g A 5L s 2 S R s 13t A% fE
K6 PH 2% . McDerotte 2500 % 3 T 3% 057 5 SE K £ 5k
St IR A . Jemaa ZECPFSY IR R MCP-1
FE[H-2518G/A Z 25 5O NUEFEAH G . FRATHA T 5
Rk 300 5.0 B E A 60 iR A
PCR-RFLP 74l MCP-1-2518G/A i f Z 41,
FATHIBFSE B, MCP-1-2518G/A KN L &M GG
RUBLN ACS 41 (33.4%) ¢ SAP 4 (24.2% ) KiE
H O HEZ (15.0% ) FHEr; ACS 41 G &5 ik R R 43
A (51.1% )% SAP 21 ( 40.4% ) J 1F 3 %t BE4H ( 31.7% )
ThE, 22K, P <0.05, AA BIKLH ACS 41(31.1% )
%5 SAP 4H (43.3% ) JZ 1E % % HRZH (51.7% ) F#{IX; ACS
ZH A ST KL AR 40 A1 (48.9% )% SAP 41 ( 59.6% )
JAE XTI (68.3% ) FEAIK, 247 #66, P <0.05,
Pk, FATIAK GG RIFLH K G AU FE K 5 560
I P9 9 A B I ™ B AR B A O, GG B JE [N 2 G TR ZE 43
e TE TR LR ACS 5 45 B He 48 S g v &
HHEEEM,

ZITE 1438 MCP-1-2518G/A JEIH 25 5
5 R Bh Bk o B Gensini B 4> A 6 PE B R
MCP-1-2518G/A 3t K 2 454 5 5 R 2l ik oks A hef AL 1)
PR B IE MG, $#28 MCP-1 & H:-2518G/A R: A
Z &M S O W R AE RN ™ E R E M X
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MCP-1-2518G/A 3t [ Z &S 5 500955 & 9 I HL I
F WA, FATIN R MCP-1-2518G/A i fi i T
MCP-1 i3 8 7 [X 45, MCP-1-2518G/A N & A5tEH
DigetEmy, Wbz SRR 28T RRd 25
MCP-1 Jt [ 5 St KV 1 s 2 5 5 O 1 K e o 7
MCP-1 131 ¥ 8 #5 X 7 7E GC & F, -2518G/A 7 15
fiF MCP-1 jashFiEsmifsE X, FATIAN MCP-1
FL[H-2518G/A {7 S 3E N Z A8 MK U e MCP-1 3
g8+ GC &, G & EHEIE i MCP-1 J5 8l FIX
5 GC £, A SN SERNAEETE K MCP-1 Ji 8l T X
I GC £, i GC & &1E MCP-1 J3 3 13T v i 5 [X.
R REE A R E R E TR E A 1 (stimulatory
protein 1,SP1 ) Hi5im A% Sk ZE A7 5 . SPL J&2—Flisi
AT 55 0 A B S U DR T8, g ) 22 S D
4 ( mitogen- activated protein kinases, MAPK ) J&
SP-1 P55 4P MAPK/SP-1 sk GC &1
454 MCP-1 KL KOG % s 31k MCP-1 #a1bH ¥
AT BIXF MCP-1 JE[H-2518G/A i 577 i = Fh
M GG M AG T 2 AA RIfY B # #E1 T MCP-1 ¥
FEME, Z5R B8 GG AlEE AG B K AA BT
(P<0.05) , ZRAgti X, 458853
%Lﬁfrﬁ, MCP-1-2518G/A J: [N £ 4% 5 5.l

SRS, HoA] BEIE I3 MCP-1 #4 ¢ K 1855 5 W0
[ &30k )
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