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Study on resistant mechanism of carbapenem resistant Klebsiella pneumoniae and Escherichia coli
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Abstract; Objective To investigate the drug resistance and the resistant mechanism of suspicious carbapenemases in Klebsiella
pneumoniae and Escherichia coli clinical isolates. Methods All bacteria were isolated from the First Affiliated Hospital of Guang-
zhou Medical College,and antimicrobial susceptibility was done by VITEK-2 automatic bacterium identifying and drug sensitivity
analyzing systems. The screening of the carbapenemase was detected by the modified Hodge test,and the polymerase chain reaction
(PCR) was carried out to amplify carbapenem hydrolyzing gene(KPC),outer membrane protein genes (OmpK35 and OmpK36),
transposon tnpA and tnpU. Results Among 47 strains of suspicious carbapenemases in Klebsiella pneumoniae and Escherichia co-
li ,the higher drug resistance rates to them were penicillins, cephalosporins and quinolones, which were more than 80%. The resist-
ance rates for imipenem,meropenem and amikacin were less than 35%. In addition to the imipenem-resistant strains, the resistance
rates to cefoperazone/sulbactam, cefmetazole, cefotetan, cefepime, piperacillin/tazobactam, gentamicin, tobramycin, meropenem and
ertapenem were significantly higher than the sensitive strains(P<C0. 05). 6 strains were positive in the modified Hodge test,with 4
strains carried out KPC-2 gene, and the correspondence rate of 66. 67%. The absence rates of outer membrane protein genes
(OmpK35 and OmpK36) were 38.30% and 65. 96 % , respectively. The positive rates of transposition tnpA and tnpU accounted for
4.25% and 38. 30% , respectively. Conclusion The emergence of carbapenemase is not the main reason of carbapenem-resistance
producers in bacteria,and there may be other resistant mechanisms to reduced susceptibility of carbapenems.
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B Al PCR AU A 18 [E Eppendorf 23w, & B¢ & 7 1T R
Sill E P Syngene /A L HUK AU A BT A — AR ).
1.3 ZiWHUid® R VITEK-2 4 A 3040 8 % 5 AU I
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WL R A BRI EW . 35 CHFR SR, ME e b5 mm
A P P AR I T MR A K 3 U Hodge 12056 BA 7
1.5 PCRGIY  MRHESCHRL6-718 3519, 51 W)ty AE R HE R 4
AAB L D,

x1 MnEESEREREAYERASY

PEPCRE B KL
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