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Abstract

Asthma is a heterogeneous disease characterized by chronic airway inflammation and airway hyperreactivity. Its main features
include chronic inflammation of the airway with the participation of multiple inflammatory cells and cellular components, causing
hyperresponsiveness to various stimuli and airway remodeling with the duration of the disease. Sphingosine kinases (Sphingosine
kinases, SphKs) are key enzymes for the generation of sphingosine 1-phosphate (sphingosine-1-phosphate, S1P). S1P specifically
binds to SIP receptors (sphingosine-1-phosphate receptos, S 1 PRs), participates in the regulation and progression of inflammation
and tissue damage through multiple pathways, and is closely related to the severity and prognosis of disease. In recent years, the
study of SphKs / S1P signaling pathway has increased in asthma, including its structure, function and possible mechanisms in the
pathogenesis of asthma.
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