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Research progress on the role of PD—1/PD-L1 pathway in the function of

type 2 innate lymphoid cells and pathogenesis of asthma
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[Abstract] The role of type 2 innate lymphoid cells (ILC2) , a subpopulation of immune cells, in respiratory diseases has attracted
much attention. ILC2 are involved in respiratory inflammation, allergic reactions, and tissue repair through the production of cytokines
such as interleukin—5 and interleukin—13. Recent studies have shown that in respiratory diseases such as asthma, chronic obstructive
pulmonary disease, and bronchiectasis, the activation and abnormal proliferation of ILC2 are closely related to the onset and progres-
sion of the diseases. ILC2 play an important role in the pathogenesis of respiratory diseases. In addition, the PD-1/PD-L1 pathway
plays an important role in regulating the function of ILC2. By inhibiting the cytokine production and proliferation of 1LC2, PD-1/PD~-
L1 may regulate the course of diseases such as asthma. Therefore, an in—depth study of ILC2 and their interaction with the PD-1/PD—
L1 pathway not only contributes to a better understanding of the pathogenesis of respiratory diseases , but also provides new targets and
strategies for disease treatment.
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