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The Comparison of CSF Levels of 3— Amyloid Peptidei—+ between Patients
with Alzheimer’ s Disease and Those with Vascular Dementia
I Yi HAO Wei

Second Xiangya Hospital Central South University, Changsha 410011, China
[ Abstracf] Objective: To investigate the cerebospinal fluid (CSF) levels of B — amyloid peptider—42( A3 1—2) in patients with
Alzheimer’ s disease (AD) and their diagnostic value for AD. Methods; The subjects were 22 patients with AD and 41 contwols, in-
cluding 20 patients with vascular dementia (VD) and 21 nomal contwols (NC). The CSF levels of A3, 4, of each subject were
measured by enzyme— lirked mmunosorbent assay (ELISA). Subjects in the groups of both AD and VD were assessed for param-
eters with MMSE, CDR and Hachini mating scales. Results; (1)The mean CSF levels(pg/ mD) of ABj—42 of AD group was 343.
94 4165. 87, VD 466. 651-222. 46, and NC 480. 401-217. 16. The CSF levels of AB1—a42 of AD group were significantly lower
than that of NC (P<{0. 05). However no significant difference was observed beween other two groups (2> 0.05). (2)In AD
group there were significant correlations between the CSF levels of AB 142 and the MMSE or CDR scores (P<0.05). Condu-
sions: The CSF levels of ABj—4; of patients with AD are significantly lower than that in NC group. Decreased CSF levels of A3 1—ao
may be a marker for AD, which is helpful in diagnosing AD.
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