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ABSTRACT  

A) Title : 

• Association between Non Alcoholic Fatty Liver Disease and Early Carotid 

Atherosclerosis  

B) Summary: 

• Background:  

- Non Alcoholic Fatty Liver Disease  is a common cause of elevated 

liver enzyme and it  may increase incidence of increased intima-

media thickness of carotid artery as a marker of early-generalized 

atherosclerosis due to visceral  obesity  and dyslipidemia or as 

apart of metabolic syndrome.  

• Objectives : 

- To compare between patients with NAFLD known  to have 

negative serology for hepatitis  B or C with no history of alcohol or 

drugs  intake with normal level  of LDL and control persons with 

normal Abdominal Ultrasound and normal Liver enzymes to 

detect the incidence of early carotid atherosclerosis in patient with 

NAFLD  

• Methods : 70 patients and 30 controls will have  

1- Full history intake  

2- Clinical examination for 

-   Blood pressure 

-  Body mass index 

-  Waist circumference 

                 3-  Abdominal ultrasound 

                 4- Hepatitis B and C  

                 5-  Liver enzymes 

                 6- Carotid   ultrasound 

*  Keywords : Non Alcoholic Fatty Liver Disease ( NAFLD) 

                      Body Mass Index ( BMI) 

                      Low Density  Lipoprotien (LDL)  
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                                               Introduction Introduction Introduction Introduction     

        Nonalcoholic fatty liver disease (NAFLD), the most common cause 

of abnormal liver function tests in hepatology practice, is frequently 
associated with visceral obesity, dyslipidemia , insulin resistance, and 
type 2 diabetes and may represent another component of the metabolic 
syndrome . (Ludwig et al.,1980 )  

       Recent cross-sectional studies have shown that NAFLD is associated 
with increased carotid artery intima-media thickness (IMT), a marker of 
early generalized atherosclerosis.However, in these studies the NAFLD 
diagnosis was exclusively based on ultrasound imaging but was not 
confirmed by liver biopsy, which is the best diagnostic tool for 
confirming NAFLD .    (Powell et al., 1990)   

  Thus, currently it is uncertain whether there is a significant association 
between early carotid atherosclerosis and the severity of liver histology 
among NAFLD patients. Clarification of this aspect may help to explain 
the underlying mechanisms and may be of clinical importance in planning 
preventive and therapeutic strategies.  (Volzke et al .,     2005) 

     We have, therefore, assessed whether patients with  NAFLD have a 
greater carotid IMT than control subjects and whether there is a 
significant association between liver histology and carotid IMT among 
NAFLD patients.  

 

Aim Of Work :   

In this study we hope to identify: 

1-Whether the severity of NAFLD is strongly associated with early 
carotid atherosclerosis, independent of classical risk factors, insulin 
resistance, and the presence of metabolic syndrome.  

2-What are the possible mechanisms by which NAFLD can cause early 
carotid atherosclerosis. 

3- Whether improving NAFLD will ultimately prevent the development 
of Cardiovascular disease (CVD).  
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  Chapter 1 

             Non Alcoholic Fatty Liver Disease 

Introduction: 

       Nonalcoholic fatty liver disease (NAFLD) is an increasingly 
recognized condition that may progress to end-stage liver disease. The 

pathological picture resembles that of alcohol-induced liver injury, but it 
occurs in patients who do not abuse alcohol .A variety of terms have been 
used to describe this entity, including fatty-liver hepatitis, nonalcoholic 
Laënnec's disease, diabetes hepatitis, alcohol-like liver disease, and 
nonalcoholic steatohepatitis. (Ludwig et al.,1980)  

The spectrum of  NAFLD: 

    The NAFLD spectrum is thought to begin with and progress from its 
 simplest stage, called simple fatty liver  to more advanced stage, 
steatosis. That is, fatty liver is the initial abnormality in the spectrum of 
NAFLD. Simple fatty liver involves just the accumulation of fat in the 
liver cells with no inflammation or scarring. The fat is actually composed 
of a particular type of fat (triglyceride) that accumulates in tiny sacs 
within the liver cells. This accumulation of fat in liver cells is not the 
same as the fat cells (adipocytes) that constitute our body fat. Fatty liver 
is a harmless ,benign condition, which means that it, by itself, does not 
cause any significant liver damage. (Schaffner and Thaler, 1986). 

    The next stage and degree of severity in the NAFLD spectrum is Non 
Alcoholic Steatohepatitis (NASH). Fortunately, only a fraction of patients 
with simple fatty liver will develop NASH. As mentioned, NASH 
involves the accumulation of fat in the liver cells as well as inflammation 
of the liver. The inflammatory cells can destroy the liver cells 
(hepatocellular necrosis). In the terms "steatohepatitis" and 
"steatonecrosis", steato refers to fatty infiltration, hepatitis refers to 
inflammation in the liver  and necrosis refers to destroyed liver cells. 
Strong evidence suggests that NASH, in contrast to simple fatty liver, is 
not a harmless condition.  

 

 


