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Is metabolic syndrome the link between obesity and postmenopausal
breast cancer?
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Obesity is implicated both in breast cancer risk and cancer mortality. The proposed mechanisms underpinning these associations are
abdominal obesity, insulin resistance, altered sex steroids, adipokines, inflammation and oxidative stresses. The clustering of some of
these risk factors is central to the definition of metabolic syndrome (MetS), and the relationship between MetS and breast cancer biology
is unknown".

The aim of this prospective observational study of postmenopausal breast cancer patients was to examine the incidence of MetS and any
association with tumour pathology. Individuals underwent a metabolic and nutritional assessment prior to treatment. MetS was defined
according to the International Diabetes Federation definition®.

One hundred and seven female breast cancer patients were consented. The median age was 67 years (range 40-84) and mean BMI was
28.3+5.3kg/m?, with 87% centrally obese. MetS was diagnosed in 40% patients, almost double the predicted Irish level®. MetS was
significantly associated with central obesity (P<0.005); a 13 cm greater waistline, higher total and trunk fat mass, as well as higher
systolic BP (P =0.008), and insulin levels (P =0.015). Obesity was associated with larger tumours (P =0.021), while MetS was
significantly associated with a later stage of disease (P<0.001) and axillary node involvement (P = 0.028).

MetS and central obesity are common in Irish postmenopausal breast cancer patients. MetS appears to be associated with an aggressive
tumour biology, and this may have significance in preventive and novel treatment approaches.
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