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Oxidative stress and tuberculosis
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Abstract: Oxidative stress is an imbalance status between oxidants and antioxidants when the host produces the
excessive oxidants which exceed its antioxidant capacity. Tuberculosis is a chronic inflammatory disease caused by
Mycobacterium tuberculosis (Mtb), and the severity of infection and the progression of inflammation are closely
associated with the oxidative stress. A better understanding of the relationship between oxidative stress and

tuberculosis is of great importance for tuberculosis diagnosis and prognosis monitor and may provide some new

biomarkers or ideas for the diagnosis of tuberculosis.
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2.1 F 15 (oxidant)
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