E I E ¥ 4% 2011 42 6 A% 32 %% 83 Int J Lab Med,June 2011, Vol. 32,No. 8 e 831 -

o E-
gyrA M parC Hr SRR R BBBF X AR D EMW LV HFR

Bl ALY B AL kg 2 !
(1.HAELFRMERRERAERIR, P +IE 442008;2. i F F R EARERELBFA  223600)

O OE.HH THTEARFAEEREARBLRE(PAMGEHMKELR gyrA F parC AR EEWH AL, HiE A Vitek
32 2F 110 A& PA 347 % & Fo 25 S04 M), xF 06 AR R 40 24 & 69 25 B0 SLBEAT 54T, 3R IR A B sk 60 AR AT ER % 70 2 (CIP) 89 PA xf
CIP % JAKF # 3 . (MIC) , FR %] M K B % &5 1 457 3% (PCR-RFLP) # #f CIP 44 PA gyrA #= parC AR EEH L, R w3
B AR AT Uk A 0 AR/ A €38 09 SR B 3R 5 (68.3%) . £ 60 kit CIP 89 PA ¥ A& 42 4 (70. 0%) dt 25 M K & gyrA ;uz] 4 83 1%
EREEAT R AE ACC>ATC &%, %M 83 5 A A MM AKX AR E Thr>Ile(ACC>ATC) , A 38 #k(63. 3%) i 25 B 4k X £
parC A B 87 12,5 £ & Ser>Lew(TCG>TTG), Rl B X A B A £ K 493k 36 #(60.0%0). it & A-EEmE PA X IEAF A K
AFGHBREARTE S TS HWER el gyrA e parC KB R T AL RoE B L L He) L E44H,

KPR REOE A% Rl BE@E; AW £X

DOI:10. 3969/j. issn. 1673-4130. 2011, 08. 003 XEkFRIZAD A XEHHRS:1673-4130(2011)08-0831-03

Mechanism of gyrA and parC mediated ciprofloxacin resistance in pseudomonas aeruginosa”
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Abstract : Objective To explore the drug sensitivity and the gyrA and parC gene mutation of quinolone-resistant Pseudomonas
aeruginosa (PA) in Shiyan district. Methods Identification and the drug resistance of 110 strains PA were performed and detected
by Vitek 32 system. Agar dilution and PCR-RFLP were used to detect the minimum inhibitory concentrations (MIC) of PA to cip-
rofloxacin(CIP) and the mutation of gyrA and parC in 60 CIP resistant PA strains.respectively. Results CIP resistant PA strains
were most sensitive to piperacillin/tazobactam (68.3%). Among the 60 CIP resistant PA strains,C83T mutation in gyrA gene,in-
ducing Thr—Ile amino acid mutation, were detected in 42 CIP resistant PA strains(70. 0%) and C87T mutation in parC gene,indu-
cing Ser—Leu mutation, were detected in 42(70.0%) and 38(63.3%) strains,respectively,and the two mutations were both detec-
ted in 36(60.0%) strains. Conclusion The sensitivity of quinolones resistant PA to common clinically used antibiotics have been
decreased , with multi-drug resistance detected. The mechanism of fluoroquinolones resistance of PA could be due to the mutaions of
gyrA and parC gene,encoding the target sites of fluoroquinolones.
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