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Relation between myeloperoxidase index and Gram-negative bacterial sepsis”
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Abstract: Objective To monitor the changes of inflammatory parameters in sepsis patients,especially the change of myeloper-
oxidase index (MPXI ) for differentiating the sepsis diagnosis and bacterial types. Methods One-hundred and eighty-three patients
with bacterial infections were divided into the local infection group,systemic inflammatory response syndrome (SIRS) group and
sepsis group. Fifty-four individuals undergoing healthy physical examination served as the control group. The inflammation situation
at admission,on 1,5,10 d after admission was detected for conducting the comparative analysis. Results The inflammatory status
at admission was obviously different from various groups. MPXI in the patients with local infection and sepsis was decreased; the in-
flammatory indicators in other patients were increased, the differences were statistically significant (P < 0. 05); MPXI began to
change on 1 d in the patients with sepsis and SIRS, procalcitonin(PCT) in the inflammatory patients began to increase on 5 d;the

specificity and sensitivity of MPXI predicting Gram-negative bacterial sepsis infection at admission were 62.1% and 70. 3% respec-

tively, the optimal critical point was —2. 1. Conclusion
sepsis diagnosis and infected bacterial type.
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