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Aim of the work

Aim of the work

Is to find the correlation between Serum Leptin level in women with
polycystic ovarian syndrome in relation to their BMI and other hormonal

profile (testosterone, FSH, LH and insulin).



Introduction

Introduction

In 1935 Stein & Leventhal described seven women presenting with
oligomenorrhea combined with the presence of bilateral polycystic

ovaries (PCO) established during surgery (Stein, Leventhal., 1935).

Polycystic ovary syndrome in its most typical form (the association
of hyperandrogenism and chronic anovulation) is one of the most
common endocrine disorders, it is estimated to affect >5% of the female
population. (Franks et al., 2008) Recognising adolescents at risk for
PCOS and taking the appropriate steps to reduce circulating androgen
levels is critical in reducing the clinical symptomatology of this disorder,
and the development of adulthood infertility, diabetes, and metabolic

syndrome in patients with PCOS. (Shayya et al, 2010).

The clinical and biochemical features are heterogeneous, and there
has been much debate as to whether it represents a single disorder or
several. In recent years, it has become apparent that the polycystic ovary
syndrome not only is the most frequent cause of anovulation and of
hirsutism, but is also associated with a characteristic metabolic
disturbance (resistance to the action of insulin) that may have important

implications for long-term health (Franks, 1995).

PCOS is also associated with a metabolic disturbance, central to
which is  peripheral insulin  resistance and compensatory

hyperinsulinaemia (Dunaif, 1997);( Ehrmann, 2005). These metabolic



