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Effects of Total Glucosides of Paeony on Inflammatory Factors in Dextran Sulfate Sodium

Induced—Mice Model of Inflammatory Bowel Disease

GE Bingjing, CAO Hongyan, DAI Yancheng, QUE Renye, FU Zhiquan*
(Shanghai Hospital of Integrated Traditional Chinese and Western Medicine Affiliated to Shanghai
University of Chinese Medicine, Shanghai 200082, China)

(Abstract] Objective To explore the effect and the underlying mechanism of total glucosides of paeony on inflammatory
factors in dextran sulfate sodium (DSS) induced —mice model of inflammatory bowel disease (IBD). Methods A total of 50
SPF-class C57BL/6 mice were randomly divided into a normal group (N group), a model group (M group), a sulfasalazine group
(L group), a low—dose of total glucosides of paeony group (BL group) and high—dose of total glucosides of paeony group
(BH group), with 10 mice in each group. The mice in M group and treatment groups were free to drink 30 g/L. DSS, and
were given the corresponding medicine by gavage once, while the mice in the N group were free to drink water and eat. All
the mice were executed 7 days later. During this period, the status of weight and feces of the mice were recorded, and
colitis disease activity index (DAI) score were assessed. In addition, HE staining of colon tissue were performed to evaluate
the histopathological injury, and the expression of serum IL-8, 1L.-10, 1L-23, 1L-36, CCL20 and CCR6 were determined by

using ELISA. Results Compared with the M group, DAI scores of mice in the treatment group were significantly decreased
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(P<0.05 or P<0.01), and the differences in each treatment group was not statistically significant (P>0.05). Compared with the

M group, the expression of IL-8, IL-23, IL-36, CCI20, and CCR6 were decreased in the treatment group, while the

expression of IL-10 was increased, in which the L group and the BH group were most significant (P<0.05 or P<0.01).

The histopathological results showed that the inflammatory response of colon tissue in the L group and the BH group was

significantly improved. Conclusion Total glucosides of paeony could effectively regulate the expression of inflammatory factors,

reduce the inflammatory injury of colon tissues, and improve the diarrhea and hematochezia symptoms in mice.

(Keywords) total glucosides of paeony; inflammatory bowel disease; dextran sulfate sodium; inflammatory factor; disease

activity index

HRAEPE MW (inflammatory bowel disease, 1BD)
LR TS RO O 3 B R B R A8
AR 4 S M i T8 50 M |, AL 3 5 & JER (Crohin’s
disease, CD) Mz MELE % 9% (ulcerative colitis, UC)
o RN s ML 24 oK BT A, E R IA K IR R S
WAL AIE RS AN AR DR R AR O, il T I
MEAT, S A 5 T e | TR e g It B T AR 2H AU
S HEFAMEIR I Z — , ARy 5710 J7~12/10 J7P,
[ 6T o 19 T 58 B B9 e 1E e PR UL 491 i
BRI, LA SR,

AR TBD I KR SIS O B UR B
S L SR, o B 20 LR T B
R R R, D8 L 1
WA KB P 5 RS AR 2 S BRI A AT G
JEFRR L RE S LA B2 45 O AR, O WA [ A
SC FEREE A ZAIE DY O A I T TR B AR I
ZAREE O H AT R 253677 IBD A E 225 MG,
ATURIR T, PECE vl TR L S4B, REFRM, 10 il Jm
W2 H o SR BD I B A IF 244 22 v ok i A 3
9o BFTE R WL, AT 19 B RS AT B AR
2 RHBEAT G AT NER SR BA IR AT
Btz HUAA R SR AP, EAT R RE I
) S TR 22 1) %y P T EL A AR A A Bl P A
OGS 5 i L Iz Sl A T AR 4 R 5 o e K
B 245 i - 8 JUUASE JUL WA &4 ek ] T 4k 325 25 i dm 31, il
AW 58 K FH #6758 A B2 A0 (dextran sulfate sodium,
DSS) 7 &/ B IBD #E81 WL 1 AT 5 H X /b Bl —
PR D0 | 45 o B K & E AH O 1 AR B 52 0, 4R 3 H:
Bij it IBD (4 7 HIAL T

1 MRS

1.1 LY
C57BL/6 M /N 50 2, SPF %% ,6~8 i ##% , 14
TR (2042) g, H bV BE 25 K2R LG S P 2

it s el IE S . SYXK (97 2014-008) . Fr A /R
Tahr iR EBHIEE , A HARETROK .,
1.2 254 A 32 235

FIAT S (T AR 25 TR F) L 1 5:190305 )
MU L E B 35 e (L 78 A 2k o 25 A7 BRA | it
2215272);DSS, 4> F i H 36 000~50 000 DA (MP
Biomedicals 23 7 , #tt 5 . Q4299) ; 2% & i & (75
SR TR B, 165 :20180521);11-8 ELISA
A & (5 . MEI023) \IL-10 ELISA i %l & (4t
5 MEI025) .IL-23 ELISA i %l & (41t 5 :MEI036) .
11-36 ELISA i & (Jit 5 : MEI048) #4{kH FCCL20
ELISA 57 & (it 5 :MEI055) . #4fk [HF CCR6 ELISA
WA & (5 MEL045) ¥ i 11 1 45 A W B 3

A PR m
1.3 ik

1.3.1 434 Ksis #% 50 H SPF 9% C57BL/6 /) [
iz PR T k43 2 B AL 3% 43 B2 AR AL (N 4L A
HULH (M 21) M0 I RE 4 (L 21 L A AT R 50 =
H(BLA) A~ B Al 4 (BH 41), B:4110 H
W NPER SR 1S N A B R ROK, A /N
HHAKH 3% DSS ¥k, S 7 d, #3770 RAE M
o 95 1) PR

132 525770 MR 34 50 0 45 80 i R BT
B NEER 9.1 A5 BT U B RGR & , FA)
BAFAEHFEN 0.6 g, 1 K 2~3 KIOR, FHIA
T ML BE (300 mg/kg) | FIAT B AR & (180 mg/ke)
AT A R (250 mgrkg) F 0.3% 3R 3 27
AR MM BERUR B, AR, £ M4 8H e
A AR A /N B T L 0.02 mil/g TREREE 1k, %t
TR T0.9% AN 1 W, HESHEE 7 d,
1.3.3 FEACRESAI FE 12 h 5, M 3%%E
L2240, 4% 8 2 mil/kg (R J0T f A 570 o R s S JRR e
HI T B K SR IV K DN BRAS EL AL ZUH PBS



%5 8

UK AT RO A SRR B RR 4 U5 T 1) IBD AR/ RS PR 2K 19 52 ) 959

W, EBOILTT B 1 em 21408 T 10% 4
IR T A I 20 A VRIS, -80 CIRAT . W

HYUF AR R AP E E 24 h 5T LABK A3 I
HRY) R, AR AR D r Yt )5 T S e T g
METLL4 CREE3 ha, EIREEOHL 4 CHF

B F 3 000 r/min #0515 min, 58 B ML, 40 %8 )5

F-70 CHRAHFH
1.4 UL ?Eﬁ
141 2515 9590 1 3175 X (disease activity index,
DAD P> 45 H3E S BIAR /DN BUAR BT & 153/ BUA

%"FF“%#%%MK /5 WA B ) x100%

U5 218 (PR I 288 R Il 19 0 O R AT AH I
4o DAL VES bR BLARGNR . (1) IR B PE4) B 1k
s, 0 4 5 R ER 19%~5% ,1 43 ; W 5%~10% ,2
a5 W 10%~15% ,3 43 5 W% KT 15% ,4 53079,
(2)ZEAEVARPESY  IEH,0 40 s F0E ERIREE 1 457
RE:BRARAE AT I G 2 45 B RAE AT
B3 o0 s WRAE 4 4 (3) %8 Fei 37 43 - B, 0
Ay 55 BAPE 1 4y s BAE 2 2 s s PEME L3 45 R ER I
i 4 4%,

DAT 43 = (4 57 5 3 53 + 25 VORI 43 + 28 48

Bl BF 43 )/3
142 HBWIMAL 2 U LR AR -Dr 2
et J5 T WA T WSS B AU P HIAR ME AN R .
(D) RAEFERE T B8 rp (5 (2) 078 B BE . 0k
An RS BT R GERE; (3) B IR E I . O
R BEIE 173 BRI JEIE 2/3 BN SERBEIRA b 58
B (4) A8 B 1%~25% ,2690~50% ,51%~15%
76%~100% ,
1.4.3  ELISA 4600 ifi 3% ' 1L-6 \1L-10 . IL-23 \IL-
36.CCL20,CCR6 M4 ik Jo J5 B 45 20 1 i A A<
100 pl,50 wL BRI A ELISA 96 fLAk, SR )5

WU R BEE Y 10~15 min, IIAZ 13, 76450 nm
P T B2 ODAA A0 8 A o il 2 1153 4% 48 A 114 512
BReik i,
1.5 Silshik

W] SPSS 22.0 A xd Bdls i A1 ge it o dr . 3t
TR “xas " RIR , Z A1) HLBCR H BRI O 2243
1, JE— 2L P HL 4 R B LSD—t ¥ 56, P<0.05 Ry 2%
SAEGIFE X,

2 /R

2.1 AU/NEURET & TR FEE o) K DAL 43
(R4

LIRS N 4/ B PR BT, R
ik M 4l 24/ RIR RS N 2 H T b A
2 KRB HE T, LAE 4 RIFWR IR R 8% T,
T T RIEREE, 5SNALEERE B ERII¥E
SL(P<0.01), o M AR it £ T B o W 5, b2l
éﬂ% 4 K5 M R TR T R 2 R A Gt

B (P<0.05); L4155 6 K5 M 41 A iAo & T [
%uﬂzéﬁ,ﬁﬁﬁéﬁﬁ%awp&w JHEE 7 K5 M
Y1 L #5225 TG T2 B L (P>0.05) 5 v 24 21 44 T
TR LS (R4S 2 YA H) 25 R RS
X (P>0.05), L2 1, M 4L/NRAE 3% DSS i1 5
552 KA FEME TR, AT I, B B 28 5
R DN A 0 S ARG KA BL 4L/ BUAS
3 RHEH FIRAE AT 1A B 5568 5 KA 40/ R
68 252 555 BF 1 5 LA 4% FH 24 4 /N BR300 e B9 4 |
i A MR R R i PP o 25 R W2 2 M A 5 45 2
4P 3 KM S N RER A
FZO AT L(P<0.01), L 4155 4 KITh 2 vtk ok
M5 N AR LG8 L (P>0.05);BH 41
T 6 RIFIGIA W Arfs 5 N 4 i 22 7 4012

TLA37 CHEME 1 h, 780 Vet s A B A, B (P>0.05), #2594 RE 0 0 1BD /N R IE
1 BANREKRETERITENER (325.%)

251 n Dayl Day?2 Day3 Day4 Day5 Day6 Day7
N 41 10 0.00+£0.00 0.00+0.00 0.00+£0.00 0.00+0.00 0.00+£0.00 0.00+0.00 0.00+0.00
M 4 8 0.00+0.00 1.43+0.79*% 1.86+0.69* 2.14+0.69% 3.14+0.90% 3.57+0.79* 3.43+0.97%
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