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The resistance and molecular epidemiology analysis of MRSA isolated from clinical samples of burn injured children
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Abstract: Objective To investigate the status of antibiotics resistance and the genetic homology of Methicillin-resistant Sta ph-
ylococcus aureus (MRSA) isolated from clinical samples of burn injured children and provide scientific basis for MRSA infection
control. Methods MRSA strains was identified by PCR of mecA. Drug resistance was detected by using K-B method. The random
amplified polymorphic DNA (RAPD) technique was used to identify the genotypes. Results MRSA strains accounted for 44. 2%
(23/52) in the Staphylococcus aureus isolated from clinical samples of children suffering from burn injury. All 23 stains MRSA
produced fingerprints can be classified into four genotypes,of which type |l was the dominanted genotype. Conclusion The MRSA
isolated from clinical samples of children suffering from burn injury has multi-drug resistance,and antibiotics should be chosen ac-
cording to drug susceptibility test results.
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