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INTRODUCTION 

Obesity is the most relevant risk factor for NAFLD in children 

and several studies have described the prevalence and risk factors 

of NAFLD in these populations (Fraser, 2007).  

Obese children with waist circumference or above the 90th 

percentile are at higher risk for dyslipidemia and insulin resistance 

than obese children with normal waist circumference. These results 

inductance that routine waist circumference evaluation in obese 

children may help clinicians identify which obese children are at 

greater risk of diabetes and other cardiovascular disease (Bassali 
et al., 2009).    

Nonalcoholic fatty liver disease (NAFLD) is the most common 

cause of liver disease in the preadolescent and adolescent age 

groups in the United States (Patton et al., 2008). 

The development of NAFLD in children requires the 

coexistence of multiple factors. Among the numerous risk factors, 

many are similar to risk factors that have been identified in the adult 

population, including obesity, visceral adiposity, insulin resistance, 

and presence of other features of the metabolic syndrome. Other 

risk factors, such as race, ethnicity, sex, and distribution and 

progression of pubertal development, are exclusive to pediatric 

NAFLD (Alis, 2009). 
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The majority of patients with NAFLD and NASH are 

asymptomatic with mild, incidental elevation of aminotransferases. 

No specific symptoms can distinguish NAFLD or NASH from other 

types of liver disease. The diagnosis of NAFLD requires the 

exclusion of other specific etiologies of liver disease and excessive 

alcohol consumption. The majority of patients have 1 or more risk 

factors for metabolic syndrome, such as type 2 diabetes, obesity or 

hyperlipidemia. When symptoms occur, the most common 

complaint is fatigue and occasionally right upper quadrant 

abdominal discomfort (Rafiq, 2009). 

In this context, early identification of patients with nonalcoholic 

steatohepatitis prior to the onset of advanced fibrosis would be 

helpful in guiding aggressive intervention. Liver biopsy remains the 

gold standard for obtaining an accurate diagnosis of nonalcoholic 

steatohepatitis, as well as for differentiating this condition from 

simple steatosis. Unfortunately, biopsy is a costly and invasive 

diagnostic procedure (Wieckowska et al., 2008). Pentraxin 3 

(PTX3) is produced by a variety of tissues and cells and in 

particular by innate immunity cells in response to 

proinflammatory signals and endothelial cells (Mantovani et al., 
2006). 

Because of this extrahepatic synthesis and in contrast to CRP, 

PTX3 levels are believed to be a true independent indicator of 

disease activity produced at sites of inflammation (Fazzini et al., 
2001) 


