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ABSTRACT: The incidence of autoimmune diseases is increasing in Western countries, possibly due to sanitary conditions
improved and infections reduced in childhood (the hygiene hypothesis). There is an discussion on whether infection improves or
precipitates autoimmune dieases. Many parasites species used in several animal models shown their ability of limiting inflammatory
activity in a variety of diseases including multiple sclerosis, inflammatory bowel disease, type 1 diabetes, rheumatoid arthritis, and
systemic lupus erythematosus. For now, most data based on experimental animal models, but several clinical trials are underway. Herein
we review several clinical trials evaluating the anti-inflammatory ability of parasites and animal experiments of rheumatoid arthritis. The
common pathway of parasites modulate immune response are through inhibition IFN-y and IL-17 production, improve IL-4, IL-10 and
TGF- release, induction CD4" T cell FoxP3+ expression, and the generation of regulatory macrophages, dendritic cells, and B cells. But
the mechanism of parasites modulating autoimmune diseases is not fully understood. There has been some progresses of parasites therapy
in rheumatoid arthritis in animal experiments. Further research is aimed at synthetic analogues of parasites' potent products that mimic the
parasite induced immunomodulation effect.
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