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Abstract: Nonalcoholic fatty liver disease (NAFLD) includes a wide 

range of liver clinico-pathological conditions, starting from pure fatty 

steatosis up to nonalcoholic steatohepatitis (NASH), which may 

develop to cirrhosis, liver failure and hepatocellular carcinoma (HCC). 

NAFLD has become by far the commonest chronic liver disease (CLD) 

in the United States, accounting for a steadily increasing percentage of 

CLD cases over the last quarter century. Aim of the work: To evaluate 

serum visfatin level as a novel non-invasive marker for non-alcoholic 

fatty liver disease and its role in progression to non-alcoholic 

steatohepatitis. Patients and methods: This case control study was 

conducted at The Gastroenterology and Hepatology Unit, Department of 

Internal Medicine, Ain Shams University on 60 adult Egyptian patients 

with non-alcoholic fatty liver disease and 30 control healthy subjests 

during the period from march 2017 to September 2017. Results: Serum 

visfatin levels were significantly increased in patients with NAFLD 

when compared to healthy controls. In addition, visfatin levels 

decreased when NASH was diagnosed. However, it was still 

significantly higher than in healthy subjects. Recommendation:Further 

studies are needed to evaluate relationship between visfatin and NAFLD 

and its role in progression to NASH. 
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Introduction 

Non-alcoholic fatty liver disease (NAFLD) is a common cause of 

cirrhosis and liver-related morbidity and mortality. It is already 

considered the hepatic manifestation of metabolic syndrome. The 

prevalence of NAFLD is increasing worldwide due to the alterations in 

lifestyle and the epidemic of obesity and insulin resistance(IR). 

Accumulation of visceral adipose tissue(VAT) and the development of 

IR seem to be pivotal to the steatohepatitis (NASH) and concomitant 

fibrosis (Verrijken A et al.,2010). 

Adipose tissue acts as a store of energy and an active endocrine 

organ. Adipokines (adipocytokines)–agents secreted primarily by 

adipocytes–modulate lipid and glucose metabolism and insulin 

sensitivity (Marra F and Bertolani C, 2009).  In addition to their 

well-established role in controlling adipose tissue physiology, 

adipokines have been shown to be involved in regulation of the 

inflammatory response, angiogenesis and fibrogenesis. As a result, 

adipokines together with insulin resistance seem to play a distinct role 

in the pathogenesis of NAFLD (Polyzos SA, Kountouras J and Zavos 

C, 2009). 

 Visfatin was recently identified as a protein expressed in visceral 

adipose tissue visfatin, an adipokine isolated by Fukuhara et al. 

(2005), corresponds to a protein identified previously as pre-B cell 

colony-enhancing factor, a 52 kDa cytokine expressed, and secreted by 

lymphocytes. The biological role of visfatin is not entirely understood, 
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but several studies indicated glucose lowering and insulin mimicking/-

sensitizing effects of visfatin (Fukuhara A et al., 2005). 

 Visfatin is proposed as important proinflammatory mediator, 

however, conflicting results have been reported on the potential link 

between NAFLD and visfatin (Gaddipati R et al., 2010). Serum 

visfatin level is significantly associated with NAFLD/NASH that is in 

line with previous studies (Wozniak SE et al., 2009). Notably 

elevation in circulating visfatin is parallel to the pancreatic beta cell 

dysfunction in diabetics (Lopez-Bermejo A et al., 2006). Likewise, 

serum visfatin was correlated with systemic IR and development of 

metabolic syndrome (Esteghamati A et al., 2012). The purpose of the 

present study is to investigate the serum visfatin levels in patients with 

NAFLD and NASH. 


