1202 (JFirst Mil Med Univ) 2003;23(11)
B
510515
TNF IL-1 NF B
5% DSS uc - RT-PCR uc
TNF- IL-1 EMSA uc
NF- B TNF- P=0.009 NF- B
ucC
NF- B
NF- B -
R574.62 A 1000-2588 2003 11-1202-04

Expression of pro-inflammation cytokines and activation of nuclear factor b in the intestinal

mucosa of mice with ulcerative colitis
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Institute for Digestive Diseases of PLA, Nanfang Hospital, First Military Medical University, Guangzhou 50515, Chi-

Objective To investigate the expression of pro-inflammation cytokines and activation of nuclear factor B (NF-

B) in mouse models of ulcerative colitis. Methods Mouse models of ulcerative colitis were established by oral administration
of 5% dextran sulfate sodium for 7 d, and the expression of tumor necrosis factor (TNF)- and interleukin (IL)-1 inthein-
testinal mucosa were detected by semi-quantatitive reverse transcriptional (RT) PCR. The activation of NF- B in the intestinal

mucosa was eva uated by electrophoretic mobility shift assay (EMSA). Results The expressions of TNF-

and IL-1 werein-

creased in the intestinal mucosa (P=0.009), and the nuclear binding activity of NF- B was also up-regulated after the onset of
calitis. Conclusion Pro-inflammatory cytokines play important rolesin the pathogenesis of UC, and may exacerbate theinflam-
mation of the intestinal mocosa and cause apoptosis of the epithelial cells, possibly under the regulation of NF- B activation.
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Anatomically repairing Taussig-Bing abnormality treated by Rastelli procedure
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