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Research progress of CD4" T lymphocytes in pathogenesis of hashimoto’s thyroiditis
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Abstract: Hashimoto’s thyroiditis (HT) is the most common cause of hypothyroidism in thyroid disease. It is
reported that there are 10% ~15% of HT will result in subclinical hypothyroidism,and 0.1% ~2% will result in
hypothyroidism. So far, the pathogenesis of HT is not fully understood. As an autoimmune thyroid disease,CD4" T
lymphocytes and their cytokines play an important role in the development of the disease. This review provides a

summary of the relationship between CD4™ T lymphocytes and their cytokines with Hashimoto’s thyroiditis.
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