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Protective effects of cinnamaldehyde on DSS induced UC mice
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Abstract ; To explore the protective effects and its mechanism of cinnamaldehyde ( CA) on ulcerative colitis (UC) mice. Sul-
fasalazine (300 mg/kg) was used as the positive control ,and CA was administered to the UC mice which was induced by 3%
dextran sodium sulfate (DSS) at 150,250,500 mg/kg doses. Observe the changes in the state of the mice before and after the
administration and perform the DAI score, and the morphological changes of mice colon were observed by HE staining and
pathological evaluation was performed ; ELISA kit and Western blot technology were used to detect the changes of inflammatory
factors in the serum of mice and the expression of inflammation-related proteins in the colonic epithelium of mice. The results
showed that CA could protect the colonic tissue morphological integrity and improve colonic mucosal injury in UC mice within
the experimental dose range ; Increase the levels of 1L4,1L-10,reduce the levels of 1L-6,1L-8 and TNF-« in serum ;up-regu-
late the expression of NF-kB in the cytoplasm,and inhibit the level of phosphorylated STAT3. In summary,CA has a protec-
tive effect on UC mice,which could reduce the degree of colon injury and inhibit inflammation. The more in-depth mechanism
need to be further study.
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Table 1  DAI rating scale
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Note ; Normal stool ; Shaped stool ; Loose stool ; Mushy or semi-shaped stool that does not adhere to the anal opening;Dilute stool ; Watery stool that can ad-

here to the anus.
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Table 2 HAI pathological change score criteria of colonic tissues of rats
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Fig. 1 DAI of mice
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BELH ; CA-L: CA {54 (150 mg/kg) ; CA-M . CA P37 & 41 (250
mg/kg) ; CA-H; CA &5 %) & 21 (500 mg/kg) ; T [A, Note; CON;
Control group; COLITIS; Model group; POSITIVE CON ; Sulfasalazine
group ; CA-L; CA low-dose group (150 mg/kg) ; CA-M; CA middle-
dose group (250 mg/kg) ;CA-H:CA high-dose group (500 mg/kg) ;

the same below.
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Fig. 2 Changes in the levels of inflammatory cytokines
5 UC BERIZHILER, * * P <0.01,” P <0.05; 525 (4R L%, ¥ P <0.01,%P <0.05, Note;Compared with the model group, * * P <0.01,
*P <0.05. Compared with the control group,*P <0.01,*P <0.05.

Lo 25 HABET A WAL R R IR |
WUZ A A s AR, BRAHES 4 5, o
SEA IR (18 3A) 5 A5 R 20 4551w UL g b i 2H 21
2R (FRAEHET S ) IR A2 AN R A BE AR (3
), Bess MR AR I B s (k) A K

RAEN T (2018, ERE P AEFNER KB T =
(4 3B) ,HAL PEor AR i T2 A, W] UC BT
V5 (] 3G) 5 BH A X 20 A0 2800t i bt e v 7
Jo S IAAS R AR X 58 B, A O ARIR 20 i AR e
BB ZATIAT D B JAE AL (1] 3C) , HAT 353



Vol. 32

SRR R L BEXT DSS W5 F BB E P45 I 28/ BRIV TTE S 5

AR, R BIRE I BE 300 mg/kg WL DSS i
SIS A S AEAR , 55 AE 4N IR e X 45 i 2 2 1) 48
P84 58 4 B s YR B2 2y 150,250,500 mg/kg
(4 CA IARTT , 1T WA I N A5 58 3, B HE A
TR, PRBR 40 M 35 7 R T L, RS A 20 f R0 4 LR

B

Histopathological score

i, KA A AR BB S (] 3D 3E 3F) o HAI
PRI BRI 2 I 25 ARG, v v T2 4 L B P 25 197 2%
AP (FE36) , %W CA Al UC Z5i R (HEA
AESE 4% 1M BR 28 4E I 7~ X 25 i 2L i 1 (P <
0.01),

3 MNREELR HE L EE( x400,#Y]) REFARREY F HALES
Fig.3 HE staining of mouse colon tissue( x400,crosscutting) and HAI in pathological sections of the colon
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i3  BRATIR ; (A Sk < BB MR AT s 20 A IN 73 5 UC BOBIZE AR, * ¥ P <0.01, " P <0.05; 575 41 4, ¥ P <0.01,7P <
0.05, Note: A Control group;B:Model group;C:Sulfasalazine group;D:CA-L;E:CA-M;F:CA-H;G:HAI score;Black arrow:Intestinal mucosal tis-

sue; Yellow arrow: Gland destruction ; White arrow ; Crypt and goblet cells; Red circle ; Inflammatory factor; Compared with the model group, * * P <
0.01, * P <0.05;Compared with the control group,* P <0.01,*P <0.05.
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Fig. 4 Protein expression of NF-xB/p65 and IxBa in mice colon (in cytoplasm)
.5 UC B, " *P<0.01, " P<0.05, Note:Compared with the model group, * * P <0.01, * P <0.05.
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.5 UC B R, * * P <0.01, " P<0.05, Note:Compared with the model group, * * P <0.01, * P <0.05.
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