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494 B VAR R T M &6 IE P TLR2,TLR4,TLR5,TLR9 . NK-kB,HMGBI1,TNF-a,1L-6 .1L-17 # mRNA
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TLR2,.TLR4, TLR5, TLR9, NK-kB, HMGBI, TNF-a, IL-6, IL-17 # mRNA % i % W & f % F
HMGBI1 , TNF-a 1L-6 .1L-17 4 4% 2% %% F RUC 40;5% T W A ¢ TLR2, TLR4,TLR5,TLR9 . NK-
kB.HMGB1.TNF-o.IL-6.I1L-17 #9 mRNA % ik 3 2 & f i ¥ HMGB1, TNF-o.IL-6.1L-17 #9 4 % 5
RHATE ERILFE MAFOREEAMA. XA HHRBOHBZEAX, gk FHH
iip X B E I A F LA A8 E TLR/NK-KB 18 % 5k 3 An % 2 A~ T 69 R ik,
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[ABSTRACT] Objective: To study the relationship of intestinal flora disorder with TLR/NK-kB and inflammatory media-
tor expression in patients with ulcerative colitis (UC). Methods: Patients who were diagnosed with UC in Yanan People's Hos-
pital were selected, patients with active UC and patients with remission UC were included as the AUC and RUC group; pa-
tients who were diagnosed with colonic polyps in Yanan People’'s Hospital through physical examination during the same period
were selected as the control group. Feces was collected to test the flora number, mucosa lesion was collected to determine the

expression of TLR/NK-kB and inflammatory mediators, and serum was collected to detect the levels of inflammatory media-
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tors. Results: Bifidobacterium bifidum, Lactobacillus acidophilus and bacteroides counts in feces of AUC group and RUC group
were significantly lower than those of control group while Escherichia coli and Escherichia enterococcus number in feces.
TLR2, TLR4, TLR5, TLR9, NK-kB, HMGB1, TNF-a, IL-6 and IL.-17 mRNA expression in intestinal mucosa lesion as well
as HMGBI1, TNF-a, IL.-6 and 11.-17 levels in serum were significantly higher than those of control group; Bifidobacterium bifi-
dum, Lactobacillus acidophilus and bacteroides counts in feces of AUC group were significantly lower than those of RUC group
while Escherichia coli and Escherichia enterococcus number in feces, TLR2, TLR4, TLR5, TLR9, NK-kB, HMGB1., TNF-
a, IL-6 and IL-17 mRNA expression in intestinal mucosa lesion as well as HMGB1, TNF-a, 1L-6 and IL.-17 levels in serum
were significantly higher than those of RUC group; TLR2, TLR4, TLR5, TLR9, NK-kB, HMGB1, TNF-a, I1l.-6 and 11.-17
mRNA expression in intestinal mucosa lesion as well as HMGB1, TNF-a, 11.-6 and I1.-17 levels in serum were negatively cor-
related Bifidobacterium bifidum, Lactobacillus acidophilus and bacteroides counts, but positively correlated with Escherichia
coli and Escherichia enterococcus counts. Conclusion: The intestinal flora disorder in patients with ulcerative colitis can increase
the expression of inflammatory mediators by activating the TLR/NK-kB pathway.
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