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Research on correlation between multi-drug resistance of Klebsiella pneumoniae and gene PBP2,PBP3 "
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Abstract ; Objective To study the effect and mechanism of gene PBP2 and gene PBP3 in drug resistance of Klebsiella pneumon-
iae(KP) to different antibacterial agents. Methods A total of 203 strains of KP which isolated from clinical samples in each depart-
ment in our hospital during the period from April 2014 to April 2015. Strains were identified and antibiotic susceptibility were deter-
mined with automatic bacteria identification system,then extracted DNA genome from bacteria, proceeded with electro-phoresis af-
ter the product of PBP2 and PBP3 were amplified by PCR, examined genetic expression with RT-PCR,and study their connection to

drug-fast of the KP combining results of antibiotic susceptibility. Results In 203 strains of KP,105 strains resistant to -lactam

drug (51.7%),88 strains were sensitive, resistant rate to imipenem and meropenem were 5.4 % ,3. 9% respectively. The PCR am-
plification products of the electrophoresis bands of PBP2.,PBP3 gene, 18 strains were negative, 185 strains were positive. which was
not parallel, there were respectively negative and positive strains among them. There was no significant correlation between PBP2,
PBP3 and multiple drug resistance of KP(P=0. 295,0. 628). PBP2 was not related to the resistance of carbapenem(P=0. 637).
PBP3 had correlation with carbapenem resistance.,but the correlation coefficient was not high(P=0. 041,r=0. 148). After reverse
transcription of PBP2, PBP3, statistically analyze electrophoresis bands of amplification products of carbapenem-resistant KP and
16SrRNA amplification bands of gray gradient ratio, there was no statistical significance(PBP2:P=0. 331,PBP3.:P=0. 383). Con-
clusion Gene PBP2,PBP3 might not be the necessary reasons of KP being multiple drugs resistant.
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