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Abstract: Objective To investigate the correlation between serum heat-clearing shock protein 70 (HSP70) level and delayed
encephalopathy after acute carbon monoxide poisoning (DEACMP). Methods A total of 187 patients with acute carbon
monoxide poisoning (ACMP) admitted from January 2015 to December 2017 were selected as research objects. According to
whether delayed encephalop athy occurred, they were divided into DEACMP group and ACMP group. Another 100 healthy
volunteers were selected as control group during the same period. Enzyme - linked immunosorbent assay (ELISA) was used to
detect the serum HSP70 levelin each group. Multivariate Logistic regression analysis was used to analyze the influencing factors
of delayed encephalopathy in ACMP patients, and ROC curve was developed to evaluate the predictive value of serum HSP70 for
delayed encephalopathy in ACMP patients. Results There were no statistically significant differences in gender, body mass
index, hypertension, diabetes, intracranial lesions, alanine aminotransferase(ALT), aspartate aminotransferase(AST), blood urea
nitrogen(BUN), creatinine(Cr), creatine kinase(CK), creatine kinase isoenzyme MB(CK-MB) and cardiac troponins I(cTnl)
among the three groups (P > 0.05). Compared with the ACMP group, age of DEACMP group was significantly higher and the
coma time and CO exposure time of DEACMP group were significantly longer, with statistically significant differences
(=3.747~10.533, all P < 0.05). The serum HSP70 level in DEACMP group and ACMP group was significantly higher than
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that in the control group, and the difference was statistically significant, and the serum HSP70 level in DEACMP group was

significantly higher than that in ACMP group (P < 0.05). Serum HSP70 and CO exposure time were risk factors for delayed

encephalopathy in ACMP patients. The cut-off value of serum HSP70 for predicting the occurrence of delayed encephalopathy in

ACMP patients was 32.9 ng/ml, and the corresponding sensitivity and specificity were 0.827 and 0.709, respectively. Conclusion

The serum HSP70 level in ACMP patients at the early poisoning stage increased significantly, which may be a new indicator to

predict the onset of delayed encephalopathy in ACMP patients.
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