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ABSTRACT

Introduction: Neurotensin is expressed in the brain as well as it is
localized in specialized enteroendocrine cells of the small intestine.

Objectives: This paper aims to evaluate the serum level of
neurotensin in various grades of obesity and it's relation to fatty diet.

Patients and methods: A sample of 60 patients were subjected to
Full medical History, bowel habits , detailed dietary habits (Detailed
fat-intake questionnaire) and body mass index (BMI). Also serum
neurotensin , random blood sugar, thyroid profile and lipid profile
were measured. Patients were subdivided into four groups according
to their degree of obesity as follow: fifteen overweight patients,
fifteen obese class | patients, fifteen obese class Il patients and fifteen
obese class Il patients. Twenty five apparently healthy non obese
individuals of matched age and sex were taken as a control group.

Results: Our study revealed 84% rise of the mean NT in cases
compared to controls with highly statistical significant difference.
Significant positive correlation was found between serum neurotensin,
high cholesterol, low HDL and total fat intake questionnaire. But no
correlation was found between serum neurotensin and TGs, LDL, age
and sex.

Conclusion: Our limited data suggest that serum neurotensin may play
a potentially important role in the development of obesity in people
with high BMI consuming fatty diet.

Key words: neurotensin, obesity, fatty diet.
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& Introduction

INTRODUCTION

Obesity and its associated comorbidities as diabetes
mellitus and hepatic steatosis contribute to approximately 2.5
million deaths annually and are among the most prevalent
and challenging conditions confronting the medical
profession (Guhetal., 2009).

Obesity increases the likelihood of various diseases and
conditions, particularly cardiovascular diseases, type 2
diabetes, obstructive sleep apnea, certain types of cancer,
osteoarthritis and depression (Luppino etal., 2010).

Major recent advances in our understanding of the basic
neurobiology of appetite and energy homeostasis have
identified numerous targets for potential anti-obesity drug
development (Bray etal., 2016).

Neurotensin (NT) attenuates the activation of
Adenosine monophosphate (AMP-activated protein kinase
AMPK) and stimulates fatty acid absorption in mice and in
cultured intestinal cells, and this occurs through a mechanism
involving neurotensin receptor 1 (NTR1) and neurotensin
receptor 3 (NTR3) (also known as sortilin). Consistent with
the findings in mice, expression of NT in Drosophila midgut
enteroendocrine cells results in increased lipid accumulation
in the midgut, body fat , and oenocytes (specialized
hepatocyte-like cells) and decreased AMPK activation
(Melanderetal., 2012).

1)



& Introduction

Recent work reporting that NT-deficient mice are
protected against diet-induced obesity. Interestingly, the
beneficial metabolic effects observed did not depend on
effects on feeding behavior or energy expenditure but
resulted from decreased intestinal fat absorption.
Analogously, a selective NT receptor (NTR) antagonist
decreased intestinal lipid absorption in wild-type mice
(Lletal., 2016).

Li et al., found that obese and insulin-resistant subjects
have elevated plasma concentrations of pro-NT (a stable NT
precursor fragment produced in equimolar amounts relative
to NT).In longitudinal studies among non-obese subjects,
high levels of pro-NT denote a doubling of the risk of
developing obesity later in life. The findings directly link NT
with increased fat absorption and obesity and suggest that NT
may provide a prognostic marker of future obesity and a
potential target for prevention and treatment (Li et al., 2016).

2)
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AIM OF THEWORK

This study is designed to evaluate the serum level of
neurotensin in various grades of obesity and it's relation to
fatty diet.
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