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Abstract: Objective

Methods

To explore the clinical application of creatine kinase(CK) MB(CK-MB)/CK in schizophrenia patients.
Schizophrenia patients, patients excluded from mental disorders, heart diseases, myopathy, surgery and schizophrenia pa-
tients with increased level of CK,200 cases for each group, were enrolled and detected for CK and CK-MB level. Results In schizo-
phrenia patients,30. 5% (61/200) were with increased level of CK, which was statistically different with 14. 5% (29/200) in pa-
tients of control group(P<C0. 05). Among 200 schizophrenia patients with elevated CK,84 cases were with elevated level of CK and
CK-MB. Among these 84 cases,76 cases were with CK-MB/CK<(2% ,accounting for 90. 48% .6 cases with CK-MB/CK of 2% —
4% ,accounting for 7. 14 % .2 cases with CK-MB/CK>4% ,occupying 2. 38 %. Conclusion The probability of elevated CK might be

greater in schizophrenia patients than in patients with other diseases. Increasing of CK or both CK and CK-MB might be not related

with myocardial infarction.
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