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[ Abstract] Objective To investigate the resistance genes and antiobiotic resistance patterns against

B- lactams in Pseudomonas aeruginosa prevalent in burn ward. Methods K-B method was performed to

test bacterial resistance patterns against 9 species of B-lactams in Pseudomonas aeruginosa isolated from

wounds and dressings of the patient in burn wards. Seven species of resistance genes against B-lactams were

detected with PCR. Tazobactam-inhibited piperacillin resistance test was performed to study whether the a-

bove strains produce extended spectrum B-lactams. Results  All 12 strains of bacteria with resistance

genes detected were resistant to penicillin and cephlosporins (100% ) , among them 11 were resistant to all
antibiotics. Tazobactam-inhibited piperacillin resistance test demonstrated that all strains with resistance
genes were ESBLs.  Conclusion  High incidence of B-lactams resistance genes is found in Pseudomonas
aeruginosa isolated from burn ward, and they have close relationship with the occurrence of multiple drug-re-
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sistance.
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[ #: ACTGCGGCAAATATCATCCT

PSE 338 382 ~719 AY560837

T : ATACTCCGAGCACCAAATCC
b # : TGTCGCCCTTATTCCCTTTT
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PAOOI VEB CAZ.CFP.CRO .CZX .FEP PI.TZP IPM ,AZT £ 9
PA002 VEB CAZ .CFP.CRO .CZX .FEP PI IPM ,AZT & 8
PA003 VEB . PSE CAZ .CFP.CRO.CZX .FEP PI.TZP IPM  AZT £ 9
PA0O4 VEB . IMP CAZ .CFP.CRO .CZX .FEP PI IPM . AZT & 8
PA0OS IMP CAZ.CFP .CRO.CZX .FEP PI.TZP IPM  AZT £ 9
PAGO6 MP CAZ .CFP .CROCZX .FEP PI.TZP IPM (AZT B 9
PAQO7 PSE CAZ.CFP.CRO.CZX .FEP PI,TZP - — 2 7
PA0OO8 PSE CAZ.CFP.CRO.CZX .FEP PI IPM . AZT & 8
PA009 FOX CAZ.CFP .CRO.CZX .FEP PI IPM . AZT & 8
PAO10 FOX CAZ.CFP .CRO.CZX .FEP PI.TZP IPM . AZT £ 9
PAO11 FOX . VIM CAZ.CFP .CRO.CZX .FEP PI.TZP IPM . AZT £ 9
PAO12 OXA CAZ.CFP.CRO.CZX.FEP PI.TZP IPM, AZT £ 9
PAO13 — CAZ.CFP .CRO.CZX .FEP PI.TZP IPM . AZT £ 9
PAO14 — CAZ.CFP.CRO .CZX .FEP PI TZP IPM .AZT £ 9
PAO1S — CAZ .CFP .CRO.CZX .FEP PI - — & 6
PAO16 — CAZ.CFP.CRO PI.TZP - — £ 5
PAOL7 — CAZ PI - — & 2
PAO18 — CAZ PI - — & 2
PA019 — — PI - — & 1
PAQ20 — — PI - — & 1
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