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Abstract

AIM: To analyze the variation of intestinal micro-
flora in patients with ulcerative colitis in Xinjiang
by real-time fluorescence quantitative PCR to re-
veal the role and significance of intestinal micro-
flora in the pathogenesis of ulcerative colitis.

METHODS: Specific primers for 16s rDNA of
Bacteroides, Fusobacterium, Clostridium, Bifidobac-
terium spp and Faecalibacterium prausnitzii were
designed. The feces of ulcerative colitis patients
and normal controls in Xinjiang were collected.
Bacterial genomic DNA was extracted from fecal
samples and used to quantify the above five bac-
teria by real-time fluorescence quantitative PCR.

RESULTS: The level of Bacteroides in ulcerative
colitis patients was significantly higher than that
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in healthy controls (3.05 + 0.22 vs 2.81 £ 0.21, P <
0.05), whereas those of Clostridium (3.14 + 0.17 vs
3.35 + 0.12), Bifidobacterium spp (2.92 + 0.16 vs 3.20
* 0.13) and Faecalibacterium prausnitzii (2.77 £ 0.16
vs 2.95 £ 0.19) were significantly lower in ulcer-
ative colitis patients than in healthy controls (P
< 0.05 for all). The level of Fusobacterium showed
no significant difference (3.20 + 0.13 vs 3.15 £ 0.17,
P > 0.05) between the two groups.

CONCLUSION: The changes in the levels of Bac-
teroides, Clostridium, Bifidobacterium spp and Fae-
calibacterium prausnitzii may be associated with
the pathogenesis of UC.

© 2014 Baishideng Publishing Group Co., Limited. All
rights reserved.
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