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Intestinal microbial community diversity in neonatal necrotizing enterocolitis analyzed by PCR-DGGE
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Abstract : Objective To analysis intestinal bacterial community composition and dynamics of change in neonatal necrotizing en-
terocolitis(NEC). Methods Total DNA of fecal intestinal bacteria was directly extracted from NEC diseases(n=16) and the con-
trol group(n=16) of newborns continuously at different times using the 357F-GC and 518R primers amplified V3 variable region of
the 16S rRNA gene,combined with denaturing gradient gel electrophoresis(DGGE). Results The NEC group compared with the
control group,Shannon index of intestinal bacterial was relatively higher(P<C0. 05) , the uneven distribution of apparent fluctuations
in the diversity of bacteria was higher than the control, there were some differences of bacterial colony diversity characteristics.
Shannon index of NEC group increased significantly in the early stage,was down then up trend with the treatment of the disease and
recovery(The Shannon index from == 50 to << 30 down and slowly rose to about 35) ,and neonatal intestinal advantage flora genus
recycling from DGGE were Klebsiella pneumoniae, Escherichia coli, Enterococcus. The main bacterial types of NEC and control
groups were no significant difference, there was quantitative differences,showing the superiority of the DGGE technique. Conclusion

NEC group existed bacterial imbalance in gut, which might be an important factor in NEC intestinal bacterial infections than a
single pathogen.
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