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INTRODUCTION
Nonalcoholic fatty liver disease (NAFLD) is now the

most common cause of chronic liver disease in children and

adolescents in the United States (Shneider et al., 2006).

 NAFLD is a clinico-pathologic entity defined as

presence of hepatic steatosis in individuals who drink little or

no alcohol and represents a spectrum of liver disease ranging

from blandsteatosis to nonalcoholic steatohepatitis (NASH)

(Kleiner et al., 2005).

 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 (Alisi, 2009).

 Most patients with NAFLD have no or few symptoms.

Infrequently, patients may complain of fatigue, malaise and dull

right upper quadrant abdominal discomfort (Adams et al.,

2005).

NAFLD is most often diagnosed in asymptomatic people

after the detection of raised aminotransferases during routine
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screening or abnormal hepatic imaging performed for another

purpose. Radiographic evidence of fatty infiltration of the liver,

combined with an elevation of aminotransferases as a marker of

hepatic inflammatory change, can be used to make a presumed

diagnosis of NASH in the absence of liver biopsy (Stephen et

al., 2002).

 Liver biopsy remains the only reliable way of diagnosing

NASH, however, it's an invasive procedure, therefore, there's an

urgent need to develop and validate a simple, non invasive test

that distinguish NASH from NAFLD and determines stage and

grade of the disease (Campos et al., 2008).

 Cytokeratin 18 (CK18) is an intracellular protein

released into the blood by both necrosis and apoptosis of

hepatocytes (Schutte et al., 2004).

 Plasma CK18 levels are elevated in children with a

clinical diagnosis of NAFLD relative to normal-weight children

and overweight children without NAFLD. This suggests that

plasma CK18 may have potential as a serologic marker of

NAFLD in children. That, by itself, may have some value in

clinical medicine because it could help to identify children with

obesity-related liver disease among those with obesity (Vos  et

al., 2008).
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