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The determination of 5 enzymes in cerebrospinal fluid for epilepsy and Parkinson’s disease’
LIU Chengeng' .GAO Yuan'? ,WANG Peichang'”

(1. Department of Clinical Laboratory Xuanwu Hospital of Capital Medical University/
Department of Clinical Laboratory Diagnostics of Capital Medical University,Beijing 100053,China;
2. Department of Blood Transfu-sion , Fuwai Hospital of Chinese Academy
of Medical Sciences,Beijing 100037 ,China)

Abstract: Objective  To study the diagnostic value of cerebrospinal fluid aspartate aminotransferase
(AST),lactate dehydrogenase (LDH) and o«-hydroxybutyrate dehydrogenase (o-HBDH) , glutathione peroxi-
dase (GPx) and glutathione reductase (GR) in the diagnosis of epilepsy and Parkinson’s disease. Methods
The levels of AST,LDH,alpha-HBDH,GPx and GR in cerebrospinal fluid of patients with epilepsy and Par-
kinson's disease and control group were detected by Hitachi 7600 automatic biochemical analyzer and Sloan
722s spectrophotometer. Results The levels of AST,LDH,and «-HBDH enzyme activity in cerebrospinal flu-
id of patients with epilepsy and Parkinson's discase were increased to varying degrees,and there was a statisti-
cally significant difference compared with the control group (P<C0. 05). Compared with the control group,the
diagnostic thresholds of AST,LDH and alpha-HBDH in cerebrospinal fluid of epilepsy patients were 16,16
and 14 U/L,respectively,and those of Parkinson’s disease patients were 14,17 and 14 U/L respectively,and
there were a statistically significant difference (P<C0. 05). The activities of GPx and GR in epilepsy and Par-
kinson's disease were significantly lower than those in the control group,and there were a statistically signifi-
cant difference (P<C0. 05). Conclusion The detection of five enzymes in cerebrospinal fluid has potential value
in the diagnosis and differential diagnosis of epilepsy and Parkinson's disease.
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