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This study aimed to evaluate the role of CCL19-CCR7 axis on obesity and insulin
resistance. CCL19 protein was elevated in the sera of obese model mice challenged by endotoxin. Ccr7(-/-)
mice were protected from diet-induced obesity, insulin resistance, fatty liver and dyslipidemia and
exhibited increased thermogenesis on high-fat feeding. CCL19 attracts activated dendritic cells. The
expression of dendritic cell markers, CD11b and CDllc, was not observed in the adipose tissues of
Ccr7(-/-) mice fed a high-fat diet, which might be closely associated with the protection of these mice
from obesity.

In this study, we demonstrated that CCL19-CCR7 pathway played a crucial role in inducing obesity and

subsequent insulin resistance.
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