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Abstract:Objective To analyze the drug resistance and drug resistance gene distribution of Klebsiella
pneumoniae isolated from Ex-rumt f-lactamase (ESBLs) isolated from some hospitals in Guiyang. Methods The
resistance rate of pathogenic bacteria to 22 antibacterial drugs was determined by K-B method. Four kinds of 8-
lactamase genes,such as TEM, SHV,CTX-M and KPC, were detected by polymerase chain reaction (PCR)
and sequencing analysis. Results Of the 118 strains of Klebsiella pneumoniae,52 produced ESBLs,accounting
for 44.1% of the experimental strains. Except for imipenem and meropenem, the resistance rate of ESBLs-
producing strains to the other 20 antibiotics was higher than that of non-ESBLs-producing strains. Resistance
to 22 antibiotics was highest in ampicillin,95. 2%, followed by piperacillin and cefazolin,reaching 64.7% and
63. 3% ,respectively; the lowest resistance was carbapenem antibiotic with meropenem and Imipenem 2. 9%
and 4. 0% ,respectively. Genotype analysis showed that 79 strains carried TEM gene, 83 strains carried SHV
gene, 87 strains carried CTX-M gene,and 42 strains carried KPC gene;52. 5% of the strains carried more than
two ESBLs genotypes simultaneously,and 10. 1% of the strains simultaneously Carry more than three geno-
types,and most of them are TEM type and CTX-M type or coexist with SHV type gene. Conclusion Klebsiel-
la pneumoniae with ESBLs in adults is highly resistant. Adults in Guiyang mainly carry multiple ESBLs geno-
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B ANTP IR G .2 pL W BUR. DNA Bt .3 pL AH N
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B R 4 Fi 519 FPA(5'~3") PRI (bp)
TEM TEMI1 GAA GAC GAA AGG GCC TCG TG 1074
TEM2 GGT CTG ACA GTT ACC AAT GC
SHV SHV1 ATG GGT TAT ATT CGC CTG TG 780
SHV?2 AGA TAA ATC ACC ACA ATG CGC
CTX-M CTX-M-1-1 GAC GAT GTC ACT GGC TGA GC 499
CTX-M-1-2 AGC CGC CGA CGC TAA TAC A
CTX-M-1I-1 GCG ACC TGG TTA ACT ACA ATCC 351
CTX-M-1-2 CGG TAG TAT TGC CCT TAA GCC
KPC KPC1 ATC GCC GTC TAG TTC TGC TG 811
KPC2 TCG CTG TGC TTG TCA TCC TT
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WR L 74 e 64.7 4.3 35.1
Fif B 9 AR / e 37 4k R 52.2 6.5 42.5
S F1 WR ) / & 1 3 38.7 8.3 50.7
WR L 78 b/ e 2L 3 41.9 7.6 52.2
K 76 g bl 63.3 0.2 39.1
S 7 1k 3 4l 57.8 3.3 40. 4
Sk oAt B 43.9 4.2 52.1
k1t WE i 51.4 8.1 40. 2
kALt Ji 44,1 5.2 52.1
DYk i 36.9 1.6 60. 2
LA T 43.4 3.2 53.2
i 15 e 4.0 3.7 91.7
M r 50. 1 9.3 45.3
Fap oK R B 23. 4 1.1 76.9
E a0 2.9 1.4 96. 2
RRER 37.3 1.2 63.3
7o e AR A 42.7 7.3 53.2
EANTSRUg ! 52.5 7.6 42.4
T3 1 g R I e 37.9 2.8 62.8
UL 52.1 29.9 24.3
ILIBZ8S 33.5 4.7 62.5
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