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Circulating adipose fatty acid binding protein is a new link underlying obesity-associated breast/
mammary tumor development
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tis clear that obesity increases the risk of many types of cancer, including breast cancer. However, the underlying molecular

mechanisms by which obesity is linked to cancer risk remain to be defined. Herein, we report that circulating adipose
fatty acid binding protein (A-FABP) promotes obesity-associated breast cancer development. Using clinical samples we
demonstrated that circulating A-FABP levels were significantly increased in obese patients with breast cancer in comparison to
those without breast cancer. Circulating A-FABP released by adipose tissue directly targeted mammary tumor cells, enhancing
tumor stemness and aggressiveness through activation of the IL-6/STAT3/ALDHI pathway. Importantly, genetic deletion of
A-FABP successfully reduced tumor ALHD1 activation and obesity-associated mammary tumor growth and development in
different mouse models. Collectively, these data suggest circulating A-FABP as a new link between obesity and breast cancer
risk thereby providing A-FABP as a new biomarker and potential therapeutic target for treatment of obesity-associated cancers.
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