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[ Abstract |

foot wound infection and analyze the relationship between the antibiotic resistance and its virulence genes. Methods

Objective To investigate the trait of antibiotic resistance of Pseudomonas aeruginosa in diabetic

Fifty-four strains of Pseudomonas aeruginosa were continuously collected from the diabetic foot patients in the Depart-
ment of Diabetic Foot of Metabolic Disease Hospital of Tianjin Medical University during January 1, 2018 and Decem-
ber 31, 2018. In the bacterial culture report, the 54 strains were Pseudomonas aeruginosa. After the antibiotic sensi-
tivity test was carried out, and the colonies were replanted and cultured, the inherent perV gene of Pseudomonas
aeruginosa was detected one by one in the Microbial Laboratory of Nankai University, in order to identify the Pseudo-
monas aeruginosa. At the same time, 21 strains of Pseudomonas aeruginosa from nondiabetic wound infection were
collected as the control group. The virulence genes exoS and exoU in the type 3 secretion system of Pseudomonas
aeruginosa were detected and analyzed. The relationship between the antibiotic resistance and its virulence genes was
analyzed. The Pseudomonas aeruginosa cultured in the wound for two times( one month interval) or more were fol-
lowed up. Results  Eight out of fifty-four strains were not Pseudomonas aeruginosa, and the forty-six strains were
Pseudomonas aeruginosa. In the diabetic foot group and the control group, the main pathogenic gene of Pseudomonas
aeruginosa was exoS, with 91.3% (42/46) in the diabetic foot group in which the antibiotic resistance rate was
11.9% , and 76.2% (16/21) in the control group in which the antibiotic resistance rate was 6.3% . Pseudomonas
aeruginosa with exoU was less in the diabetic foot group and the control group, with 8. 7% (4/46) in the diabetic foot
group in which the antibiotic resistance rate was 25. 0% , and 23. 8% (5/21) in the control group in which the antibi-
otic resistance rate was 20. 0% . In the diabetic foot group, Pseudomonas aeruginosa was cultured twice or more in 6
patients with diabetic foot, with a total of 19 strains. Five patients were infected with Pseudomonas aeruginosa with
exoS among whom 2 patients were cultured with drug-resistant Pseudomonas aeruginosa and the antibiotic resistance
rate was 23. 5% (4/17) and these conditions occurred in the early and middle stages of treatment, and they all turned
into sensitive Pseudomonas aeruginosa in the last culture. In one patient, Pseudomonas aeruginosa with exoU was
found in the wound, and the drug resistance rate was 50. 0% (1/2). In this patient, the first culture was drug-resist-
ant, and the last culture was sensitive. Conclusion Among the strains of Pseudomonas aeruginosa isolated from dia-
betic foot wounds, the Pseudomonas aeruginosa with exoS is the main one. However, the antibiotic resistance rate of
Pseudomonas aeruginosa with exoU is higher. The Pseudomonas aeruginosa in the same wound of a diabetic patient
will not change its exoS or exoU gene because of changing of antibiotic resistance.
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