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Abstract: Ureteral stricture is a common urinary system disorder that significantly affects the quality of life
for patients. High mobility group box 1 (HMGB1) is a nuclear protein widely distributed in various cells
and is involved in processes such as cell proliferation and differentiation. Recent studies have found that
HMGBL1 plays an important role in the occurrence and development of ureteral stricture. This article
provides an overview of the mechanisms of HMGBI1 in ureteral stricture caused by stones and related
surgical procedures, as well as the progress in research on HMGBI1 inhibitors for the prevention and
treatment of postoperative ureteral stricture. The aim is to provide new insights and targets for the

treatment of ureteral stricture.
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