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The Relationship Between Abnormal Modification of
tau and Its Biological Activity in Alzheimer Disease.
WANG Jiarr Zhi, GONG Cheng Xin”, 1. GRUNDKE-
IQBAL", K. IQBAL" ( Department o Pathophysio-
logy, Tongii Medical University, Wuhan 430030,
China; " Chemical Neuropathology Department, NYS
Institute f or Basic Research, New York 10314, USA).
Abstrat Both soluble abnormally phosphorylated tau
and tau in paired helical filaments are abnormally
glycosylated. Abnormally modified tau is incompetent
in promoting the assembly of microtubules. Dephos
phorylation of insoluble tau with various phosphatases
restores differentially the biologic activity of tau in
promoting the assembly of microtubules. Deglycosy-
lation of tau enhances the above mentioned activity
caused by dephosphorylation although deglycosylation
alone has no significant effect on restoring the
biological activity of tau. These data suggest that
abnormal phosphorylation of tau might be the direct
factor for its deficient function whereas glycosylation
might be an indirect one by affecting the structure of
tau; that protein phosphatases might arrest and
reverse the lessions in Alzheimer brain.
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