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Plasma Platelet-activating Factor Acetylhydrolase Deficiency and
Risk of Abdominal Aortic Aneurysm
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% 1 Characteristics of AAA and contrel subject
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Plasma platelet-activating factor acetylhydrolase
(PAF-AH) is known to catalyze platelet-activating
factor (PAF), inactivating thereby its inflammatory
function. Deficiency of this enzyme is caused by a
missense mutation (G*'— T) in exon 9 of the plasma
PAF-AH gene. In this study, we investigated a pos-
sible association of this mutation with the risk of
developing an abdominal aortic aneurysm (AAA) in
Japanese patients.

We studied 131 AAA patients. The control group
consisted of 106 subjects matched for age and sex.

The association of the missense mutation with AAA
was statistically significant and independent of other
riskk factors. AAA patients with both T alleles and
hyperlipidemia were more likely to develop other
atherosclerotic diseases, such as ischemic heart dis-
ease, stroke and peripheral arterial occlusive diseases
than patients with the normal genomic type and
normal lipid level. Our findings may have important
implications for identifying patients al a high risk of
developing atherosclerotic discases.
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