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[ Abstract ] Heme oxygenase-1 (HO-1) is a kind of antioxidant defense enzymes, which widely exists
in the body. Under normal physiological condition,the expression level of HO-1 is low. HO-1 can be induced
to express in large quantities under various stress states,thus plays the cellular protective effect in various dis-
eases. The relevant research reports of HO-1 and infectious diseases are less. This paper reviews the role of
HO-1 in infectious diseases (bacteria,fungi,parasites,viruses).
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