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Obesity has emerged as a major health problem worldwide
1
 since it is linked to 

several metabolic complications including type 2 diabetes (T2DM), metabolic 

syndrome, nonalcoholic fatty liver disease (NAFLD) and cardiovascular disease. Over 

the last 2 decades, studies in humans have re-emphasized the notion that obesity is not 

a homogeneous condition and that the regional distribution of adipose tissue is 

important to understand the relation of obesity with disturbances in glucose and lipid 

metabolism. When the circulating levels of triglycerides and free fatty acids (FFAs) 

exceed metabolic capacity of adipose tissue needs, they are accumulated as ectopic fat 

in non-adipose tissues, such as skeletal muscle, liver, heart and pancreas. Fat 

infiltration of the liver in the absence of excess alcohol intake and other chronic 

conditions of the liver is termed as NAFLD. It may progress to local liver injury, 

cirrhosis and hepatocellular carcinoma. In addition, NAFLD has been shown to be 

associated with insulin resistance, T2DM, metabolic syndrome, and atherosclerosis.  

Excessive lipid deposition in the pancreas, termed as pancreatic steatosis or 

nonalcoholic fatty pancreas disease (NAFPD), has recently gained more attention. A 

growing body of evidences has indicated that NAFPD may be associated with 

lipotoxicity, insulin resistance, and inflammation, which possibly leads to the 

development of glucometabolic disorders. On the contrary to NAFLD, the 

pathophysiology and clinical implication of NAFPD have not been well investigated.  

Therefore, we will focus on the current knowledge regarding the possible 

pathogenesis, diagnostic techniques, impact of pancreatic steatosis on β cell function 

and insulin resistance, and the clinical relevance of interplay between NAFPD and 

glucometabolic disorders 


