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[ Abstract)

various types of dementia. Methods

Objective To investigate the changes of plasma homocysteine ( Hey) levels among patients with
Fasting plasma Hey and angiotensin converting enzyme levels were respectively
measured in 42 patients with Alzheimer’s disease ( AD) ,40 patients with vascular dementia( VD) ,33 patients with
Parkinson’s dementia ( PDD) and 50 cases of the control with immunoturbidimetry. Results The levels of plasma
Hey in PDD group were significantly lower than those in VD group, AD group and the control (P <0.05) ,while the
levels of angiotensin converting enzyme in PDD group were significantly higher than those in VD group, AD group and
the control (P <0.05). There was no significant difference in the Hey and angiotensin converting enzyme levels a-
mong AD group, VD group and the control( P >0.05). Conclusion The levels of plasma Hey might not be associat-
ed with senile dementia during the stable period.
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