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Abstract  Urolithiasis is a disease with high prevalence, high recurrence rate and high cost, of which calcium
stones account for more than 80%. At present, while great progress has been made in the research on the epide-
miology, pathogenesis and treatment of urolithiasis, the detection rate of variant gene about urolithiasis is increas-
ing gradually because of the emergence and promotion of high-throughput sequencing technology. This article
summarizes the latest research progress in single nucleotide polymorphisms of calcium-containing urolithiasis, ho-

ping to contribute to the comprehensive and in-depth understanding of urolithiasis, and more importantly to the

accurate and efficient diagnosis, treatment and prevention of urinary lithiasis.
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