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Infectious diseases and biomarker use
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Background: Biomarkers are used in diverse clinical fields, including oncological, cardiovascular, infectious, and
rheumatoid diseases. In infectious diseases, biomarkers are widely used for identifying fever due to infection,
evaluating the possibility of progression to sepsis, predicting prognosis, estimating treatment response, and
determining the timing of discontinuation of antibiotic treatment. Thus, biomarkers are used as indicators that
can inform clinical decisions.

Current Concepts: Biomarkers for infectious diseases typically relate to inflammatory processes in, which are
activated by external antigens. Historically, research has focused on acute phase reactants; however, more
recently, various inflammatory response biomarkers have been investigated.

Discussion and Conclusion: To date, no infallible biomarker has been identified for infectious diseases. The
main reasons are the potential for these molecules to also be affected by non-infectious causes and the individual
differences in the degree of change of the biomarker. Although diagnosis and clinical decisions cannot depend
on biomarkers alone, these are undoubtedly essential tools in clinical contexts, if thoroughly and carefully
characterized. Here, we review several substances used or showing significant potential as biomarkers for
infectious diseases.
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Infection (e.g., LPS, peptidoglycans, bacterial DNA)

PAMPs DAMPs
Tissue damage (e.g., calprotectin, HMGB-1)
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