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Correlation of the genetic polymorphism of ApoE and

the stability of carotid plaque
Zhang Dongping' , Zhang Bo?,Hu Changlin’
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[ Abstract]Objective ; To investigate the role of genetic polymorphisms of ApoE in carotid atherosclerosis(CAS) and the instability of
the plaque. Methods : Totally 238 subjects were divided into 3 groups:instable plaque group,stable plaque group and control group
according to the results of carotid ultrasound examination. The genotype of ApoE and serum ApoE concentration was measured. The
relationship between the genetic polymorphism of ApoE and the instability of carotid plaque was studied using linear and logistic
regression analysis. Results;(DThe frequency of &4 allele in the CAS subjects was higher than that of health people(x’=5.78,P=0.020).
@The average internal-media thickness (IMT) of subjects with &4 allele was 1.22 mm,which was significant thicker than that of
subjects without &4 allele. 3)The ApoE £4 allele was an independent relative for the instable plaque when age,sex and blood fat were
adjusted in logistic regression analysis. @The levels of hypersensitive c—reactive protein (1=4.868 ,P=0.000) and monocyte
chemoattractant protein—1(z=7.223,P=0.000) in serum of subjects with allele €4 were higher than those in subjects without &4 allele.
Conclusion : ApoE polymorphism is associated with CAS and the instability of plaques. Patients with ApoE4 have severer CAS than
subjects without ApoE e4 allele. The genetic polymorphism of ApoE has influenced the arteriosclerosis through adjusting the blood—

fat or the chronic inflammation status.
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Tab.1 Comparison of risk factors among the groups

—JAF L XFHEZ (n=78) FEEBEHL (n=84) SR (n=76) Si(E P
LERY (2 50.9 + 6.0 56.5+9.9* 58.9 + 8.5 F=4.987 0.033
A JTEFEEL (kg/m?) 214+7.8 22.6+10.4 223+115 F=2.345 0.268
TC(mmol/L) 3.08+1.24 3.33£1.33 3.57 +1.40 F=3.01 0.127
TG (mmol/L) 1.47 +0.86 1.78 £1.02 1.82+1.17° F=4.451 0.043
LDL~C(mmol/L) 2.65+1.97 3.12 £ 1.48° 3.33 +1.22% F=12.678 0.007
HDL~C (mmol/L) 1.44 +0.71 1.38 £0.93 1.36 + 1.09 F=1.754 0.461
Ft(n, %) 45(58.3%) 56(67.1%) 50(66.2%) x=2.533 0.324
L (n, %) 16(20.5%) 34(40.5%)" 37(48.7%)™ X’=9.872 0.017
FEIRIG (n, %) 3(3.8%) 8(9.5%)" 13(17.1%)® X’=24.345 0.003
WA (n, %) 24(30.8%) 53(63.1%)" 59(77.6%)" X’=8.593 0.035

Hra, XA HLEL, P<0.055 b, S e KL He A, P<0.05
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Tab.2 Distribution of the genetype of ApoE
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415 1%k -
€22 €32 €3/3 42  €3/4  &4/4
X R 2L 78 1 13 56 1 6 1

PB4 0 9 63 3 7 2
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7 *=3.673,P=0.189
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Fig.1 Distribution of the genetype of ApoE
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Tab.3 Distribution of €4 allele among 3 groups

XTRREH RSB GBI Gt

s4 8 11 19 38
Jed 70 73 57 200
Gt 78 84 76 238

1 Gy BEEA vs. X HEA }°=5.782, P=0.020; Gy it He 2l vs. £2 8 B
Y4l y2=3.714, P=0.082

24 ed FARK WM H LA e4 & IMT 69 b4z

HIE 2 AT 0L 4 S5 BRI 454 #0712 IMT 24 1.22 mm,
A e4 FAFEFE AT F T34 IMT 2y 0.84 mm, e4 S50 5L #5
IMT $0F e4 35 0, —H 25 BT 2% 5 L (1=1.970, P=
0.024),

2.50
P<0.05
2.00
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]
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Fig.2 Comparison of IMT between &4 allele group and non ¢4
allele group
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He 4 I, & e SEOIEE 5N o4 S0 3L A
L6, AR PRI I | 0RE 5 — s B T Ge 2 25 55 A,
KM ApoE MMP-9 #¢J¥ I B 2% 5%, {H TC . LDL~C Hs—
CRP MCP-1 W22 A et # 3 X, ed SRR iR
TERRE TR o4 SO,
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Tab.4 Comparison of general condition between ¢4 allele group
and non &4 allele group

— &L red(199)  £4(39) St Pl

Bk (n) 125(62.8%)  26(66.7%) x=0.209  0.633
FRILE () 67(33.7%)  16(41%)  x=0.771 0315
WG (n) 20(10.1%)  4(102%)  x*=0.002 0975
TC(mmol/L) 462+1.08  488x1.17 1=2.143  0.025
TG (mmol/L) 171+£028  192+0.15 ¢=1.027 0288
LDL-C(mmol/L)  254+0.75  276+0.88 (=2.823  0.006
HDL-C(mmol/L)  1.19£0.96  122x0.73 (=0.522  0.302
Hs—CRP(mg/L) 185+1.96  216+1.93 1=4.868 <0.001
MMP-9(ng/ml) 967+261 11.76+8.14 1=1286 0.202
MCP-1(pg/ml) 453+1068 830+7.65 1=7.223 <0.001
ApoE (mg/L) 1.11+045  1.18+053 ¢=0.587 0.389

2.6 &4 SEEAE T A X R
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Tab.5 Relationship between apolipoprotein E polymorphism and
carotid artery atherosclerosis

AR OR 95%CI P{H

AR 1.032  0.320~1.882  0.127

Model1 531 1273 0.479~2.889  0.235

ed SENIHEA 1374 0.327~2.896  <0.001

CAS i 0.882  0.634~1.482  0.532
5 1.252 0.592~2.075  0.147

Model2 TC 1324 0.985~1.867  0.224
LDL-c 1.056  0.470~1.665  0.035

ed HENHEHA 1.093  0.777~1270  0.014
1 : Model 1 JE3EAFES 151 ; Model2 JEIRLAERS 5] 1
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Early diagnosis of purulent meningitis complicated with subdural effusion
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[ Abstract]Objective . To analyze the clinical features of children with purulent meningitis(PM) complicated with subdural effusion
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(SE),and to search for the indicators of the early diagnosis for
PM complicated with SE. Methods : A retrospective study was
conducted among 258 children(129 children were diagnosed as
PM complicated with SE,while the other randomly selected 129
children were diagnosed as PM only). T test/Chi—square test/rank
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