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E?idemio!ogical and molecular analysis of decreased susceptibility to
fluoroquinolone in Haemophilus influenzae
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Haemophilus influenzae is present as a commensal organism in upper
respiratory tract and cause respiratory tract infections. Fluoroquinolone is one of the potent
antimicrobial agent for the treatment. Although detail mechanical analysis of fluoroquinolone
resistant development is important for prevent the emergence and spreading of fluoroquinolone
resistant H. influenzae, that mechanism has been unclear. In this study, all H. influenzae clinical
isolates exhibited susceptible to fluoroquinolone. However, 2 of the 64 (3.1%) isolates decreased
susceptibility to fluoroquinolone with an amino acid substitution in QRDR. in vitro fluoroquinolone
exposer experiment showed that 55.2% of H. influenzae clinical isolates decreased fluoroquinolone
susceptibility and 34.4% was developed fluoroquinolone resistance. We also observed the significant
association between decreased susceptibility to fluoroquinolone and ampicillin resistance.
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