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Asthma is a chronic inflammatory disease of the airways with an increasing prevalence but limited 
treatment options. Although the pathogenesis is not fully understood, it has a major immunometabolic 
component including contribution of lipid mediators to airway inflammation. Interestingly, accumulating 
evidence implicates obesity as a critical risk factor for asthma where these lipid mediators are 
upregulated. However, how obesity leads to asthma remains a critical but poorly understood area. 
There is a great need for novel treatments for obesity-related asthma as this group of patients are less-
responsive to conventional therapies. 

The fatty acid binding protein aP2 is a fundamental immunometabolic regulator, which is increased in 
obese mice and humans. aP2 deficiency in mice improves the dysregulated metabolic outcomes of 
obesity and related diseases such as diabetes and atherosclerosis, which share similar lipid 
derangements and immunometabolic underpinnings. Moreover, we reported that aP2 secreted from 


