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IINNTTRROODDUUCCTTIIOONN  

Non-alcoholic fatty liver disease (NAFLD) is an 

increasingly common cause of chronic liver disease world-

wide. It comprises a disease spectrum ranging from benign 

hepatic steatosis to non-alcoholic steatohepatitis with 

inflammation (NASH) and liver cirrhosis. Although simple 

steatosis appears to be benign, NASH can progress to 

cirrhosis with its resultant complications, including 

hepatocellular carcinoma (HCC). It is increasingly 

recognised that NASH accounts for a significant proportion 

of “cryptogenic” or “idiopathic” cirrhosis (Tan, 2010). 

Nonalcoholic fatty liver disease (NAFLD) has gained 

recognition worldwide as a common chronic liver disease 

and as a cofactor in other diseases. The subclinical nature 

of the disease has lead to increased efforts to achieve its 

diagnosis and to prevent its potential progression to 

nonalcoholic steatohepatitis (NASH), liver cirrhosis and 

hepatocellular carcinoma (Powell et al., 2006). 

Non alcoholic fatty liver disease is characterised by 

fatty infiltration of the liver, mostly in the form of 

triglycerides, which exceed 5% of liver weight (Angulo et 

al., 2007). 

Nonalcoholic fatty liver disease (NAFLD) is the 

most common chronic liver disease in the Western world (it 
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affects 30% of the general adult population) (Musso et al., 

2010). 

The NAFLD is an umbrella term for a group of 

diseases defined by a hepatic fat infiltration >5% 

hepatocyte, in the absence of excessive alcohol intake, 

defined by two standard drinks (20 g ethanol) daily for men 

and one standard drink (10 g ethanol) daily for women 

(Durazzo et al., 2012). 

The NAFLD encompasses a histological spectrum 

ranging from simple steatosis to nonalcoholic 

steatohepatitis (NASH), defined by steatosis, hepatocellular 

damage, and lobular inflammation in the individuals 

without significant alcohol consumption and negative viral, 

congenital, and autoimmune liver disease markers (Farrell 

et al., 2005). 

While steatosis does not carry the risk of progressive 

liver disease, patients with NASH are at risk of developing 

cirrhosis (20–30% of patients) (Farrell and Larter, 2006). 

NASH may progress to decompensated liver disease 

and result in liver failure. Furthermore, NASH confers an 

increased risk of cardiovascular disease (CVD) and 

diabetes both directly and through its association with other 

cardiometabolic abnormalities, including obesity and 

metabolic syndrome (Ghouri et al., 2010). 


