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Analysis of molecular typing and drug resistance of Klebsiella pneumoniae in Longyan City
CAO Chunyuan'?, QIU Fulan®, LI Meihua', CHEN Haibin', HE Yun', LIAO Linhong', CHEN

Xiaodongl ,CHEN Qianjinl'z (1. Longyan Center for Disease Control and Prevention , Longyan 364000, Fujian ,

China ;2. Teaching Center of Fujian Medical University in Longyan CDC ;3. Longyan First Hospita)

Objective To understand the molecular typing characteristics, drug resistance characteristics and partial
drug resistance mechanism of Klebsiella pneumoniae isolated from patientsin Longyan City,so as to provide reference for
the prevention and treatment of K. pneumoniae infection. Methods K. pneumoniae isolated from the general Hospital
of Longyan Cityfrom 2017 to 2020 were collected, PFGE technology was used for molecular typing detection, BioNumerics
software was used for cluster analysis,and MIC and K-B methods were used for drug resistance detection.  Results
66.67% of K. pneumoniae were isolated from sputum samples. Molecular typing and cluster analysis of 129 strains of
K. pneumoniae in Longyan City showed that the similarity among the strains was 54. 3%-100% , which could be divided
into 118 PFGE types. and there was no dominant epidemic type. The drug susceptibility test of 110 strains of K.
pneumoniae showed that 92 strains were resistant to drugs, with resistance rates ranging from 0. 90% to 22. 73%. Among
them, 3 strains producing AmpC B-lactamases accounted for 3. 26% (3 of 92), which were sensitive to levofloxacin.
ESBLs-producing strains accounted for 21. 82% (24/110),and were sensitive to both polymyxin B and imipenem. The
antimicrobial resistance rate of strains AmpC or ESBLs producing strains was significantly higher than that of strains non-
AmpC or non-ESBLs producing(X?«mpC =60, 682, P <C0. 01;X}q. =122, 038, P<C0. 01). Three strains were resistant to
meropenem,among which 1 strain was resistant to imipenem and 1 strain was resistant to polymyxin. The detection rate
of multidrug-resistant K. pneumoniae was 15. 45% , with up to eight multidrug-resistant bacteria.  Conclusion K.
pneuwmoniae isolated from Longyan Cityshowed molecular polymorphism distribution,and overall resistance to antibiotics
was relatively low, low production of AmpC B-lactamases, but high production of ESBLs B-lactamases and multi-drug
resistance,there were carbapenase production and polymyxin resistant strains,it is necessary to strengthen the resistance
surveillance of K. pneumoniae.
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Fig. 1 PFGE typing of 129 strains of K. pneumoniae
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Table 1 Resistance of K. pneumoniae to antimicrobial drugs (n=110)
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Table 2 Comparison of antimicrobial resistance between
AmpC-producing and non-AmpC-producing K. pneumoniae
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Table 3 Comparison of antimicrobial resistance between
ESBLs-producing and non-ESBLs-producing K. pneumoniae
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Table 4 Drug resistance spectrum and constituent of multi-drug
resistant K. pneumoniae
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