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[X#iF] CX3CRI; ABHZAME;, AvuRm; ol
[# ZE] BB #FT#4MLEAT Fractalkine %4 CX3CR1 & B3 % 249V/1 % &k 5 T2 783 5 VA B oo fig YA 49

ME, FiE ANLEESHTFLRESHE(n =149, F# <50 %) WAL B SRHA(n =150, 5% >65 ¥ ) fotd
*EREE (n =149, 584 47 ~93 %) 382 KT i+ 8 e B B3/ % %5 i & & A2 B B% )L 44 (TC/HDLC) | %,
f5%& & B/EEE& G Al YeAL(ApoB/ApoAl) , B A B A Bl bk B Fe TR M R LK B % Ao ik 5T CX3CR1 A B 1%
B249V/1 % A SHHAT M, LA CX3CR1I AW S AMA G EZ M2 R 2 Fh, R FEAR
1249 £ Z 4069 5 A SR AR £ A 4ot 5 F L (P <0.0001) ; F & & %4 TC/HDLC #= ApoB/ApoAl WAL B &
TR ZCHA(P <0.0001) , B2 F249V/1 AW % 5% F, 4L CX3CR1 F42A K 1249 T/ 5 B S mag &
T A AR R B IS PR L S R Y R s A AR R
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[ ABSTRACT ] Aim  To investigate the association between Fractalkine receptor CX3CR1 gene 249V/I polymor-

phism and early-onset coronary artery disease (CAD) and lipid ratios in patients with no classic risk fators. Methods
By polymerase chain reaction and restriction fragment length polymorphism (PCR-RFLP) , we examined the frequencies of
V2491 among early-onset CAD patients (n = 149; <50 years), late-onset CAD patients (n = 150; > 65 years) and
healthy controls (n =149, 47 ~93 years) without known CAD risk factors. ~We compared plasma total cholesterol (TC)/
high density lipoprotein cholesterol (HDLC) ratio and apolipoprotein B ( ApoB) /apolipoprotein A1 ( ApoAl) ratio among
Results

TC/HDLC and ApoB/ApoAl ratios were significantly higher in early-on-

the groups and mutation carriers and non-carriers. There were significant differences in 249V/1 allele fre-
quencies among the three groups (P <0.0001).
set CAD patients compared with late-onset CAD patients and healthy controls (P <0.0001) and independent on either mu-
tation. Conclusions

tients with CAD.

The 1249 allele of the Fractalkine receptor CX3CR1 gene may be associated with the age of pa-

We also found an independent association between high lipid ratios and the age of patients with CAD.
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e R A {H CX3CRI RN L 52 F 55
P Y AR AT AH G I i R WL B . D34, B
ShEEE 5T R IR B AE A O UEE B8 1 22 £ 6
RIE A Lo AR 5 e R 30 ok 5 B () AN Fe o Tl
SUFAERIIAEDT) | ER A 0 P SRR i il He
HS 0 ERFERMN R, AXEEST
CX3CR1 J:H Z A0 5 249V/1 1Y £ B PETE B K 5
NI M e A I fk B o R AL %) 4 A A O, I i
— 253 BT Il B K F- | A B AE AR = 2R i 22
Sk

1 X&MMAE

1.1 #HRIMKR

R WRHER B o 0 5 e 4 I B 1R
B HAREREAE, FEUTE-H.OZHR
ok I L — X H M b R RE =50% ;@
A LAE 7L @R I 8 LA B, B 2 N\ 1A
A RFEFH <50 FRNFRAECHA(n=149,F
B 45.4£4.0 %), F8H >65 FRANH LA
WA (n=150,FHFH73.7+5.4 %), HFE&UT
F—TF N AT PR 4 (n =149 4244 47 ~93 & | F
$167.0£6.4 %) O K b k& %E = g TR
QT /G A X 8 I R E R ECG L 12 3 P AR R
B UCCHEFHMACRRERAHIEFERL
#, FREIZCHNE LR LR EEXREHK
TR EmETE, AFEUATE-THALT
PLHE PR . D K B2 E B (total cholesterol, TC) > 7.2
mmol/L; Q¥ & 5 ; @ Y 45 £ > 180 mmHg 7 ( =X )
£ 5K JE > 100 mmHg; @ (7 & 3 3F 52 8 A JE |, 5 A
o fE 2 B OR BRIR R
1.2 HEHKE

ANTEABEHEZ R ATRN, W E TC, & %
& g % & FE [E B2 (high density lipoprotein cholesterol ,
HDLC) . # fi§ & & B(apolipoprotein B, ApoB) 71 % fg
& B Al (apolipoprotein Al, ApoAl), 3 it & TC/
HDLC {52 ApoB/ApoAl 18,
1.3 £MmERFEH DNA 12E

e F] i 2 B 2K ) 41 44 A6 K | & ( TaKaRa 2 5] )
R EE F 4 DNA,
1.4 CX3CRI EESEMESHT

PCR 7 =4 # CX3CR1 ¥ 4 249V/1 B 41 i &
Ff, LBl 4 A 5-CCG AGG TCC TTC AGG
AAA TCT3', T 51 41 A 5'-TCA GCA TCA GGT
TCA GGA ACT C-3', PCR R J7 1. 94CH & 1

min,94°C & P 30 s,50°C 3R K 40 s,72°C ZE {4 55 s, 3£
34 MNEIR, g 72C A KR ZEM S min, 4C R 7,
PCR P4 & #% 0 7, & K % 588 bp, NCBI _E 34T
BLAST, # 1A % B 8 2 B &4 R AT, F IR %
PN Y1 B Pspl4061 T 249V/T Fn 280T/M Yy B 4 iz
EAHATEY, AR DT, 240V/1 £ AL E L, VV 4
4 FH 205 bp 383 bp B A4, 11 414 FUH 588
bp — N4, VI 224 F 4 205 bp.383 bp.588 bp =
N
1.5 SHit=ZEHiE

HERR Ux+s ZF, BARLKRXA £ %,
Z UL LB R = AT T BTER LR R A X A
I, B FMAEH 0.05,

2 % R

2.1 ZHERKRERLER

=2 () R B A | ot R 7K AR BT 4 2 ( body
mass index , BMI) , TC FIIE % & N5 &5 H AH [ B (low
density lipoprotein cholesterol , LDLC ) 7K - b 3 22 5%
TGt L (P >0.05) , S 4R 2Rk, =
#[H] HDLC /K17 AE w5 P22 5% (P <0.05) , &
SO L HDLC 7K AR, e K 5l g 2 J
RZ, MR AN (£ 1),

x 1. ZHE—RIERERLE

Table 1. Comparison of general clinical data in the
three groups

A WERFORA MR RLORA R R
SEWE (%) 45.4 4.0 73.7 5.4 67.0 6. 4
WA 16. 80% 25.40% 16. 00%
4R (mmHg)  119.74 £21.30 123,12 £20.97 114.29 +20.24
#F9KE (mmHg)  80.35+12.56  78.21 £15.37 76.47 £16.28
BMI(kg/m?) 24.19 £3.08 24.12+2.61 23.94 +3.80
TC(mmol/L) 4.92+1.23  5.02+0.79  4.87+1.06
LDLC ( mmol/L) 3.15+0.98  3.24£0.44  3.1320.83
HDLC(mmol/L)  0.95 +0. 28 1.17£0.29  1.32+0.33

2.2 Z=ZHi8 CX3CR1 &AM A 249V/1 EEE S

e T 2 R G 22 360 5 2EL A7 E I I O v 1
1249 ZE7 PR i R & e DR A ik, =41
(1] 1249 25457 i PR A S DR AR AR T V249 S5 437 LR (1)
FERBURIR 22 R A Gt 24 L (P <0.0001;3£2)
ZHNER Logistic 11573 #7 75, CX3CR1 £ 4507
249V /1 235 5 50005 1Y R IR AR I A DG, VI + 11
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FEPIARIAE L R 56 U s 28 v 43 A7 1 3 W I AR T R &
LR AL, A ST T D AR fE R R R 22 R
HGit2# 2 X (OR = 0.248,95% CI 4 0.107 ~
0.565,P =0.003) ,
2.3 =£H[8 TC/HDLC 1 ApoB/ApoAl LE{E S #7
FUR ek Coa 40 B S BT H v A IR EU AR, 1R
5 CoJpg ZEL 1L L 1 D) g A6, T £ R %o 20 1t i LU AEL
I, =A% BA G 2% 3 X (P <0.0001; 3%
3) o XF AL ABEZ TR VV R VI + 11 FE R R340 5 ik
A7 I HAE A, 25 3 e 3045 2 PN 190 o 66 P 8 i i
LA AR, 22 S o4 22 = (P >0.05) ;1 —
)5 S R Y M B P A 22 S A S B X, H
A (RO > W iR AL > fil
FEXTHRZL P <0.0001 ;3% 4) . =#HIA] i He A 1Y

% 2. =4iE CX3CR1 £E 249V/1 EEEUFR 575 (i)
Table 2. The frequency distribution of CX3CR1 249V/1
genotypes in the three groups ( Cases)

RRGECHA MR R B

HRE (n=149) (n=150) (n=149)
\'AY 73(49% )™ 48(32% )" 39(26% )"
VI 63(42% ) 87(58% ) 91(61% )
il 13(9% ) 15(10% ) 19(13% )
VI +11 76(51% )™ 102(68% )" 110(74% )"

a P <0.01, 50 % T 0 VV LR RS VI + 11 3648 45 b
g P <0.0001, =4[] VV HEBIRIEE VI + 11 5P Hod

% 3. ZHEMASILERER

Table 3. Comparison of blood lipid ratio in the three groups

e N N L > i1E N 4 g Y apiiEs
BRI AR 240V/ L SRR o DAL BT B g
_Il'_\. ~, _IIR . . Y AN
RS MRABUE, I — 2D CX3CRT JEH 7 TC/HDLC 7.61£2.12  6.401.79 4.36+1.25 <0.0001
FL249V/1 223578 57 5 6 U K9 AF 1 B RH DG AN ApoB/ApoAl 1.08+0.25 0.97+0.26 0.68£0.20 <0.0001
Z IMAG 7K B R 2R A 50
F 4. ZHBAREEREE MASLE LR
Table 4. Comparison of blood lipid ratio of different genotypes in three groups
HL RO 2 W A2 0o 2 {RERR X IR ZH
mooH P1H
VV(n=73) VI+II(n=76) VV(n=48) VI+I(n=102)  VV(n=39) VI+II(n=110)
TC/HDLC 7.64 £1.99 7.57 £2.25 6.67 +1.81 6.23 +1.76 4.28 +1.42 4.41 £1.13 <0. 0001
ApoB/ApoAl 1.07 £0.24 1.09 £0. 26 1.0 +0.27 0.96 +0. 26 0.67 £0. 30 0.69+1.13 <0.0001
3 W @ s S Hoh 2 it 5848 F 249V/1 1 280T/M 7
8 TE

UTAE | JAE SO A 60 14 25 s AL I o il i 114
YERZ BNz 60, Hitl, 400 T 400, [ 28
AU L2 A P 52 AR TE S8 0 B L vp %o 3 Jik s
RERE AL TR 9 7F F C R AR A oE ™ , #afk
PRS2 A A A U0 L 0 | A A T A RE
B 240 3 THT ) Al 45 B Ok A 5 R BN Y R
LAk PR - A2 1A S5 o 5 PR A S T BB A B i 2
i 5 ML PN B 2R ML 285 0 R AR Ak AT 5 i 5 ik
e RERE I HERE

Fractalkine J&—FhiRZhE & R T, KEZE
(%) Fractalkine FIRNTE 1% 16 1 N K 40 i 2% 1w, BE A
e XA BT AE . Imai S8F78 &K 8L CX3CRI /&
Fractalkine F 535 #1132 44, CX3CR1 ik 4 it GE L
W SRR 45 AR Fractalkine B, Fractalkine %35 40 itd &
KM 4G, 25 H 90w R RE 28 I E
CX3CRI1 BSREIXAFAE 5 D FUZHF TR 2 AR5 1Y 1

FEFE BN, 249V/1 A1 280T/M 4~ 22 2540 14
F7ZE S % CX3CR1 H Fractalkine FEFI 1774 B i
S, WIS M) 4 RE 2o A% Hh F 440 B 1) Ui S | 286 B R
RAE XL A B ks R R 1k 1Y) & A R R % )
PSR

CX3CR1 BN Z A MEAE 0 &t R e i /i rh
FIVE AT SRAFAEAR RG340 R [ A1 2 35 4 Xof
CX3CR1 FEH 22250 5 sl ks A B A 14 5 05 & Je bk
B AH & PE HE AT T O AR B B R T, F S A
CX3CRI1 11 1249 45 5 [ A8 S5 5 20 5 IR 30 ik 25
BAERAEMERAE TR O HER 1249 45073
PR ) A7 T 8 X I8 S5 8 11 0 I A8 3 70 A R
Ve, B E¥HIE CX3CR 1Y 1249 250 B[4
A S 55 PR TERAR Bl Bk T | T A v 1 e A XU 3
e S

ARG, ARG T A ANBER) 249V/1 2735
PER AR LA A i O, (EAR R, kT
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DR Z R BRIt LA A
eI NBEXIHERR T A7 A6 56 0o 93 8 A% S8 1 e Iz [
ESNNTB 3 e O R e S aata |- K
b ASHIEGE K 5O 9 9 R0 AT A R R &
ATENFHZAERS o3 Ao B R Wk e O 2, T fik
SRS HRAT At AN B, iR R RE A HEBR 56095 11
FRAERENLATE . #HE—2 40T CX3CR1 JE R 2480 K
MLRE PUAR 5 560008 s 48 1% B AH DG ME . AR B 9E 45
B EIR,CX3CR1 LK 249V/T L7547 578 S e O
I3 ) I A A7 7E 0 38 AR G, 1249 567 B PRI A 5o
i 2 T A7 48 B AR T i B GF BR A R R e
2 IR W AR T A e O AL, B 1249 2547 3L A
V148 S5 T R 6T S8 9 B Ao LA A RS A AR A
VEHT, 1249 8545 5 PR 722 S5 5 500 i 1 6 s 4 08 42 il
FETEARACHE

BEAR FRATTNS = 41 8] 1 Jg F AR R AT T A, &
UL et o 2N W A LA O v ) M L AR,
R SEE U 2L I T A D) A, 7T £t 5 oF BEAHEE 1L iR
FEAE AR, A2 3000 5 % REAE 9% 2 4% B, Il i L
B (F#51J2& ApoB/ApoAl ) S0 AR A i 75 22 (1) fs
EDT ) AHFgE 4 3 on & IR H Al 5 e O e 77
TERH AR SCE | EARE S ) 3 B0 B el O R

B2, AT 45 R B R CX3CRI1 K £ 45t
1249 5 5 PR AR 53 R H AT BBk 2D 56800 97 1) & 9 XL
Wr , L5968 0o o 149 5 AT i A7 76 AH DG 1k 5 v 1l i L
18 55 5600 98 K98 A W A AE AR DGR  (H R0 45
R A R UG 2 k2 52 5 550
kSR RERE AL A PRI DG 3R FRATT 20 18 PR L i B2 3l ik ok
FERE AL 5L PR B0 ) B 9T AT PR, S T AR M
Saf SR BR A, DA B S 0 9 R R TR ) £ B
P EE I R CX3CR1 2851 5 600K 5 &
PR BEIRICR | M KEEA 2oy —22 et
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