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ABSTRACT 

Background; Nonalcoholic fatty liver disease (NAFLD) is the hepatic 

manifestation of metabolic syndrome and is one of the most common 

causes of chronic liver disease, worldwide. Lipoprotein-associated 

phospholipase A2 (Lp-PLA2) was recently characterized as a novel 

inflammatory biomarker that is correlated with several components 

constituting the metabolic syndrome, Aim and objectives to study serum 

levels of Lp-PLA2 in patients with NAFLD to detect its relation to the 

incidence and severity of NAFLD, Subjects and methods; This is Case 

Control  cross -sectional clinical Study, was carried out at   Internal 

Medicine and Hepatology outpatient clinic at Ain Shams University 

Hospital on  80 persons were divided into 2 groups: (Group-I): 40 patient 

with NAFLD as a study group, (Group-II): Forty(40) healthy subjects as a 

control group, Result; There was high statistically significant difference 

between the studied groups as regard Lp-PLA2, Conclusion; The clinical 

use of Lp-PLA2, a biomarker for NAFLD, requires the standardization of 

analytical methods, characterization of analytical features, assessment of 

performance characteristics, incremental yield of different markers for 

given clinical indications, and demonstration of cost-effectiveness, 

Keywords; NAFLD; NASH; LP-PLA2. 
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INTRODUCTION 

Nonalcoholic fatty liver disease (NAFLD) now refers to a spectrum 

of liver diseases that rangs from steatosis (i.e., fatty infiltration of the 

liver) to Non-alcoholic steatohepatitis (NASH) ie, steatosis with 

inflammation and hepatocyte necrosis, to fibrosis and cirrhosis with 

increased risk of hepatocellular carcinoma (Angulo, 2002). NAFLD is the 

most common cause of cryptogenic cirrhosis, which is cirrhosis that 

cannot be explained by hepatitis, alcohol abuse, toxin exposure, 

autoimmune disease, congenital liver disease, vascular outflow 

obstruction, or biliary tract disease (Clark and Diehl, 2003). 

 Global prevalence of NAFLD is 25.24% with highest prevalence 

in the Middle East and South America and lowest in Africa. Metabolic 

comorbidities associated with NAFLD included obesity (51.34%), type 2 

diabetes (22.51%), hyperlipidemia (69.16%), hypertension (39.34%), and 

metabolic syndrome (42.54%). HCC incidence among NAFLD patients 

was 0.44 per 1,000 person (Younossi et al., 2016). 

The mechanism of the liver injury in NAFLD is currently thought 

to be a ―multiple-hit process‖ where the first ―hit‖ is represented by an 

increase in liver fat, followed by multiple additional factors that trigger 

inflammatory activity which leads As a consequence to mitochondrial 

dysfunction with oxidative stress and production of reactive oxygen 

species and endoplasmic reticulum (ER) stress-associated mechanisms 

are activated (Buzzetti et al., 2016). 

NAFLD shares the same etiologic factors with metabolic 

syndrome, such as obesity, diabetes, and dyslipidemia. These are also 

major cardiovascular risk factors. Several epidemiological studies 

https://www.ncbi.nlm.nih.gov/pubmed/?term=Younossi%20ZM%5BAuthor%5D&cauthor=true&cauthor_uid=26707365
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indicate that NAFLD, especially in its more severe forms, is linked to an 

increased risk of cardiovascular disease, and this increased risk is 

independent from underlying cardio-metabolic risk factors Furthermore, 

in recent studies, NAFLD itself has been shown as an atherosclerotic risk 

factor (Targher et al., 2010). 

Lipoprotein-associated phospholipase A2 (Lp-PLA2) was recently 

characterized as a novel vascular-specific inflammatory biomarker 

correlated with several components constituting the metabolic syndrome 

and implicated in atherosclerosis and used for cardiovascular risk 

assessment. Several clinical epidemiological studies have been published 

demonstrating the relationship between serum Lp-PLA2 levels and 

increased risk of cardiovascular disease (Wang et al., 2017). 

Oxidative stress is regarded as a major leading cause of NAFLD, 

and the anti-oxidative property of Lp-PLA2 has been well addressed by 

several studies However, few studies were performed to explore the 

relationship between Lp-PLA2 and NAFLD occurrence (Rosenson, and 

Stafforini, 2012). 


