o [ oG R 2 A T A 2R 2023 4
e 788 Chin J Integr Trad West Med Dig 31 % 10

- M EE SIS WFTE -

i Wit b O X B0z V2 i /B AR /TL-22
{5 38 ik 19 2 )

IRRY EFEH £k ErA IPE F# LTER B E!
kR EAW O Herip!

CEE] BR300 B i b J5 X 5 OB 6 B2 44 (DSS) 5 T 10 B 955 PR 45 1 % (UC) /IR AhR/1L-22 {5538 %
BISE . JiE ofF 28 1 SPF it Mt C57BL/6 /NERBEHL 2y 28 (L4 LR A 35 i T b O 1) S 4 3 i 1R o h
FEA EBRT T EAEA VDR FEA, S AN A R UOK BB RS BRIk s
B R VR R I H AR 2. 5% (w/vODSS I 7 d S UC B L5 8 KITIR AL T EHE T
KHEE RS AR AL TN ENPZETH1A, ERRASL TEDRBEKERTH 1 E., BHaE
H 58 /N B — AT 0 W00 et A 0 G 0058 385 T i 2R bR T s sh 18 8 (DAD . T Hi 4 U5 B s i 4l
41, Western Blot 8] AhR.I1L-22 & /K ¥, RT-qPCR Ml 28 ARR . IL-22mRNA fytIXT Rz E., FR: 55 H4AH
L #, UC /N BRSBTS A 0 3 90 3R 0 1 S [ 2 38 0 i i L RS L 0 7 R 56 0 I TR v Oy b R0 2 R SE Vb
Z /N R AR RS B T v (P <<0. 05) 5 15 W il v J7 v R o 4/ BB R 41 DAT R RR B i (P <<0.05), 1§
iR H 5 4 AR TL-22 25 365 B AR 21 v B (2 (P <<0. 05) ;W I IR W 5 41 ARR \IL-22mRNA 3 ik J i
YA B 2R (P<<0. 0D, 518 35 M v Oy vl Rl i s UC /N B ARR/TL-22 {5558 I, ik 2l3RY7 UC B Y.

[X@im] BmvEailn iR T I AhR/IL-22 5 5@ i s B i =2

DOI:10. 3969/j. issn. 1671-038X. 2023. 10. 11

[FESES] R574.62 [xmttrEEL] A

The effect of Qingchang Wenzhong Decoction on the AhR/IL-22 signaling

pathway in mice with ulcerative colitis
WANG Muyuan' LI Junxiang' MAO Tangyou® YUAN Yali' SUN Zhongmei® SHI Rui'
WANG Zhibin' SHI Lei' ZHANG Wenji' WANG Jiali' CHEN Xiaowei'
(' Department of Gastroenterology, Dongfang Hospital, Beijing University of Chinese Medi-
cine, Beijing, 100078, China;*Center for Experimental Medicine, Dongfang Hospital, Beijing
University of Chinese Medicine;®Department of Gastroenterology, Tianjin Nankai Hospital)
Corresponding author: CHEN Xiaowei, E-mail: dfyyxhk@163. com
Abstract Objective: To study the effect of Qingchang Wenzhong Decoction(QCWZD) on dextran sodium sul-
fate(DSS) -induced AhR/IL-22 signaling pathway in mice with ulcerative colitis(UC). Methods: Twenty-eight
healthy female C57BL/6 mice were randomly divided into control group, DSS group, QCWZD low-dose group,
QCWZD medium-dose group, QCWZD high-dose group, Mesalazine group. Mice in control group were fed and
watered freely throughout the whole process. DSS group, doses group of QCWZD and Mesalazine group were used
to replicate the UC model by freely drinking 2.5 % (w/v) DSS solution for 7 days. On day 8, the model group
was given deionized water for gavage, and each dose of the QCWZD was given the corresponding concentration of
Chinese medicine for 1 week in DSS group, and the Mesalazine solution for 1 week in the Mesalazine group. Dur-
ing this period, the mice were observed daily for general condition, weight measurement, detection of fecal occult
blood, recording of fecal properties, and calculation of disease activity index(DAI). At the end of the interven-
tion, colonic tissues were collected and the levels of AhR and I1.-22 protein were measured, and the levels of
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AhR/IL-22mRNA were determined. Results: Compared with control group. UC mice showed obvious intestinal

inflammation. exhibiting different degrees of blood in stool, diarrhea and weight loss, etc. The body weight of

mice in QCWZD medium-dose group and Mesalazine group was significantly higher than that in DSS group (P <C

0.05); the DAI of mice in the medium-dose group of QCWZD decreased significantly compared with that in DSS

group(P <C0. 05). The expressions of AhR and 11.-22 protein in QCWZD group were significantly higher than
those in DSS group(P <C0. 05) ; the expressions of AZR/IL-22mRNA in QCWZD group were significantly higher
than those in DSS group(P <C0. 01). Conclusion: QCWZD maybe used to treat UC by activating the AhR/IL.-22

signaling pathway in UC mice.
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