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Diagnostic value of troponin I and CK-MB in childhood status epilepticus with myocardial injury
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Harbin City, Harbin 150001, China

[Abstract] Objective To evaluate the diagnosis value of the serum cardiac troponin I (cTnl) and

creatine kinase~MB (CK-MB) in the diagnosis of myocardial injury in children with staius epilepticus (SE).
Methods 60 children with SE (patient group) and 60 children without SE (control group) were selected. The
levels of CK-MB and cTnl in two groups were detected. All data were analyzed statistically. Results Levels of
serum CK-MB and c¢Tnl in patient group after seizure 6 h were significantly higher than in patient group before
seizure and control group, and the differences all had statistical significance (Pall< 0.05). The positive rates of
serum CK-MB (36.7%) and cTnl (26.7%) in patient group were all higher than in control group. The differ-
ences all had statistical significance (Pall< 0.05). Conclusion Status epilepticus can cause myocardial in-
jury. The levels of serum CK-MB and ¢Tnl in patients with SE should dynamic monitoring in clinic, and should
pay attention to myocardial injury.
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