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Dystrophic endball

Neuronal cell surface mechanisms which induce dystrophic endball

Sakamoto, Kazuma
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Heparan sulfate and chondroitin sulfate are sulfated glycans which are involved
in axonal elongation in our central nervous system. Although they share the same neuronal receptor PTPo ,
how they differentially regulate it is still unknown. Here, minimum essential structures of heparan
sulfate and chondroitin sulfate were successfully identified. In both glycans, tetrasaccharide is the

shortest structure to_interact with PTPc . However, interestingly, the probability of the structures is
quite rare in chondroitin sulfate, while quite rich in heparan sulfate. These findings account for how

heparan sulfate and chondroitin sulfate work in opposing manner on PTPo and axonal elongation.
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