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[ Abstract] With the rapid development of industry and transportation, more and more patients suffer
from acute soft-tissue trauma with infection in recent years. Staphylococcus aureus is the most common patho-
gen of traumatic soft-tissue infection. Therefore, it has important significance in the study of pathogenic
process and its molecular mechanism of immune evasion and drug resistance help for searching specific inter-
vention means for treating soft-tissue trauma with refractory infection in clinic. This review focuses on the lat-
est research progress in the pathogenic mechanism of traumatic soft-tissue infection caused by Staphylococcus
aureus,including bacterial colonization,virulence factor secretion,immune evasion and biofilm formation, with
particular emphasis on the molecular mechanism of methicillin-resistant Staphylococcus aureus (MRSA) in-

fections.
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