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Roles of lipid metabolism in systemic sclerosis
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Abstract: Systemic sclerosis (SSc) is a rare autoimmune disease characterised by chronic inflammatory

fibrosis of the skin, and organs and has the highest mortality rate of any rheumatic disease. Lipid metabolism,

the integrated process of lipid uptake, synthesis, and catabolism in the body, which regulates cellular

homeostasis and promotes vasculopathy, fibrosis, and inflammation, has become the focus of research in SSc

in recent years. Taking the atherosclerotic features of in SSc as a breakthrough point, this work reviews the

close relationship between dysregulation of lipid metabolism and related mediators and the pathogenesis of

SSc, to provide new ideas for clinical research and treatment of SSc.
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