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[ Abstract)
cytes of patients with mild cognition impairment (MCI) and Alzheimer’s disease (AD).
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To explore changes in glycogen synthase kinase-3 ( GSK-3) levels in the lympho-
Methods GSK-3 activity
was measured by 32P liquid scintillography in a control group, an MCI group and an AD group. The expressions of
GSK-3Bat Ser9 and total GSK-3p were determined by western blotting.  Results
higher in the AD and MCI groups than in the control group. The phosphorylation of GSK-3Bat Ser9 was significantly

Objective

GSK-3 levels were significantly

lower in the AD and MCI groups compared with the control group, but there was no difference in the phosphorylation

of total GSK-3B among the three groups. Conclusions

in the diagnosis of MCI and early AD.
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Higher GSK-3 activity in the lymphocytes might have value
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