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Analysis of susceptibility gene X using knock out rat aneurysm model
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To clarify the contribution of susceptibility gene-X mediated cascade to the

incidence or the enlargement of IAs, we subjected rats deficient in gene X or their littermates to
the model of IAs previously established. IA formation at 4 bifurcation sites in the anterior
circulation of the circle of Willis was examined using specimens harvested on the 14th day of IA
induction. We found that the incidence of IAs was significantly exacerbated in heterozygous rats or
ones deficient in gene X (1.75 times higher each, p<0.01) compared with that in wild type animals
without influencing systemic blood pressure. Our study demonstrated for the first time that a loss
of function variants in gene X might confer susceptibility to IAs.
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