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The slow-vancomycin-intermediate Staphylococcus aureus (VISA) strains can be

difficult to detect because prolonged incubation is required and the phenotype is unstable. We
found that mupirocin induced stable expression of vancomycin resistance. On the basis of these
results, we developed a method for detection of slow-VISA using by mupirocin 0.032 ug/ml (Patent
Application No. PCT/JP2017/008975Filed on March 7, 2017). Using this method, we detected 53 (15.6%)
slow-VISA isolates among clinical MRSA isolates. In contrast, the VISA phenotype was detected in
fewer than 1% of isolates. Moreover, we revealed that slow-VISA strains survive in small numbers
among hVISA isolates according to deep-sequencing analysis, and when the cells are incubated again
in the presence of vancomycin. The existence of this slow-VISA parent population may result in a
recurrent MRSA infection. These findings may account in part for the recurrence and persistence of
slow-VISA in MRSA infection.
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