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Dntraduction B

INTRODUCTION

@oronary artery disease (CAD) is now the leading cause of

death worldwide, and it is expected that the rate of CAD
will accelerate in the next decade. The global burden of CAD
carries with it a heavy financial cost (Lippy et al., 2008).

Recently, adipose tissue has shed its label as a sedentary
storage depot of excess energy, and has emerged as a
metabolically active participant in mediating vascular
complications, serving as an active endocrine and paracrine
organ secreting an ever increasing number of mediators, known
as adipokines, which participate in diverse metabolic processes
(Lau et al., 2005). Although most adipokines such as leptin,
TNF-0, plasminogen activator inhibitor-1; appear to promote
vascular disease, but among these adipokines is adiponectin
which seems to possess antiatherogenic and anti-inflammatory
effects and may be protective against cardiovascular disease
development (Giannessi et al., 2007).

Surprisingly, obese subjects have significantly lower
levels of plasma adiponectin when compared with non obese
subjects, and the adiponectin levels are negatively correlated to
body mass index (BMI) in both male and female subjects (Arita
et al., 1999). The circulating adiponectin concentrations are
correlated more negatively with visceral fat area than with




