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Abstract The formation of urethral scar is a common complication after urethral surgery. It often affects the
recovery of patients who had experienced urethral surgery and remains a major challenge for urologists. It often
leads a dissatisfied treatment effect since the formation of urethral scar have a complicated etiology. This paper
want to introduce some of factors which play an important role in the formation of urethral scar by reviewing the

related literature about urethral scar, and provide a theory evidence to prevent and treat urethral stricture scar.
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