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Summary Th22 is a newly T helper cell subsets, discovered in recent years. The abnormal expressions of
Th22 cells and 11.-22 are confirmed in a variety of autoimmune diseases and chronic inflammatory diseases such as
rheumatoid arthritis, psoriasis, atopic dermatitis, chronic asthma, systemic sclerosis. However, the current role
and pathogenesis of Th22 cells and 11.-22 in coronary heart disease is not yet clear. The mechanism of Th22 and
11.-22 in coronary heart disease could be used as a new idea and new target for the prevention and treatment of cor-

onary heart disease. To this end, the latest research progress and clinical application of Th22 and its main cytokine
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11.-22 are summarized as follows.
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