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Role of T cell on lung homeostasis and dieseases
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A reduction in Bach2 expression in lung CD4 T cells was found to activate
IL-7-mTOR signalling in Th2 cells, leading to the differentiation of IL-33R+ Th2 cells. These IL-33R
+ Th2 cells then prolonged Th2 innate immune responses in the lung environment in an
IL-7/1L-33-dependent manner, ultimately leading to the development of chronic allergic airway
inflammation. Interestingly, the absence of reduced Bach2 expression in Treg and CD8 T cells in the
lungs led to the formation of an alveolar proteinosis-like pathology. These findings highlight the
complex interplay between Bach2 expression and the maintenance of lung homeostasis.
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