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[ Abstract ] High altitude pulmonary edema is one of the common diseases in high altitude area, which seriously threatens people’s life
and health. Its pathogenesis is still not fully understood and is related to an imbalance between the force that drives water into the alveoli and
the ability to clear alveolar fluid. At present, most drugs used to treat high altitude pulmonary edema have an unclear mechanism of action
and many adverse reactions. The lectin-like domain of TNF on the one hand can directly activate type I alveolar epithelial sodium channel

to accelerate the clearance of alveolar fluid; and on the other hand, it has anti-inflammatory effect and can slow down the formation of

pulmonary edema. So the lectin-like domain of TNF is a new option for the pharmacotherapy of high altitude pulmonary edema.
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[ Abstract] G protein-coupled receptor 35 (GPR35) , an orphan receptor, has attracted wide interest as a potential therapeutic target

for kinds of diseases. Genomics studies have linked GPR35 to inflammatory bowel disease, type 2 diabetes and coronary artery disease.

Recent functional studies have founded that GPR35 is associated with hypoxia, inflammation and other pathological processes, revealing its

crucial role in hypertension, coronary heart disease and heart failure. In this review, we summarize the progress of GPR35 in cardiovascular

diseases and discuss its potential application as an emerging therapeutic target.
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