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ILC2, isolated from nasal polyps and peripheral blood of patients with
chronic rhinosinusitis, revealed the expression of Th2 cytokines and genes related to TNF and MAPK
signaling pathways were upregulated in nasal polyps compared with peripheral blood by RNA-seq in 50
cells. Live cell imaging for secretion activity, LCI-S, revealed that there are the group of ILC2
that secret type 2 cytokines highly. Anxal was identified as a candidate gene that suppresses ILC2
activation by single cell RNA-seq analysis and ILC2 activation is regulated by Anxal.

About asthma, the number of ILC2 was significantly lower in asthmatics than in healthy subjects. On
the other hands, the amount of type 2 cytokines secretion by LCI-S, and the expression of IL-4
receptor by RNA-seq analysis were significantly higher in ILC2 from asthmatic patients. These
results indicate that ILC2 from asthmatic patients has different cytokine production capacity and
receptor expression.
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