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Comparison of Apolipoproteins E Genotype Distribution in Two Type of Stroke
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Methods

Polymerase chain reaction-restriction segment length polymorphism (PCR-RFLP) wae used to examined the Apo E genotype

in 180 patients with hemorrhagic stroke (90) and ischemic stroke (90), along with the 107 age- and sex-matched controls.

Results

The frequency of Apo E €2/¢3 was higher in hemorrhagic stroke group (28.9%) than in the controls (16.7%, P

<C0.05), while the Apo E €3/e3 frequency was lower in the cases (54.4%) than in the controls (70.0%, P<C0.05). The

Apo E €3/e4 was more frequent in the ischemic stroke group (21. 1%) than in the controls (8. 9% , P<C0. 05).

Conclu-

sion Apo E €2 may be related to the risk of hemorrhagic stroke and that Apo E €4 may be an important risk factor for is-

chemic stroke.
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Table 1. Comparison of Apo E genotype and gene frequen-

cies between two subtype of stroke

Genotype ComrokllsS grou}?aticms Contro{f grouf’aticnts
e4/ed 11 1.1 1.1 242
e3/¢ed 10.0 14.4 8.9 21.1*
e2/ed 1.1 0 1.1 1.1
€3/e3 70.0 54. 4* 70.0 61.1
€2/€3 16.7 28.9° 17.8 14. 4
€2/e2 1. 1 1.1 L. 1 0
Gene frequency
e4 6.7 8.3 6.1 13..3
€3 83.3 76. 1 83.3 78.9
€2 10.0 15.:6 10. 6 78

a: P<{0.05, compared with controls. McNemar’s ki-square test
was used to compare the proportion of the genotype, Ki-square test

was used to compare the distribution of gene frequencies
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Table 2. Apo E genotype distribution in paired hemor-

rhagic stroke and controls

Genotype in Genotype in haemorrhagic group
control group e2/X e3/e3 e4/X Total
e2/X 7 8 1 16
€3/e3 16 36 11 63
e4/X 3 5] 2 10
Total 26 49 14 89
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Table 3. Apo E genotype distribution in paired ischemic

stroke and controls

Genotype in Genotype in haemorrhagic group

control group e2/X €3/e3 e4/X Total
e2/X 41 9 4 17
€3/e3 8 40 14 62
e4/X 1 6 2 9
Total 13 55 20 88
3 Wik
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