Increased consumption of dietary carbohydrates and fat, and chronic low-grade inflammation contribute to the metabolic derangements that lead to obesity and type 2 diabetes (T2D). Apart from inflammation in liver and adipose tissue, the intestine is also a major site for immunological changes that can affect whole body metabolism1–3. Intestinal immune system comprises the epithelium, the underlying lamina propria and the muscularis mucosa, that contain many cells of the innate and adaptive immune system4,5. Janus kinase 2 (JAK2) mediates signaling downstream of numerous cytokines, growth factors and hormones6; and we and others have shown JAK2 to play essential metabolic roles that determine obesity and diabetes7–10. Beside regulating inflammatory responses, JAK2 has been shown to be involved in the regulation of several ion channels and transporters present in the gut including Na+-D-glucose co-transporter SGLT1, GLUT1 and GLUT411, which are of particular relevance to maintaining glucose homeostasis. However, the precise role of JAK2 in the regulation of inflammatory responses and glucose absorption in the gut is not known and is the objective of our study. The aim is to take in vivo and in vitro approaches to elucidate the role of JAK2 in the regulation of inflammation and glucose absorption in the intestine during the pathogenesis of insulin resistance and T2D.

