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Abstract

Obesity has become a worldwide epidemic, and the prevalence of pancreatic steatosis has
gradually increased. Pancreatic adipocytes are involved in the occurrence and development of a variety
of pancreatic and metabolic diseases, including pancreatitis, pancreatic cancer, diabetes and metabolic
syndrome, by inducing low - grade intra - pancreatic inflammation through paracrine. This article
reviews the epidemiology, pathogenesis, diagnosis and treatment of pancreatic steatosis, and its
relationship with other pancreatic and metabolic diseases.
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