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[Abstract] Objective To understand antimicrobial resistance and distribution of virulence genes of New Delhi meta-
llo-B-lactamase-1 (NDM-1)-producing Enterobacter cloacae (ECL). Methods ECL isolated from the First Affilia-
ted Hospital of Kunming Medical University from January 2017 to November 2020 were collected, the trial group
was 29 strains of NDM-1-producing carbapenem-resistant ECL. (CRECL), control group was 32 strains of CRECL
without producing NDM-1 and 35 strains of carbapenem-sensitive ECLL(CSECL). Strains were identified and per-
formed antimicrobial susceptibility testing with matrix assisted laser desorption ionization time-of-flight mass spec-
trometer(MALDI-TOF MS)and automated microbial identification system, NDM-1 resistance genes and 24 pairs of
virulence genes were detected by polymerase chain reaction, change in distribution of virulence genes was compared

with Chi-square test. Results Isolation rate of NDM-1 gene of CRECL strain isolated in this hospital was 47.5% ,

[k AT 2021 -01 - 06

[REWH] EEA KRR 4 (81960382) s = M & B FF B Sk AR SR H (D - 2017023) 5 2 ¥ 4 B 2 5l BF 5% 31 &) 56 & & 30
[2019FE001 (= 060) J; 7= 1§ 2 B 77 17 FH 2 Al BF 98 16 A % 391 (202001 AY070001 = 037)

[EHRAN] RH(1994 =), 2 U » = 74 B TN BT BIF 5T A= o 32 20 DA 5% 40 1 Tk 245 AL 6 52

LEfEEE] X E-mail: 466174813@ qq. com



+ 870 - Hh IR el e 2 il A A 2021

AE10 45 20 55 10 3

Chin J Infect Control Vol 20 No 10 Oct 2021

NDM-1-producing CRECL showed multiple resistance to common antimicrobial agents. Among 96 ECL strains,

detection rates of virulence genes acrA, tolC, wecalAs wecaM, and wza were 80.2%, 90.6%, 87.5% . 75.0% and

92.7% respectively, detection rates of ¢/pB, icmf, and VasD/Lip genes were also above 60% , virulence genes

such as escV, nleB. pet, and hlyA were not found. Detection rates of clpB, icmf, VasD/Lip, and acrA genes in

NDM-1-producing CRECL group were higher than those in CRECL group without producing NDM-1, detection

rates of clpB, icmf, and VasD/Lip genes in CRECL group were higher than those in CSECL group, difference was

statistically significant (P<C0. 05). Conclusion

Antimicrobial resistance of NDM-1-producing CRECL is severe,

and the carrying rate of virulence genes also increased, antimicrobial resistance and virulence gene distribution of

bacteria should be considered in clinical medication.
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Figure 2 Antimicrobial resistance rates of 29 strains of NDM-1-producing CRECL
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Table 2 Detection results of virulence genes of CRECL and CSECL (No. of isolates [ % ])
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