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Abstract : Objective To study the mechanism of Kuiyangning in the inhibition of mucosa tissues NADPH
oxidases (NOXs)-reactive oxygen species (ROS)-NOD like receptor protein 3 (NLRP3) inflammasome signal
pathway to affect the ulcerative colitis rats. Methods Totally 45 BALB/c rats were selected and randomly di-
vided into the blank group,the mode group and the Kuiyanning group.and 15 rats in each group. The dextrose
sodium sulfate (DSS) was induced to establish the ulcerative colitis mode, the blank group and the mode group
were given distilled water with 0. 02 mL/g, and the Kuiyanning group was given the Kuiyangning 10
g/ (kg » d). After 3 weeks of stomach irrigation, the colonic mucosa tissues were collected,and the expression
levels of NLRP3,apoptosis related spot like protein (ASC) and cysteine aspartic acid hydrolase -1 (caspase-1)
mRNA were detected by fluorescent quantitative PCR,and Luminol chemiluminescence method was used to
detect the activity oxygen free radicals (ROS) in colonic mucosa tissues,and the NADPH consumption rate
was calculated after DPI inhibition and the activity of NOXs was analyzed,and the tissue histopathology score
(HS) and serum interleukin-18 (IL-1B), tumor necrosis factor o (TNF-a) were compared among the three
groups. Results The mRNA expression levels of NLRP3, ASC and caspase-1 were: the blank group<Cthe

Kuiyangning group<Cthe mode group,and there were significant differences between the any two groups a-
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mong the three groups (P<C0.05). The ROS level and NOXSs activity were: the blank group<Cthe Kuiyangning

group<the mode group, and there were significant differences in the above indexes between the any two
groups among the three groups (P<C0. 05). The HS score with (4. 21+0. 59) points and serum IL-18 with
(70.45+8.19) pg/L and the TNF-q with (61.55=+6.24) pg/L in the Kuiyanning group were lower than
those in the mode group(P<C0. 05) ,but were higher than those in the blank group(P<C0. 05) ,and there were
significant differences in the above indexes between the mode group and the blank group (P<C0. 05). Conclu-

sion Kuiyangning may reduce the expression of pro-inflammatory factors such as IL-18 and TNF-a by inhibi-

ting the NOXs-ROS-NLRP3 signaling pathway in colonic mucosa tissues, thereby reducing the inflammation

with the main manifestation of the colonic mucosal injury in ulcerative colitis rats.
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W PL9EO6E & PCR K I 45 i 26 I 20 21 NL-
RP3.ASC, caspase-1 #) mRNA FE ik /K., M EH
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