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Change of serum level of Caspase—3 and its clinical meanings in patients with severe traumatic brain injury
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[Abstract] Objective To investigate the change of serum level of aspartate cysteine specific protease—3 (Caspase—3) in patients
with severe traumatic brain injury (TBI) and its clinical significances. Methods The serum levels of Caspase—3 in 120 patients with
severe TBI who were admitted from June 2016 to June 2019 (TBI) and 120 healthy patients with matching gender and age (control group)
were measured by enzyme—linked immunosorbent assay. Of 120 severe TBI patients, 91 patients survived (survival group) and 29 died
(death group) within 30 days after injury. Results The serum level of Caspase—3 in the TBI group was significantly higher than that in the
control group (P<0.05). The serum level of Caspase—3 in the death group was significantly higher than that in the survival group (P<
0.05). The serum level of Caspase—3 in patients with severe TBI was significantly negatively correlated with the admission GCS score,
and significantly positively correlated with admission Marshall CT classification and serum C-reactive protein (CRP) level (P<0.05).
Multivariate logistic regression analysis showed that the admission GCS score of 3~5, the admission Marshall CT grade V ~ VI, the
admission serum CRP level >20 mg/L, and the admission serum level of Caspase—3 >548 ng/ml were independent risk factors for the
death of severe TBI patients within 30 days after injury (P<0.05). The results of ROC curve analysis showed that the optimal cut-off
value of serum level of Caspase—3 was 423 ng/ml for predicting the death of severe TBI patients within 30 days after injury, with a
sensitivity of 85.69% and a specificity of 64.50%. Conclusion The serum level of Caspase—3 in patients with severe TBI is significantly
increased, which is of certain value for predicting the patients” death within 30 days after injury.
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