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[ Abstract] Interleukin-10, which plays both inactive and active roles in the immunoregulatory system,
is an important double-regulatory cytokine. The interleukin-10 levels produced in vive directly influence suscep-
tibility and severity of some disease. In this review, we discuss the biological role of interleukin-10, and sum-

marize the recent findings describing the Interleukin 10 single nucleotide polymorphism as well as its correlation

3

with the susceptibility and severity of diseases.
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