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Research on the Effect and Mechanism of Qingchang Huashi Recipe on Relieving Colitis in Mice through AhR/1L-22

QU Yun, ZHU Lei, WANG Qiong, WANG Yao-hui, HU Jing-yi, LIAN Zi-yu, JI Yue-jin, ZHOU En, SHEN Hong

(The Affiliated Hospital of Nanjing University of Chinese Medicine, Jiangsu Province Hospital of Traditional Chinese
Medicine, Nanjing, 210029, China)

ABSTRACT:OBJECTIVE To explore the therapeutic effect of Qingchang Huashi recipe on colitis model mice, and explore
from the perspective of aromatic hydrocarbon receptor(AhR), to explore the effect of Qingchang Huashi recipe on 1L.-22 secre-
tion and mucin and tight junction protein expression, and to explain alleviate the mucosal damage mechanism of colitis model
mice, so as to provide objective basis for clinical application and drug research and development. METHODS The mouse mod-
el of colitis was established by DSS, the body mass, fecal shape, occult blood and DAI score of disease activity index were ob-
served every day. The colon length of mice was measured after administration, and the colonic pathology was observed by HE
staining. qPCR was used to detect the mRNA of IL-18, TNF-a, IL-6 and AhR in colon tissue. The expression levels of colonic
mucin(MUC-2), AhR, cytochrome 4501A1(CYP1A1l), interleukin-22(IL-22) and tight junction protein (Claudin4) were de-
tected by Western blot. RESULTS Compared with the normal group, the DAI score of the model group increased(P<C0.01),
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the length of colon shortened(P<C0.01), the pathological damage of colonic mucosa was severe, the mRNA expression of AhR
decreased(P<C0.05), the mRNA expression of IL.-1 8, TNF-« and IL-6 increased (P<(0.05, P<C0.01). The expressions of
MUC-2, AhR, CYP1A1l, IL-22 and Claudin4 decreased(P <(0.05). Compared with the model group, the DAI score of me-
salazine group and Qingchang Huashi Recipe group decreased(P<C0.01), the length of colon lengthened(P<C0.01), the path-
ological condition of colonic mucosa improved, the mRNA expression of 1L-18, TNF-a and IL.-6 decreased (P <C0.05, P <<
0.01). The expressions of MUC-2, CYP1Al, Claudin4 protein increased (P < 0.01). Compared with the model group, the
mRNA expression of AhR increased(P<C0.05). The expression of AhR and IL.-22 protein in Qingchang Huashi Recipe group
increased(P<C0.01). Compared with the Qingchang Huashi Recipe group, the DAI score of the Qingchang Huashi Recipe+
TMEF group increased(P <C0.01), the length of colon was shortened(P<C0.05), the pathological damage of colonic mucosa
was serious, the mRNA expression of 11.-18, TNF-a, IL.-6 increased(P<C0.01), the expressions of MUC-2, AHR, CYP1A1,
1L-22 and Claudin4 decreased(P<C0.01).CONCLUSION Qingchang Huashi Recipe can activate AhR, to up-regulate CYP1A1

protein, promote the production of 1L.-22, inhibit the level of inflammation, increase the expression of mucin and tight junction

protein, and relieve colitis.
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IR AW . AIF 2 WG4 °C 4 000X g B0
10 min, B E & #4508 12 g » kg ' KA. DSS
(Jr T4+ :36 000~50 000 kDa, 3% F MP Biomedicals
IS H 102160110500 5 2 VDR I i B CHE K Hir
JER I 25 A BR 2 AL 4% 5. 190311) ., 28 BiF B i 1
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JERC AL 5 mg « kg P MUC-2(ab272692) \ AhR
(sc-133088) ., 4il il {4, % P450 1A1 (CYP1A1) (sc-
25304) ,1L-22 (ABP57408) , Claudin4 (ab15104) , 8-
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(DSS) ., E U i B 41 (5- ASA) . ¥ i 1k 32 7 4
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AhR ) mRNA KF  W/PREGEBHAS T 1 mL
Trizol v 7853 24 5 o AT A 2 WO S P BEDLIE
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IL-18 F 5-CTGTGTCTTTCCCGTGGACC-¥
R 5-CAGCTCATATGGGTCCGACA-3
TNF-a F 5-TCAGCCGATTTGCTATCTCA-%
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0.01) ,DAT ¥EAF AR (P <<0.01) ., 5iEmILiE 4
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