* Research Highlights -

Iron drives T helper cells pathogenicity
by promoting RNA-binding protein
PCBP1-mediated proinflammatory

cytokine production

With the support by the National Natural Science Foundation of China, a research team directed by
Prof. Chang Xing (‘#2%) at the Shanghai Institute of Nutrition and Health, Chinese Academy of Sciences,
recently reported that intracellular iron drives autoimmune disease by increasing proinflammatory cytokine
production in T cells. Moreover, they demonstrated that an RNA-binding protein PCBP1 bridges iron
metabolism and cytokine expression in T cells through post-transcriptional mechanisms. This study was
published in Immunity (2018, 49. 1—13).

Autoimmune diseases are disorders that the immune system mistakenly attacks and damages self-tissues.
There are more than 100 autoimmune diseases, affecting approximately 5% —8% of the population in the
world. Unfortunately, there are few effective treatments to autoimmune diseases, mainly due to the poor
understanding of these diseases. A long but little understood clinical observation is that excessive iron is
frequently found in human autoinflammatory diseases, such as in the central nervous system of patients
with multiple sclerosis. Yet, the functional outcome of excessive iron in the auto-inflammatory response is
largely unknown.
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