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WFZep RO EE (JE30) : Allergic disease, which is caused by a disorder of the balance
of the immune system, is said to be the Japanese national disease. We focus on Th2 cells
because they are thought to play leading role in development of the allergic disease.
Polycomb and Trithorax proteins regulate Th2 cell function via binding to specific genes.
We made gene maps of the place where they bound using an advanced technique called the
ChIP-seq method and discovered some unexpected characteristics. In addition, we found
that allergic reactions were attenuated in the mice lacking the Trithorax molecules. We

hope that these findings will be applied to the development of therapies for allergic

disease.
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