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Figure I. Inflammatory Pathays in Patients with Asthma 'Who Hare Hyperiension.

Type 2 high asthma [Pansl A} has not been mechanistically linked to hypertension In addition, type 2 oy tokines such as interlewkin.4
and imterleukin-13 pramote the M2 phenofype in maoophages rather than the M1 phenotype implicated i bypertension. Type 2 low
asthma has multipls mechanistic links with the inflammation imeokeed in bypertension [Fane] B). Type I- and typ= 17-biased immuns
responses may dually influence both the spression and the severity of asthma and hypertensive disease. Interferon- ¥ also promotes M1
macrophages that both activate adipocytes and directly contribute to hypertension, whereas interleukin-& participates in down-regulating
regulatory T cells {Tregs) that inkibit both hypertensive and asthmatic inflammation. ILC2 and ILC3 denote group 2 and group 3 innate
lymphaid cells; PGD prostaglandin Dy ROS reactive aoygen species; ThL Thi and ThlT type 2 type 3, and type I7 helper cells; and
TSLP thymic stromal lymphopoisting
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