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Plasminogen might be a virulence factor in Staphylococcus aureus infection

JI Zhi-xing, HAN Run-lin*
(Plasma Lipoprotein Immunology Research Center, Inner Mongolia Agriculture University, Huhhot 010018, China)

Abstract Several plasminogen receptors (P1gR) have been identified on the surface of Staphylococcus aureus.
These P1gRs include inosine 5 —monophosphate dehydrogenase, ribonucleotide reductase, a-enolase and
glyceraldehyde—3—phosphate dehydrogenase. S. aureus-bound Plg can be converted to plasmin by host
plasminogen activator (PA) (tissue—type plasminogen activator and urokinase—type plasminogen activator) or
staphylococcal PA (staphylokinase). Plasmin generated on bacterial surface enhances bacterial migration

through the extracellular matrix (ECM) as well as spread through tissue barriers. Thus, plasminogen plays an

important role in S, aureusinfection.
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