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The pathogensis of cerebral aneursysm is multifactorial. To elucidate on how to generate, grow,
and rupture, we establish a reproducible aneurysmal model in estrogen deficient female rats. Using
this model, we first demonstrated that the reduction of tight junction protein induced by oxidative
stress and inflammatory led to the degradation of endothelial gap, thereby facilitating the
infiltration of macrophages into the aneurysmal wall. The increase in macrophage promotes
inflammation, directed to vice cycle, resulting in the growth and rupture of cerebral aneurysm.
To assess whether some drugs are possible to inhibit the formation and growth of cerebral aneurysms,
we used an angiotensin typel receptor a blockade, phosphodiesterase 4 inhibitor, 17 ¢ estradiol
in hormonal replacement therapy and a mineralcorticoid receptor antagonist.These drugs were
effective to prevent the formation of cerebral aneurysms and the mechanism underlying the effects
by these drugs associated with anti—oxidative and anti—inflammatory. On the other hand, statins
exerted diverse effects; beneficial and deleterious effects. Notably, a high dose satin and a
lipophilic statin induced rupture. Furthermore, we found new evidence that the combination of
estrogen deficiency and high salt intake is exclusively associated with the formation of cerebral
aneurysm. In the further study, we will verify the relationship between high salt intake and
cerebral aneurysms.
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