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Development of new therapeutic options for multiple sclerosis by suppression of
CNS immune system augmentation due to the malfunction of astroglia connexin
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Our main purpose of this project is to investigate the cause of
secondary-progressive multiple sclerosis (SPMS) using animal model for the development of new
therapeutic options. In brain autopsied sample of SPMS patients, activation of glial cells and
increase of gap junction proteins (= connexin, Cx) are observed. Focusing on this, we tried to
analyze functions of Cxs on glial cells. Cx30 and Cx43 are mainly expressed in astroglia.
Experimental autoimmune encephalomyelitis (EAE) which is known as an animal model for MS, in Cx30
deficient mice resulted in amelioration of chronic phase signs compared to wild type mice. In
addition, in Cx43 astroglia-specific deficient mice, EAE was also ameliorated. From these findings,
ge found the clue for the development of new drugs for SPMS through the functional modification of
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