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FIG S1 11H10 mediates OPK against multiple clinical isolates. Six different S. aureus clinical isolates were grown
overnight in TSB medium. Bacteria were opsonized with serial dilutions of 11H10 or c-IgG as a negative control.
Differentiated human monocytic cells (HL-60) were added at a 10:1 (HL60:bacteria) ratio with human sera at a dilution
1:100 and OPK activity measured. The graphs represent OPK killing as a mean of three separate experiments + standard
deviations.




