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Pruritus in Keloid: Pathogenesis and Treatments
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[ Abstract] Keloids are benign skin lesions that form during the wound healing process due to abnormal

proliferation of fibroblasts and excessive extracellular matrix deposition. It is reported that 86% of keloid patients

experience pruritus; however, the symptom of pruritus associated with keloids is often overlooked in clinical

treatment. Review the pathogenesis and treatment of pruritusin keloids, with the goal of providing effective strategies

for its management.
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