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FE B HraDU X RS ko B IR AL (LAA) S i P ik 25 o 8 5 206 25 E(ApoE ) 3 K Z 25 M /443
Mo FoiE  VEBGR IR AR E BRI 2 IRHAYT I LAA Bk M AR5 o 2835 179 {0 e X B8 25 104 461y
RS, RARA BHE SN (PCR) -2 GIR BRI A ZH At BRZH AP IFEAS , eI 4B BE R A
SR IR 22 5, 4 0 FL 5 2 40K ) A5 407 5 PR 41 A9 B B T B (TC) L H il =R (TG) L im & AR & A
(HDL) %N E 1 (LDL) K-, 55 2 4140 he3/e3 KN RIR IR . %t BB 20 e3/e3 JE R g T2 o
2 (P<0.05) , 2= W1 2l €3/e4 Fled/ed 43 Aii 5 T X BEAH (P<<0.05) 5 25 v 4 e4 25 {37 3% PRI R 5 T 5 R4 (P<
0.05) , €3 A5 {3 3 R # I T X 41 (P<<0.05) o PEFINT T ApoE & [H #4345 22 5% 48 112 7 L (P>
0.05), X[HRZHed F TC TG . LDL /K-35 Te2 Bl Fle3 % (P<0.05 8% P<0.01) ; 25 i1 2Hed B TC /K- 5. 35 15 Te
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KR RN FEREAL B G PR A b s 218 1 E 5 BEDH 22384 ; IS
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Analysis of Polymorphism Distribution of ApoE Gene in Large Artery Atherosclerosis—Subtype
Ischemic Stroke Patients in Wuhan HAN Rui-ling’, WAN Zi-cheng’, SUN Si', Mao Xiao-l, WANG
Ming', LI Yan'. 1. Department of Clinical Laboratory, Renmin Hospital of Wuhan University, Wuhan 430060,
China; 2. Department of Clinical Laboratory, The Central Hospital of Wuhan, Wuhan 430010, China

Abstract Objective: To analyze the polymorphism distribution of the Apolipoprotein E (ApoE) gene in large
artery atherosclerosis (LAA)-subtype ischemic stroke (IS) patients in Wuhan. Methods: One-hundred and
seventy-nine patients of LAA-subtype IS and 104 healthy controls were selected from the Department of
Neurology, Renmin Hospital of Wuhan University. The polymerase chain reaction (PCR)-fluorescence probe
technique was used to detect peripheral blood samples from the stroke group and the control group. The
differences in the ApoE genotypes and the allele frequency were statistically analyzed. The levels of total
cholesterol (TC), triglyceride (TG), high density lipoprotein cholesterol (HDL), and low density lipoprotein
cholesterol (LDL) in the different allele sub-groups were compared between the two groups. Results: The
frequency of the €3/e3 genotype was the highest in both the stroke group and the control group. The €3/e3
genotype frequency of the control group was higher than that of the stroke group (P<0.05). The distribution of 3/
€4 and €4/e4 genotypes in the stroke group was higher than that in the control group (P<0.05). Compared with the
control group, the frequency of €4 allele was significantly increased and that of the €3 allele was significantly
decreased in the stroke group (P<0.05). There was no significant difference in the distribution of ApoE genotypes
among stroke patients with different genders (P>0.05). In the control group, the levels of TC, TG, and LDL of the
€4 phenotype were higher than those of the €2 and €3 phenotypes (P<0.05 or P<0.01). In the stroke group, the
level of TC in €4 phenotype was significantly higher than that in the €2 and &3 phenotypes (P<0.01), and the
level of LDL in the €4 phenotype was significantly higher than that in the €2 phenotype (P<0.01). Conclusion:
The polymorphic distribution of ApoE in the LAA-subtype IS in the Wuhan area is independent with sex but
does affect the levels of blood lipid; €4 may be one of the susceptibility factors and risk factors for the
LAA-subtype IS.
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BEHORAG I A L X LAA AL P 4 8725 ApoE Jk
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5 -~ ApoE %[ #! SRR

€2/€2 €3/€3 ed/ed e2/e4 €3/e4 g2 &4
X} ZH 104 1(1.0) 71(68.3) 1(1.0) 19(18.3) 10 (9.6) 2(1.9) 31(14.9) 163(78.4)  14(6.7)
g 179 3(1.7) 92(51.4) 14(7.8) 20(11.2) 34(19.0)  16(8.9) 60(17.8)  234(69.2)  44(13.0)
118 0 6.99 4.88 3.72 4.32 0.56 4.72
P 1.000 0.008 0.027 0.136 0.054 0.038 0.454 0.026 0.030

2 ApoE JE[RIE AR [ ME 51 LAA B figi A v 28 P A 40 A [1(%)]
P % £2/e2 £3/e3 g4/e4 £2/€3 £2/e4 £3/e4
5 91 2(2.2) 41(45.1) 6(6.6) 12(13.2) 21(23.1) 9(9.9)
i 38 1(1.1) 51(58.0) 8(9.1) 8(9.1) 13(14.8) 7(8.0)
At 3(1.7) 92(52.0) 14(7.9) 20(9.8) 34(19.2) 16(9.0)
11E 0 2.49 0.12 0.4 1.5 0.04
P{H 1 0.115 0.729 0.527 0.221 0.841
Fe3 X BRG] PORTF LR F R B 3 AR /K7 FU S (mmol/L, aks)
BEPR AL 1% TC TG HDL LDL
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g3 1 81 4.49+0.85% 1.39+0.58” 1.40+0.54 2.3420.79"
g4 7 3 5.69+1.32 2.274+0.42 1.34+0.37 3.05+0.87
T Hed BLLHR, "P<0.05, % P<0.01
Fea A HpOR TR FE R R AL I AR /K LA (mmol/L, acks)
el 1%k TC TG HDL LDL
g2 23 4.37+0.82" 1.76+0.77 1.21£0.31 2.09+0.66"
g3 126 5.00+0.69" 1.79+0.75 1.17+0.42 2.81+0.53
g4 #l 30 6.21+0.78 2.28+1.05 1.17+0.31 3.18+0.80
T Hed BULLH, "P<0.01
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