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Effects of oridonin on endoplasmic reticulum stress in ulcerative colitis mouse model”
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[Abstract] Objective To explore the effect of oridonin on the endoplasmic reticulum stress (ERS) in
colonic epithelium of ulcerative colitis (UC) mice. Methods The UC mice model was established by sodium
dextran sulfate (DSS),and the intervention group of oridonin and sulfasalazine was set up,the disease activity
index (DAI) was measured, the colonic tissue was evaluated by histopathologidscore (HPS), and RT-qPCR
was used to detect the expression of inflammatory cytokines tumor factor-o (TNF-q) ,interleukin 6 (I11.-6) ,cy-
clooxygenase 2 (COX-2),glucose-regulated protein 78 (GRP78) , transcription factor EBP homologous protein
(CHOP) ,activator transcription factor 6 (ATF6) ,protein kinase R like endoplasmic reticulum kinase (PERK)
and inositol requiring enzyme la (IREla). Results The expression of TNF-q,IL-6,COX-2, GRP78, ATF6,
CHOP,PERK and IREla mRNA in the colonic epithelium of the model group were all up-regulated obviously
as compared with the healthy control group(P<C0. 05,P<C0. 01). When compared with the model group, DAI
and HPS in oridonin-treated group were significantly decreased (P<C0. 05, P<C0. 01),which the curative effect
was similar to that of the sulfasalazine group(P>0. 05, P<C0. 01). The expression of TNF-¢,1L-6,COX-2,
GRP78,CHOP, ATF6 and PERK mRNA levels were significantly reduced in oridonin-treated group ( P <C
0.05,P<C0. 01). Conclusion Oridonin can alleviate colonic inflammation induced by DSS and its mechanism
may be related to ERS of colonic epithelial tissue.
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H A s (5 —>3" THsI G 3" FH KN (bp)
GAPDH GGT GAA GGT CGG TGT GAA CG CTC GCT CCT GGA AGA TGG TG 233
TNF-« CAG GCG GTG CCT ATG TCT C CGA TCA CCC CGA AGT TCA GTA G 89

11.-6 TAG TCC TTC CTA CCC CAA TTT CC TTG GTC CTT AGC CAC TCC TTC 76
COX-2 TTC AAC ACA CTC TAT CAC TGG C AGA AGC GTT TGC GGT ACT CAT 271
GRP78 CAT GGT TCT CAC TAA AAT GAA GG GCT GGT ACA GTA ACA ACT G 81
ATF6 TGC TCT GGA ACA GGG CTC TAA CGT CAA AGA AGC CTT GGT AACT 134
CHOP CTG GAA GCC TGG TAT GAG GAT CAG GGT CAA GAG TAG TGA AGG T 121
IRE1 GCA TCA CCA AGT GGA AGT ATC ACC ATT GAG GGA GAG GCA TAG 115
PERK AGT CCC TGC TCG AAT CTT CCT TCC CAA GGC AGA ACA GAT ATA CC 125
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