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Analysis of infection of multi drug resistant bacteria in obstetrics hospital
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Objective The infection and drug resistance of multi drug resistant bacteria were analyzed in the obstetrics
department of our hospital. Methods The clinical data of 1958 lying in women hospitalized in the obstetrics department
of our hospital from January 1,2018 to June 30,2022 were collected ,and the infection rate, the distribution of infection
sites,and the use of antibacterial drugs in patients with nosocomial infection were statistically analyzed. For those
diagnosed as hospital infection, the secretions from different infection sites were collected and inoculated in different
culture media for culture and isolation. All the isolated pathogenic bacteria were tested for drug sensitivity by disk
diffusion method. The drug resistant genes of multidrug resistant E. coli were amplified and analyzed by PCR.  Results

In 1958 cases of puerpera in this study, 68 cases were complicated with postpartum multi drug resistant bacteria
infection, the infection rate was 3.47 %. Postpartum infection mainly occurred in surgical incision (29. 41%) ,followed by
respiratory system (26. 47 %) , reproductive tract (19. 12%) and urinary system (11. 76%). 75 strains of pathogenic
bacteria were isolated by co culture, including 21 strains of gram-positive bacteria, mainly Staphylococcus aureus (11

strains) and Enterococcus faecalis (4 strains). 54 strains of Gram negative bacteria, mainly E. coli (27 strains).
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Pseudomonas aeruginosa (10 strains) and Klebsiella pneumoniae (7 strains). The resistance rates of 27 strains of E.
coli to ampicillin, cefoxitin, ceftazidime, imipenem, meropenem, ciprofloxacin, gatifloxacin, cotrimoxazole, gentamicin,
tobramycin and amikacin were 100, 00% .96. 30%,48. 15%,14. 81%.18. 52%.77. 78%.55. 56 %, 74. 07% .85. 19%,
59.26% and 37. 04% respectively. The drug resistance rates of 11 strains of Staphylococcus aureus to penicillin,
erythromycin, clindamycin, tetracycline, gentamicin, ciprofloxacin, levofloxacin, moxifloxacin, and cotrimoxazole were

100.00% ,100.00% . 81. 82% ,72. 73% ,72. 73% ,63. 64% ,54. 55% ,45. 45% and 36. 36% respectively.

strains to glycopeptide vancomycin, teicoplanin and furantoin were found. The drug resistance genes of 27 multidrug

No resistant

resistant E. coli strains in this study were detected. 21 strains carried class I integron (77.78%),11 strains carried TEM
gene (40.74%),3 strains carried SHV gene (11. 11%), 3 strains carried OXA-1 (11.11%),1 strain carried OXA-2
(3.70),13 strains carried CTM-M-1 (48, 15%),1 strain carried CTM-M-2 (3. 70%),3 strains carried CTM-M-8 and 8
strains carried CTM-M-9 (39. 63%). Comparing the pregnancy outcomes of 68 pregnant women infected with multi-drug
resistant bacteria and 80 pregnant women without infection in the same period, the results showed that the proportion of
pregnant women infected with multi-drug resistant bacteria with adverse pregnancy outcomes such as abortion, premature
delivery, prenatal fever,postpartum fever, postpartum hemorrhage, poor healing of perineal incision, fetal distress and so
on was higher than that of non-infected pregnant women (P <C0. 05). Conclusion  The main infection sites of
multidrug-resistant bacteria in our obstetrics hospital were surgical incision and respiratory system, and pathogenic
bacteria mainly including E. coli s P. aeruginosa and S. aureus. Multidrug resistant S. aureus and E. coli have high

resistance rates to common clinical antibiotics,and multi drug resistant E. coli carries a variety of drug resistance genes.
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Table 2 Composition ratio of pathogenic bacteria
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Fig. 1 PCR amplification electrophoresis of class I integron
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