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The relation between sympathetic nerve activities and kidney diseases

Naoki OSHIMA

J. Natl. Def. Med. Coll. (2022)47 (4) : 201 — 207

Abstract : There are many reports which show the relation between sympathetic nerve
activities and kidney disease. Increased sympathetic nerve activities lead to hypertension and
hypertension exacerbates kidney functions. Furthermore, some reports show that increased
sympathetic nerve activities themselves cause high levels of proteinuria or decreased renal
functions. However, the detailed mechanisms between sympathetic nerve activities and kidney
diseases are still unknown. As an innovative treatment to suppress sympathetic nerve activities,
“renal denervation” was introduced to cure hypertension in 2009, but the treatment is not
frequently used in Japan so far. In this report we explain the relation between the sympathetic
nerve activities and kidney diseases, including the findings of our studies.
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