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Analysis of factors related to the development and progression of vascular
lesions in patients with autosomal dominant polycystic kidney disease

Yamada, Kazunori
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We retrospectively analyzed brain and cardiovascular lesions in patients
with autosomal dominant polycystic kidney disease (ADPKD) undergoing hemodialysis. We observed that
the prevalence of cerebral aneurysms, cerebral infarction, and mitral regurgitation in this
population was 40.7, 55.6, and 66.7%, respectively, indicating that these patients require periodic
evaluation after the initiation of dialysis. Furthermore, we investigated the effectiveness of
tolvaptan in patients with ADPKD.

The efficacy and adverse effects of tolvaptan are similar in patients with chronic kidney disease
(CKD) stages G4 and G2-G3b, which indicates that tolvaptan is effective even in patients with low
renal function. Tolvaptan does not directly affect the vascular system; however, by delaying the
timing of initiation of dialysis, it may indirectly affect the vascular system.
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