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Abstract : Objective

(a. Two Department of

To study the relation between the alterations in the topoisomerase [V subunit C (ParC) and fluoroquino-
lones(FQNL) resistance in Acinetobacter baummanii. Methods Used age the micro broth diluent to determine the MICs of
three quinolones of 30 quinolone-resistant and 10 quinolone-susceptible isolates. The genes of ParC in the 30 strains were
amplified by PCR and their DNA sequences were compared. Results Alteration in ParC existed in all 4 strains which were
highly resistant to FQNL (MIC=128 mg/L.) and one strain was moderately resistant to FQNL (MIC=64 mg/L) ,and the
alteration related to FQNL resistance was Ser87(TCG)—>Leu(TTG). Conclusion The molecular mechanism of the quinolo-

ne resistant Acinetobacter baummanii isolated from clinics was mutations in the ParC gene at codon 87. When alteration oc-

curs in ParC,the FQNL resistance of bacteria tends to intensify.
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