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Introduction

The prevalence of obesity hasincreased considerably over
the past 20 years because of increased caloric intake and
reduced physical activity. It has been estimated that 20% of the
world’s population is overweight and nearly 300 million are
obese (BMI >30 kg/m?) (James et al., 2004).

Obesity is linked with higher risk of many chronic
diseases, including cancer, heart disease, diabetes, hypertension
(high blood pressure), kidney disease, stroke, gall bladder
disease and sleep disorders (James et al.,2004).

The relationship between obesity and many forms of
cancer iswell established.

Obesity increases the risk of several solid tumors,
including breast, prostate, pancreatic, and colon. One of several
mechanismsthat may underlie the relationship between obesity
and tumor risk is an obesity-induced impairment in immune
function; however, little work has been done to examine which
components of theimmune system are adversely impacted by
obesity (Rebecca et al., 2007).

Furthermore, several lines of evidence have supported a
link between adipose tissue and immunocompetent cells. This
interaction is illustrated in obesity, where excess adiposity and
impaired immune function have been described in both humans
and genetically obese rodents (Egesten et al., 2008).

However, limited and often controversia information exist
comparing immunity in obese and non-obese subjects.
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