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Introduction

1

Introduction

The metabolic syndrome is a clinical entity consisting of
central obesity, dyslipidemia, elevated blood pressure, and
hyperglycaemia, and its presence is associated with an
increased risk for type II diabetes and cardiovascular disease
(CVD). Insulin resistance, obesity, sedentary life, and genetics
have all been implicated in its pathogenesis (Langefeld et al.,
2004).

Aggressive management of the individual components of the
syndrome should make it possible to prevent or delay the onset
diabetes mellitus, hypertension, and cardiovascular disease.
Weight loss improves all aspects mortality of the metabolic
syndrome (National Institutes of Health 2004).

The significantly higher CRP concentration among men with
the metabolic syndrome and its independence as a predictor of
both CHD and diabetes risk suggests that CRP could be used in
future revisions of the syndrome (Grundy et al., 2006).

Lipoprotein phospholipase A2 is a key enzyme involved in
the release of arachidonic acid from the cell membrane.
Inhibition of it by lipocortins results to a decrease in
inflammation, and therefore controls levels of inflammatory
mediators and cytotoxic metabolites (Pinto et al., 2003).

According to the latest IDF definition (2005), for a person to
be defined as having the metabolic syndrome he must have:
Central obesity (waist circumference ≥ 94cm for Europid men
and ≥80cm for Europid women, with ethnicity specific values
for other groups)


