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Fig.1 The relationship between metabolic

disorder diseases and kidney stones
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Claudin-2 Fr4 S 28 748 4 5 3508 15 R AE TN B 25 10 958
g, Claudin-2 474538 B aT AR A B 45 00 B9 36
7T LERE S — 2B F 58 o BRI Z A1, Rodrigues et
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Fig.2 The mechanism of primary aldosteronism promoting stone formation
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Abstract

of urinary stones has increased year by year, affecting people’s quality of life and aggravating the social and eco-

Kidney stones are common and frequently occurring diseases in urology. In recent years, the incidence

nomic burden. The occurrence and development of kidney stones are closely related to metabolic factors. This re-
view mainly conducts a systematic overview of the research on the relationship between electrolyte metabolism ab-
normalities, dyslipidemias and other metabolic disorder diseases and kidney stones in recent years. By exploring the
relationship between various metabolic disorder diseases and kidney stones, this review provides reference for explo-
ring the occurrence and development of kidney stones from the perspective of metabolism.
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