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Abstract: Objective

and to investigate their clinical meanings. Methods

To detect the homocysteine.folic acid,vitamin Bi».and cholinesterase levels of the AD and VaD patients.,

30 AD,32 VaD,and 31 normal patients have been chosen respectively,and by

the means of chemoimmunology and enzymology, the Hcy, FOL, VitB;; , ChE levels of each patient have been detected. Results

Compared with the normal group,the Hey levels of AD and VaD patients increased markedly( P<C0. 01) ,on the contrary,the FOL,
VitBy; levels decreased significantly( P<0. 01) ; Furthermore, the ChE level of the AD patients decreased obviously ( P<0. 01).

Conclusion

It is very helpful for the diagnosis of AD and VaD by detecting the Hey, FOL, VitB,, , ChE of the patients;the clinical

symptom of the dementia patients can be improved by adding the FOL and VitB,; levels.
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