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Abstract: Fibrosis is a pathological process characterized by an excessive accumulation of connective
tissue components in an organ or tissue. Fibrosis occurs as a result of uncontrolled wound healing due to
chronic tissue damage or chronic inflammation. Progressive fibrosis, which damages tissue structure and
leads to a progressive loss of organ function, is now recognized as one of the leading causes of morbidity and
death in patients with systemic sclerosis, one of the deadliest autoimmune diseases. Fibrosis is the main
pathological feature of systemic sclerosis. Relevant studies on curcumin treatment of systemic sclerosis
were searched, and we found that curcumin can treat systemic sclerosis fibrosis by regulating immunity ,
inhibiting cell transdifferentiation, anti—aging, anti—oxidative stress, etc. This paper summarized the
mechanism of curcumin treatment of systemic sclerosis fibrosis. In order to provide ideas and references for

follow—up clinical research and drug development.
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