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[ Abstract] Objective : To investigate the preventive and therapeutic effects and mechanisms of Dachaihu decoction (DCD) on dextran
sodium sulfate (DSS)-induced ulcerative colitis(UC) and liver injury in mice, as well as the association between DCD benefits and gut
microbiota modulation. Methods : Mice were treated with DCD (20.10 and 10.05 g/kg) for 2 weeks, with free access to drinking water
containing 3% DSS in the second week to induce UC. Histopathological examination, RT-qPCR and 16S rRNA sequencing were used
to investigate the effect of DCD on UC mice. Results : DCD pretreatment significantly alleviated weight loss , bloody diarrhea with
mucus, histopathological abnormalities of the colon, and colon shortening in mice with DSS—induced UC. In addition, DCD pretreat-
ment significantly upregulated the levels of Occludin,Z0-1,and MUC-2 in the colon and protected the intestinal barrier of mice. DCD
pretreatment also alleviated inflammatory cell infiltration in the colon and the liver and significantly reduced the expression levels of
the proinflammatory factors such as IL-1B, IL-6, TNF-a, iNOS,
COX-2,and NLRP3, thereby exerting a protective effect against UC
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and liver injury. It should be noted that DCD corrected gut micro-

biota imbalance in UC mice by enriching probiotic bacteria such as
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mation, and regulating gut microbiota.

[ Key words ]Dachaihu decoction ; ulcerative colitis ; intestinal barrier; gut microbiota;liver injury

Bz M 45 1 % (ulcerative colitis, UC) & —Ff LA
R IEE b R 200 P 453 40 7R i T R S 2R A DR R AE 1) 18
2NN 9 RE PEFER (inflammatory bowel disease
IBD) , 8 45l A B ", ok 2 —Fh AR
PSR, HOR R R ANRAT AL R BRI BN AW
Th, I B AR B — R R BRPE B, 45 BT R GE M
Fhosafiok TULE R AR,

45l R BERL/INRURD UC BB 35 0 45 i 36 T2 2
U X 9% % 32 85 M (tight junction protein, TJP) 2%
2K, B b ) RE AT, 3 A R, A2
g Z 4 (lipopolysaccharide , LPS ) FIUU A= #9417 A= AR 15
YT AR , 51 & RS AE s A OCHIFFE % IR IBD i
WA T A I R ST R A
R 2R G e B S AR 22 2 i i e 1) — 1> T LR
I, AT RE B UC B HAMZH 2N i i — 2045 0
HH A T ACRE (PN 3 3R ILAE IR B 1R85 ) ™,
TG 7 M B2 RNt JE XURS: o B4, UC TR IT 259
o E KRR VB bR B R A e R A
RAEAT BN 0 55, A H A B R R, 0 R YT
JE ATy R PRI, e T Ry A T A R T R
REE B UCIRY T2y AR B2

H I 24 2 7RI M DT A R IR 7 B B AT AL
Ty, PR R R AN 2 5 R 257 iRy T AR
MW kERZER 25, B, sBHhES T
Bt A7 UC il PRIAT T RCR R, WAEIRYT UC R 1%
803 FURT 45405 B AL v, AR 22 b B 24 B0 (et
FH BRI TR SR HUY) ) 2o e SR A A
12 4 (dextran sodium sulfate , DSS )75 51 UC /)» B
T Je BRHR JAE R I 15 /E HI5 AKT (FoxO \STAT,
PPAR K MAPK 45 5 5 i 75 1 72 A0 ] TLR4/NF~
kB/NLRP3 , TLR4/MyD88/NF—«B 45155 18 4 F4 18 1%
FE PSS

FEETHH % (Dachaihu decoction, DCD) 42 —Fh 22
BLRT 2G5 A0 BT R AP S A v B 7 R AR T
W) FE BRI I E HE AR RSN A
1800 Z4F A P 2 o i RAIF 52 % B, DCD A $2 e 40
U e M 7 % e X UC I DRI 3%, A1 1 &5 i 26
JEEAR AN, M Ah  FEIRYT I B 2R S5 AH OGP (ARG
PR 171 v v AEL ] P IALRE | JIE 98 AR L e g he
Wit BERR 98 55 ) J T, DCD SR B A 2R 52, nf

L PR A R AR B A NF-kB 2855 k18
K H B /N R T8 A | B R i 25 2 2 3
AR P2 KT, DCD X UG /)N B o B K
TEAE A TP ROR AT REMLRA A it — 24K
AHFFEF 3%DSS K T UC /N BT B 45 4545
B DU 58 DCD X UC /) B #3105 75 1 FF I 98 95 43
BRI TR o A, 3R 38 o X /N BRZS A 2R A 7
16S rRNA W7 43 B , LA DCD X} 17 18 3 A 35 1
SEMAAE ) B sk BRI 5 DCD BIET FRICHR 2 T8 A 8K
AHFFT L5 BT 45 78 DCD X} UC 3T 98 S5 B B AE
B, R Biii6 UC SR s e — 25 ik ds

| HRER®

1.1 DCD#l%&

J5 7 DCD(155 ) Jit F 244 4 B 28 M 5 2y #E (G 2E0R)
HETICE . TR TR B P b R B R R e (ke
140 g A 15 ¢ HAT15 ¢ B H 20 g BB 20 g K& 15 g
K10 g fEFE20 o), JHIE L B2 FIIG % € . DCD S5 H
TR AT REE S Bom DCD K B G i 4 2 LR
Tl S i v 25 A AR 8 10 52tk (ARBY BT ) fin
ABCHILF R 24584 123 1 h 5 BT 30 min, B5.0(3 500 r/min,
20 min) , F3EIFEICY) . 012584 O EE A 10 F5 200K, Z It
WEGO, B 2R, A 3R, 1 I8 JS , 55 “CIBUE 4R
F|—EWJE (DCD KR : 1.55 g/mL) . $REUHLEAE-20 C
# M. DCD (84353 Br i il S 28R R (b 50) A B2 H)
P AL B R SZHF, SR R &5 B8O AH 43 15 (UPLC: Nexera
UHPLC LC-30A, H 78 5 #t ) F1 € A7 B ] 5 3% 7 (TOF-MS:
Triple TOF5600, 25 [ AB SCIEX™) .

1.2 ¥k

7 AW e CSTBLIGT /INER (20 + 2) gl [ 55 R B 4 24 /K
AR A PR B [ K YR AT HIE S : SCXK () 2019-
0004], /INEURIFRAE (25 = 2) “CIYHRRE TG JRAR (SPF) =
S NE/SEREARIA 12 h, LR HGE BOZAE 1R, A AR
Ko AWFFEW I 0 T B2 7 38 o0 8 R R R K 2 s )4 B8
A 25 53 25 (WA 40 5 A5 I it (/R B & 4 55 - ACUC-
CQMU-2023-09034) ,

A S K /N BUBEAL 2> N 5 4 (B4 n=6) « 1E ¥ XF IR
2H (CON) . #5 8U %} HE 44 (DSS) . 7 77 & DCD 4 3 44 (DH,
20.10 g/kg) &5 DCD AL BEZH (DL, 10.05 g/kg) Fl 5—ASA &b
FHZH (5-ASA,200 mg/kg) . CON LA DSS 4 /I il i3 45 1) i3
#5F 0.9% NaCl 14 d, 1fif DH . DL F1 5-ASA £ /)™ Bl 13 % 4
25 W45 20.10 g/kg DCD, 10.05 g/kg DCD A1 200 mg/kg 5-
ASATRZIE 14 do %5 8~14 K, Bk CONHAMY /N3RS & 3%



— 1086 —

BERERKFZR 2025 £5 50 £5 8 #5 (Journal of Chongging Medical University 2025.Vol.50 No.8 )

DSS (meilunbio, 1 [&) (4 4 FH /K A4 £ UC AL . 52 56 340
[E], 3 1025 2E /0 B HERE I BT 0 AR A A
1.3 HARE

S 15 K, 0 B WOE & A /N BRI 2 JF R AEAE
—80 CRE#E— 2B Sg ] o 28 AR, BT A /0N Bl K 3 ok S50 J3E 52
S SR . BRI fg PRI o PR IO B, I E
EAL 7/ agi AN DAt 8 e 7 i e 2 B L P PN R T AR T
AR R AR A TE-80 “CRF i — LB o
14 HE#&

[ i A I AR A K AL B A . AU (e
IR PR EE SRR HEATINOK SRS HEAT HE B A
FHYG2: A 5% (Olympus DPSO, H A4 50 8 A%

1.5 AB-PAS# &

PEAEA: 7= B HE#E 715, B AB-PAS (db s R B2k YR
ABRA R P EAE D) FEAT R0, DOESHRANN . DAk
W 5514085 (Olympus DP80, A AR 4 57 ) SR AE K15
1.6 1 4% 38 7 RAB 4% X RR (reverse transcription quan-
titative polymerase chain reaction , RT-qPCR)

{i ] RN Aiso Plus(Takara, A & k3% ) 43 55 T HIE RN 45 iz 20
21 B RNA, {6 PrimeScript™ RT Master Mix (Perfect Real
Time, Takara, P E K& ) S5 5555153 ¢cDNA, FH CFX Connect™
Real-Time System (Bio—Rad, CA, USA) ¥ fifi Iz I #& " TB
Green (TB Green® Premix Ex Taq™ 1II , Takara, Dalian, China)
DL HRBE o AH XTIk 5 i R Ik Y GAPDH AT I —
b, IR AACT RS . AWFTE TS 790 an e
GAPDH(F:TGGCCTTCCGTGTTCCTAC; R: GAGTTGCTGTTG
AAGTCGCA) IL-1B(F:GAAATGCCACCTTTTGACAGTG;R:
TGGATGCTCTCATCAGGACAG) IL-6(F:CTGCAAGAGACTT
CCATCCAG; R: AGTGGTATAGACAGGTCTGTTGG) \TNF-«
(F:CATCTTCTCAAAATTCGAGTGACAA ;R: TGGGAGTAGA
CAAGGTACAACCC) | IL-8 (F: TTGTCAGCAAGGAGTTCT;
R:TAGAGGGTAGTAGAGGTGTT) IL-17(F: CTCCAGAAGG
CCCTCAGACTAC; R: GGGTCTTCAGCGGTGG) \IFN-vy—(F:
GCGGCTGACTGAACTCAGATT; R: CACTGCAGCTCTGAATG
TTTCTTATT) . MCP-1 (F: GCAGGTCCCTGTCATGCTTC; R:
GTGGGGCGTTAACTGCATCT) .CD14(F: ACATCTTGAACCT
CCGCAAC; R: AGGGTTCCTATCCAGCCTGT) . Occludin (F:
AGCACTTAACCTGCCTGGAT; R: AGCCTGTGGAAGCAAGA
GAT) . ZO-1(F:TCTTGCTGGCCCTAAACCTG ;R: GTTGGGC
TGGCTCTGAGAAT) \MUC-2(F: GCTATGTGCCTGGCTCTA
ATATGG; R: GTGGGCACTTCACAGAGCAGAC) . NLRP3 (F:
GCTGCGATCAACAGGCGAGAC;R: AAGGCTGTCCTCCTGG
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