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oABSTRACT o

Chronic wounds and foot ulcers are a common complication, which is often
severe and costly when associated with diabetes. Diabetic foot infections (DFI) are
multi-bacterial and Staphylococcus aureus is the most common one due to its
association with the isolation of the pathogen.

S. aureus possesses many virulence factors and also produces several toxins
during infection. The ability of S. aureus to induce DFI is determined by several
virulence factors, among which secreted toxins play an important role (co-
colonization, persistence, evasion of the immune system, invasion and proliferation).
These cytolytic toxins can damage cell membranes. host cells, which leads to their
lysis.

The presence of some strains of S. aureus with high pathogenicity in
wounds is associated with diabetic foot ulcers (DFU) and amputations. Therefore,
understanding the role of toxins and their real effect in complications of (DFU) is
one of the promising studies to predict the behavior of Staphylococcus aureus in
chronic wounds.

Identification of the causative agent responsible for diabetic foot infection
and early initiation of appropriate antibiotic treatment is vital to control and prevent
complications of diabetic foot ulcers. Based on bacteriological studies of diabetic
foot ulcers, S. aureus is among the predominant disease isolates. Thus, treatment can
be started, continued, or changed, to reduce morbidity in patients with diabetic foot
ulcers. Antimicrobial peptides (AMPs), known as nisin, are emerging as potential
new therapies for the management of DFIs.
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