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Plasma glial fibrillary acidic protein level in patients with Alzheimer’s disease REN Zhihong,YU Jie ,WANG Haili.
( Department of Neurology ,Beijing Eleciric Power Hospital Affiliated to Capital Medical University ,Beijing 100073, China )
Abstract ;
Alzheimer ’ s disease (AD) and its correlation with cognitive impairment. Methods asma GFAP levels were analyzed in

Objective To investigate the changes of plasma glial fibrillary acidic protein ( GFAP) in patients with

34 AD patients and 38 normal controls. We investigated the differences in plasma GFAP levels between the two groups,and
analyze the relationship between plasma levels of GFAP and cognitive function. Results The plasma GFAP level in the
AD patients [ 1253 (964 ~1584) pg/ml] was significantly higher than that in the normal controls [ 874 (698 ~1079) ] (P
<0.001). Plasma GFAP levels might be helpful to the identification of AD from normal control with a sensitivity of 58. 8%
and a specificity of 86.8% . Plasma GFAP levels correlated with the mini-mental state examination (r = -0.42,P <0.
001) and Montreal cognitive assessment score (r= —0.38,P <0.001). Conclusion Plasma GFAP might be a potential

biomarker in the differential diagnosis and evaluation of AD,and it is worthy of further study.
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