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INTRODUCTION 

Non-alcoholic fatty liver disease (NAFLD) describes a 

spectrum of liver clinico pathological changes extending from 

simple steatosis through non-alcoholic steatohepatitis (NASH) 

to fibrosis (Farrell and Larter, 2006).  

It is the most common cause of chronic liver injury 

worldwide. It has been documented in 10 to 15 percent of 

normal individuals and 70 to 80 percent of obese individuals 

(Bellentani et al., 2000). NAFLD has doubled during last 20 

years and it is the leading cause of liver disease in the western 

countries, but recent data confirmed that NAFLD play an 

equally important role worldwide (LaBrecque et al., 2014).  

It was initially believed that NAFLD is a completely 

benign disorder; but histological follow-up studies showed that 

progression to fibrosis occurs in about one third of patients 

(Bellentani et al., 2000). On the other hand, approximately 7% 

of patients with NASH will progress to cirrhosis within 3 years 

(Wong et al., 2010). It is currently the third most common 

cause of liver transplantation and is projected to be the leading 

cause in 2020 (McCullough, 2011). 

In addition, several prospective studies showed that 

NASH is independently associated with increased mortality, 

from both liver disease-related and cardiovascular causes 

(Ekstedt et al., 2006). 



Introduction � 

 2 

Liver biopsy remains the golden standard for the 

diagnosis of NAFLD and for distinguishing simple steatosis 

from NASH. However, biopsy is an invasive method carrying a 

small but not negligible risk of Complications (Myers et al., 

2008). So ultrasonography is accepted as an initial screening 

for fatty liver because it is noninvasive, inexpensive, and 

widely available (Palmentieri et al., 2006). A Japanese study 

conducted on the general population shows that ultrasound 

scanning has a sensitivity of 94% and a specificity of 84% for 

detecting liver steatosis (Angulo et al., 2007).  

In addition, it has been shown that adipose tissue 

expresses hepcidin, a key regulator of iron homeostasis, and 

this expression is enhanced in massively obese patients with 

NAFLD (Bekri et al., 2006). 

The liver has important role in the regulation of iron 

homeostasis. Primarily, it is one of the major storage sites of 

iron. Additionally, it produces transferrin, iron carrier 

glycoprotein in the plasma and hepcidin, the key hormone 

regulating the systemic iron homeostasis (Park et al., 2001). 

Hepcidin controls plasma iron concentration and tissue 

distribution of iron by inhibiting intestinal and macrophage iron 

efflux. Iron per se has also been shown to modulate hepcidin 

levels, thus hepcidin is now considered as the iron regulatory 

hormone (Kemna et al., 2007). 
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AIM OF THE WORK 

The aim of the work is to assess serum hepcidin level 

and iron profile in obese patient with NASH and compare the 

results with normal age and sex matched individuals.  
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Review of Literature 

Chapter Chapter Chapter Chapter 1111    

NONALCOHOLIC FATTY  

LIVER DISEASE 

Introduction 

Nonalcoholic fatty liver disease (NAFLD) is describes a 

spectrum of liver clinico pathological changes extending from 

simple steatosis through non-alcoholic steatohepatitis (NASH) 

to fibrosis and is defined strictly as fat accumulation of >5% of 

the liver weight on histology. However, in clinical practice and 

for epidemiological reasons, it is the presence of fatty liver at 

ultrasonography (USG) in the absence of known secondary 

causes of fatty liver (Farrell and Larter, 2006).  

It is the most common cause of chronic liver injury 

worldwide; it has been documented in 10 to 15 percent of 

normal individuals and 70 to 80 percent of obese individuals 

(Bellentani et al., 2000). 

The prevalence of NAFLD has doubled during last 20 

years and it is the leading cause of liver disease in the western 

countries, but recent data confirmed that NAFLD play an 

equally important role worldwide and it is the third most 

common risk factor for HCC after viral infection and alcohol 

(LaBrecque et al., 2014).  


