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Value of HMGB1.cTn | ,CK-MB and NT-proBNP in
myocardial injury caused by sepsis”
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[Abstract] Objective To investigate the changes and diagnostic value of high mobility group box pro-
tein Bl (HMGBI1), cardiac troponin [ (cTn I ), creatine kinase isoenzyme (CK-MB) and N-terminal pro
brain natriuretic peptide (NT-proBNP) in patients with sepsis so as to provide guidance for the diagnosis of
sepsis patients with myocardial injury. Methods From October 2019 to November 2021 ,a total of 60 patients
with sepsis admitted to the Department of Emergency Medicine of the hospital were selected as research ob-
jects.and they were divided into the myocardial injury group (27 cases) and the non-myocardial injury group
(33 cases) according to whether myocardial injury occurred. The changes of HMGB1,cTn [ ,CK-MB and NT-
proBNP in sepsis patients were detected and analyzed,and their diagnostic values for myocardial injury in sep-
sis were also analyzed. Results The levels of HMGBI1 [ (3 468. 974909, 10)ng/mL wvs. (2 672.334+749.11)
ng/mL7],cTn I [(0.79=+0.58)ng/mL wvs. (0.4240. 39)ng/mL ], CK-MB [(14. 71+ 7. 19) ng/mL ws.
(9.6743. 43)ng/mL],NT-proBNP [(2 877. 551 142. 58) pg/mL vs. (1 735.08=4519. 15) pg/mL] in the

myocardial injury group were higher than those in the non-myocardial injury group (P<Z0. 05). Area under curve
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(AUC) of HMGBI in diagnosing myocardial damage in sepsis was 0. 761(95%CI :0. 634—0.887),cTn | was
0.736(95%CI:0.604—0.867),CK-MB was 0. 711(95%CI :0. 575—0. 847) , NT-proBNP was 0. 810(95%CI :
0.688—0.931),and the combined value of the four was 0. 944 (95% CI :0. 893 —0. 995) , which was greater
than AUC of single detection, the difference was statistically significant (P <0. 05). The sensitivity and speci-

ficity of the four methods were 96. 3% and 75. 8% , respectively. Conclusion

HMGB1,cTn [ , CK-MB, and

NT-proBNP can be used in the early diagnostic of myocardial injury in sepsis,and the combined detection is

more valuable.
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