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Role of GSK-3p in the formation mechanism of urinary stones
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Summary Glycogen synthase kinase-3 beta(GSK-30) is an active serine/threonine kinase widely expressed in
the testicles, thymus, ovaries, lungs, brain, and kidneys, which phosphorylates the cell substrate through a vari-
ety of signaling pathways, thereby regulating a variety of cellular functions, including development, metabolism,
gene transcription, protein translation, cytoskeletal tissue, cell cycle regulation and apoptosis. A large number of
studies have found that GSK-3 beta plays an important regulatory role in oxidative stress, which plays a key role in

the development of urinary stones. Therefore, this paper summarizes the research progress of GSK-38 in the for-

mation mechanism of urinary stones.
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