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[ ABSTRACT] Aim To investigate the relationship between serum oxidized low density lipoprotein (ox-LDL) , mon-
ocyte chemotactic protein-1 (MCP-1) and carotid atherosclerosis ( CAS) in patients with cerebral infarction. Methods
112 cases of acute anterior circulation cerebral infarction were selected as the cerebral infarction group, 49 cases of healthy
persons were as control group, and all of them underwent carotid artery ultrasound examination. According to the carotid
intima-media thickness (IMT) , cerebral infarction group was divided into IMT normal group, IMT thickening group and
plaque group. According to the plaque echo characteristics, plaque group was divided into strong echo plaque group,
mixed echo plaque group and low echo plaque group. Serum levels of ox-LDL and MCP-1 were compared between cerebral
infarction group and control group, and among different types of cerebral infarction subgroups. Results The serum lev-
els of ox-LDL and MCP-1 in the cerebral infarction group were higher than those in the control group (P<0.05). The ser-
um levels of ox-LDL and MCP-1 in the plaque group were higher than those in the IMT normal group and the IMT thicken-
ing group (P<0.05). The serum levels of ox-LDL and MCP-1 in the low echo plaque group were higher than those in the
strong echo plaque group and the mixed echo plaque group (P<0.05). Conclusion In patients with cerebral infarc-
tion, the higher the serum levels of ox-LDL and MCP-1, the higher the degree of CAS, the higher the incidence of plaque,

and the majority of low echo plaque.

[KFmBHHEA] 2016-01-21 [fEEBHA] 2016-03-10

[(EE&TH] WA RHITRHETRIE (122777103) ; 5 I HTRHE R PR 12150220B-4)

[1EE®IA] 2t mid, AT LW, W55 T [a] S Jili 10078905 | #0728 S B8 P 9580 , E-mail 2 lishiying1970@ sohu. com,, 45U+, il
-, FIREEN A5 18] K LR , E-mail 24 710491601 @ qq. com, 5K 85, A5 -1, &l 32 4E BE U, AR5 J7 16 4 i 1L 4% , E-mail

NI .
bl zjxneme@ sina. com,



496

ISSN 1007-3949 Chin J Arterioscler, Vol 24, No 5,2016

i A% BE 1 =5 L9 PR 2 30 ks BE A AL ( atheroscle-
rosis, As ) , A ALK % BB 2 H (oxidized low density
lipoprotein, ox-LDL) 52 (1 11457 P K 48 4 45 | eIk
ST 1 S i A T L 40 1 A A G 3 i P
AR HZ AR LR 1 ( monocyte chemotactic pro-
tein-1, MCP-1) fF Jy —Fl 58 SiE 40 L o AL IF -, 5 As
AR YA, W] T A W 0 A I N B 4
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T# 4k ( carotid atherosclerosis, CAS) 2H Ifil & ox-LDL .,
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BeAEd MR G RAE ST 4 A T B Y B B R A 49
B g Xt BE 4
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it A B 5 3 & AT H o ik R A 2 A # Bk
fk A JE B E (intima-media thickness, IMT) .
IMT IE % 81 % 20 kst 2 X4k IMT<1. 0 mm; IMT
BE 1.0 mm< F % 3 fk sk H 4 XA IMT<1. 5 mm;
PESRTY Ak AT — M AE AL 20 ik IMT = 1.5
mm'? | EREFHR.EFRESTLEE, A
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FEhREF %%, REAFEREWF LA
112 5] 4 % IMT IE % 4 (19 ) [ IMT 3 Z 4 (17
Bl) Bee B 41(76 B1) ; 2 & B B 41 3% B Bt B 75 1
4K HE B R OBE 4L (27 ) R A T BE B 4 (25
) BAK B 7 B3 40 (24 1)
1.3 ox-LDL MCP-1 #&l
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Fkfi( Z% 72 h W), st RAXRESE Sk,
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IRX YR NE, R RAA A RE, EEMN
2 N H A= Mode 1680 B AR 1L,
1.4 SitFaeiE

KA SPSS 17.0 it %t , i & K Hlass &
7, % 4 [E] 3 B H Bk | One-way ANOVA 24, DA
P<0.05 = rH G FE X,

2 & R

2.1 REIXASIRAMF ox-LDL,MCP-1 7K F
Eb %2

ARG EE R W « A SE AL I ox-LDL MCP-1
AR v T B, A bR 2 R A G
X (P<0.05;% 1),

R 1. WEXASIFRAMTE ox-LDL MCP-1 K FELL 8 (x+
s)
Table 1. Comparison of serum ox-LDL and MCP-1 levels in

cerebral infarction group and control group (x+s)

i H MRAEZEA (n=112) XFHR41(n=49) t P
ox-LDL( mmol/L) 48.33+18. 86 28.70+11.25 8.425 0.000
MCP-1(ng/L) 305.21+32. 17 217.70£23. 33 19.400 0. 000

2.2 BNHEILASXTERAFMBNKE R L RILE

i AE FE 4 IMT 1E 5 % (17. 0% ) % T XF B 21
(44.9%) , BE B £ R (67.8%) fm T X iR 41
(30.6%) , A L EZF WA GIT¥HE L (P<
0.05) ; MPHAL[E] IMT 342 1E 0 K 25 = LGt
B (P>0.05) , MiFEFEATR A 9] 75 S AR 8] 7 B
Rt (43.7%) B & T X IRAL (4. 1%) , 2 7A
Biit2E R L (P<0. 05) , i 1 24 58 [ 75 B (9 4 4
R(24.1%) 5 X HEA (26, 5%) A HL 22 55 K52
B (P>0.05)(%2),

% 2. ItESE A 53 BRA B AKEB AR 5 R LB ()
Table 2. Comparison of carotid artery ultrasound results in

cerebral infarction group and control group ( cases)

BEHk

N ==
IRA [l

4y 4l n IMTIE#  IMT H4J5

ik e 7 fiRml

FRATZELL 112 19(17.0%)17(15.2%) 27(24. 1%) 25(22.3%) 24(21.4%)

XHHRZ] 49 22(44.9%)12(24.5%) 13(26.5%) 2(4.1%) 0(0.0%)
X2 14.013 2.001 0. 107 8. 125 12.339
P 0. 000 0. 157 0.743 0. 004 0. 000
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2.3 IMT IEEE A, IMT B2 HEHFRAMF ox-
LDL.MCP-1 7K L%

ki 45 5. 551 8 Jok B e 4 1L 7 ox-LDL , MCP-1 7K -
T IMT IEH 4 IMT 384, 2R A5 12 a X
(P<0.05;5% 3), 10 IMT 1F %415 IMT £ 520 7] Ho
IR 22 5% (P>0.05) .

RIIMT EEH. IMT EEHKRFERA M F ox-LDL,
MCP-1 L3 (xs)

Table 3. Comparison of serum ox-LDL and MCP-1 levels in
IMT normal group, IMT thickening group and plaque

group (x+s)

24l n ox-LDL(mmol/L)  MCP-1(ng/L)
IMT 1E# 41 19 42.12+12. 80 267.17+£14.01
IMT #4241 17 48. 80+19. 03 287.75+21. 55
BEHL 76 57.33+24. 08" 319.97+25.95°
F 3.179 47. 356

P 0. 003 0. 000

a h P<0.05,5 IMT IE# 41 IMT 3424 L5

2.4 SEEIEBHA RS ESEDIHA R K E SR
4R 1M 5% ox-LDL MCP-1 7k FEb 4%

Hi 5 B 55 8 Jik e [l s B e 2 VR A ] S BRE B 24
R [ 75 BELRZH L7 ox-LDL ZK-SFAR K T 5, 1A [
FEBEHRZ AR I B e 4 5 5 ] 75 B R A LA 2 5
At L (P<0.05;3K 4) IR G R A HEHA Y
R B2 LA TS 122 25 5% (P>0.05) , 3 41
[B] 13 MCP-1 7KK R T &, 4l i 22 5 A 42
P28 L (P<0.05;£ 4)

x4, SEOFBHRA R & O 5 SR A K K [ 5 BELR A 1 iF
ox-LDL MCP-1 Eb 3z (x+s)

Table 4. Comparison of serum ox-LDL and MCP-1 levels in
strong echo plaque group, mixed echo plaque group and
low echo plaque group(x=s)

o n
SR ] P BREHR2H 27
REWFEREHRA 25
REFEBEERZ 24 55.39+20. 68"
F 10. 288

ox-LDL( mmol/L) MCP-1(ng/L)

39.39+£10.99  299.51+21.06

51.50+20. 53"  315.70+12. 73"
343.12+21. 71"
23.183

P 0. 000 0. 000

a i P<0. 05, 558 [l HEH LLER ;b S P<0. 05, S5IR & [l Bk 20
HEs,

3 3t it
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PG ) S AE FS 07 SR A | 3 3k SR A% AN i 3 1 T A R 7
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it SR A B SRS 80, (e 08 1A% P As BEBR AT i e &
J S0 I I e i R R A, AR
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WA
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(RN B 36 T 45 | BE B A9 20 21 2 i K 391 3
ik 7 B 85 14 5 B A B % DDA O, IR [l 7S R A
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1R e N 22 A B AL KR T K, SRS BB, FEACHT
U IAEAEAL CAS P2 52 B i 55 1 X BR A, BE A
S (K 4 R 67.8% 30.6%) , Ju LIRS
[ 7 R ARK [ 75 B e Ay W) 48 (6 HE SR 430k 43. 7%
4.1%) , T HAEMFESLL A As TR A = A
HoRFa e v py 3 n, 3% ox-LDL MCP-1 /K34 %
Wi T FERE AL JE R R A L RES 2 5 AR ]
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ox-LDL MCP-1 MEZ5 T As WL, H 551
FUEPER B R, W98 &L, ox-LDL ] LI i v
T RS2 A 5 W 4 A A W, 398 0 BRE B s 8 B R
i R R E PE ; ox-LDL Hf I [ BE Y 7= )
5 1M - T LA AR T M A OE ) P BT L4
JHLYR T AT OB B i Jg TR S 4 UL A0 ik /D % &1
AENE S A BE ST AE 5 ox-LDL 7] LA i 3 57 43
JEE AR A, 5 H B TR 8 B R 5
T 3 A5 B B A0 i A 3 S R R R A i i
P 6 i 17 s BRE B 24 A 56 MCP-1 5 As
BEHRa E PRI & B, MCP-1 25584k H 7 A i 2
R WELIA T 35K B 403 ph BEBR i X 4R A 36 A BT e
P, A7 T Tl e L ) 2R A R, T A R e
M4 H7E , CD40-CD4OL 3 % 2 5 BEHe N 4 05 [ N,
PR JE A B B | 0 06 35 5 4 R B Il B A 2T
M v ) 5 R P R TR, AR 5 BRE B 1 S R 4 BE 5
i, se s R BE AR E M, LTS MCP-1 /K SFn]
DA S e As (AR M B ™ di b

ZE LTRSS AR | I ox-LDL MCP-
1 7KSF-RT [] 42 S2 WERR ATE AT FR 5 CAS R JE BB g
FEME, ML ox-LDL, MCP-1 7K - 5, CAS 7 JiF ik
i, BEH A A R HB AN R g, a3 6 T de ot i
MEWRMZIE RTREITMEEAREESEEL, A
AR SCEEATY T KFEAR A TR S, H 75 A A
FREEH S A ER LR R bR TR
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