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Research progress on relationship between dyslipidemia and urolithiasis
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Abstract Urolithiasis is a common disease in urology, and it takes the first place in the urology hospitalized
patients. The causes of urolithiasis are various. Epidemiological investigations have found that the metabolic syn-
drome is associated with urolithiasis. Basing on insulin resistance as the core mechanism, this review will focus on

the relationship between dyslipidemia and urolithiasis.
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Abstract Nicotinamide adenine dinucleotide phosphate (NADPH) oxidase plays a crucial role in renal inflam-
mation. ischemia / reperfusion injury and the injury of renal tubular epithelial cells and interstitial cells. After be-
ing activated. the enzyme produces large amounts of reactive oxygen species (ROS) which are involved in various
intracellular signal transduction, leading to inflammatory response and cell injury. Excess ROS will lead to kidney
damage, deposition of stone material, the formation of kidney stones, renal failure and other pathophysiological
changes. NADPH oxidase inhibitor can effectively improve the above mentioned pathological process. The purpose

of this review is to study the role of NADPH oxidase in the formation of kidney stones as well as NADPH oxidase

inhibitors in renal protection.

Key words NADPH oxidase; nephrolithiasis; reactive oxygen species; research progress
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