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Mechanism of Quyushengxin decoction for treating ulcerative colitis in mice:

the role of RIP1/RIP3/NLRP3 pathway
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Abstract Objective: To study the effect of Quyu Shengxin(QYSX) decoction on UC mice and the regulation
of RIP1/RIP3/NLRP3 pathway. Methods: Thirty-six mice were randomly divided into experimental group(QYSX
group), model group, positive control group (Mesalazine group), blank group, TCM disassembled Formula 1
group(QY group), and TCM disassembled formula 2 group (SX formula group). 6 mice per group. UC mice
model was prepared by 3. 5% DSS drinking water method. Corresponding drug treatment was applied to mice on
the 7"day. Implementing daily mice weighting and regular DAI scores evaluation. The colon tissue was dissected
and the length was measured, the morphological changes was observed with HE staining and pathological scores of
each group was rated. The mRNA and protein expression level of RIP1, RIP3, NLRP3, IL-183 were tested by RT-
qPCR and ELISA. Results: Weight of non-blank group appeared no significant difference before treatment(P <<
0.05). The colon length of QYSX group, Model group, Mesalazine group, SX group, QY group was clearly
shorter than the blank group(P <C0.05). The DAI scores of QYSX group, MSLZ group, blank group and SX
AAM B ER A KAFEESENo:81704078) s Bl £ B KA 5 & 4 (No:81874468); L ¥ & 25 = 47 3 3 %I 71 B [ No:
ZY(2018-2020)-CCCX-2004-09 ]
'FAETELRPHELZSEREBA(LE,201999)

'rBPEHRFWEEM TG ESAE R HA
WBAEAEH M H . E-mail: 13917198396(@136. com



+ 118 -

A PO R 4 A T A e R

%29 %

group was significantly lower than model group(P<Z0. 05). Pathological scores, RIP1,RIP3,IL-13mRNA of other

groups(except Model group) was significantly lower than Model group(P <C0.05). NLRP3mRNA of QY group

showed consistent results compared to model group(P =>0.05). There was no differentiated results showed on
RIP1,RIP3, NLRP3,IL-13mRNA between QYSX group and Mesalazine group(P >>0.05). IL-1BmRNA of QY
group showed lower than SX group(P >>0.05). NLRP3mRNA of SX group showed lower than QY group(P >
0.05). RIP1,NLRP3,IL-1Bof other groups showed significantly differences with model group(P <C0. 01). How-
ever, RIP3.IL-1Bof QYSX group showed no major difference with Blank group(P >>0.05). Conclusion: QYSX

formula has certain therapeutic effect on UC. Better therapeutic effect showed by using combination of QYSX De-

coction and QuyuShengxin decoction, which could be resulted by inhibiting the expression of RIP1, RIP3, NLRP3
and IL-1B through RIP1/RIP3/NLRP3 pathway to control inflammation.
Key words ulcerative colitis; Quyu Shengxin decoction; RIP1/RIP3/NLRP3 pathway
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