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Study on drug resistance genes for p-lactams in multidrug-resistant Acine-
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[ Abstract] Objective To investigate prevalence of resistance genes for B-lactams in clinically isolated multidrug-
resistant Acinetobacter baumannii ( MDRAB) in a hospital. Methods 22 clinically isolated MDRARB strains were
performed antimicrobial susceptibility testing, resistance genes for g-lactams (TEM, SHV, CTX-M, PER, DHA,
IMP, VIM, SIM, OXA-23, OXA-24, and OXA-58) in these strains were detected with polymerase chain reaction.
Results The resistant rates of 22 isolates of MDRAB to ceftazidime, cefotaxime, cefepime, gentamycin, amikacin,
ciprofloxacin,and compound sulfamethoxazole were all 100. 00% ;to imipenem, meropenem,and cefoperazone / sul-
bactam were 50. 00% , 40. 91%, and 31.82% respectively, intermediated rates were 31.82%, 36. 36%, and
31.82% respectively. The carriage rates of OXA-23, TEM, IMP, and PER were 100. 00% (n=22), 72.73 %
(n=16), 54.55% (n=12), and 18. 18% (n = 4) respectively. Detection results of SHV,CTX-M, DHA,VIM,
SIM., OXA-24,and OXA-58 were all negative. Conclusion Carriage of IMP, TEM, PER, and OXA-23 resistance
genes are the major resistance mechanisms of MDRAB to g-lactamase antimicrobial agents in this hospital.
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Table 1 Primer sequences for drug-resistant genes
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FE T B PA) T M T i TEM sl ATGAGTATTCAACATTTCCGT
Fiial¥ TTACCAATGCTTAATCAGTGA
SHV sl CCGGGTTATTCTTATTTGTCGCT
FiEal¥ TAGCGTTGCCAGTGCTCG
CTX-M sl GATTGACCGTATTGGGAGTTT
Fiial¥ CGGCTGGGTAAAATAGGTCA
PER Ei#s1%  GTTAATTTGGGCTTAGGGCAGA
Fiisl¥ CAGCGCAATCCCCACTGT
3k 760 T 2% T Ok DHA sl AACTTTCACAGGTGTGCTGGGT
Fiisl¥ CCGTACGCATACTGGCTTTGC
4 R R IMP FiEsl® CATGGTTTGGTGGTTCTTGT
Fisl¥ ATAATTTGGCGGACTTTGGC
VIM sl ATTGGTCTATTTGACCGCGTC
Firal TGCTACTCAACGACTGAGCG
SIM sl ACAAGGGATTCGGCATCGTT
Fiisl¥ TTATCTTGAGTGTGTCCTGG
e 77 25 M T 21 4 OXA-23 i sl GATGTGTCATAGTATTCGTCG
Fiial TCACAACAACTAAAAGCACTG
OXA-24 B¢ sl GTACTAATCAAAGTTGTGAA
Fiisl4 TTCCCCTAACATGAATTTGT
OXA-58 it sl CGATCAGAATGTTCAAGCGC
Figal4 ACGATTCTCCCCTCTGCGC
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Figure 1 PCR amplification electrophoresis map of OXA-23-type f-lactamase genes in MDRAB
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Figure 2 PCR amplification electrophoresis map of TEM-type p-lactamase genes in MDRAB
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Figure 3 PCR amplification electrophoresis map of PER-type -lactamase genes in MDRAB
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Figure 4 Sequences of PER gene
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