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Abstract: [ Objective] This study aimed to investigate the effects
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of Yam Polysaccharide ( YP) on ulcerative colitis (UC) mice.

BEEWMB : zFMAH RBE (4i'%5.2022020407); ] RE TLAE
AT R 2 H (45 . B2023233) ) KA FHLTH A
(%5 : KTP20200175)

ML B T RAR R EAE W LR A

Wi Mg (1979—), B, ) R 25 Bb K24 EIAF 5% 61, 1+
chp2023@126.com

2024-03-24 B [E HH#:2024-05-31

1E& &
BIEEE:
E-mail:

Wi B

[Methods ] The study included a blank group, YP group, DSS
group, and DSS+ YP group. The UC model was established by
administering DSS water solution, and the treatment group
received oral administration of YP for 7 days. Measurement of
body weight, DAI score, inflammatory factors in the colon,
NLRP3 inflammasome, and HE staining were conducted to
evaluate the effects. RAW 264.7 macrophages were treated with
1 pg/mL lipopolysaccharide (LPS) for 24 h to establish the cell
inflammation model in vitro. A certain concentration of YP
solution was added to the culture medium and incubated with LPS
for 24 h. The contents of IL-18, IL-6 and TNF-« in the cell
enzyme-linked

NLRP3

culture supernatance were detected by

immunosorbent assay. The expression level of

inflammator-related protein was analyzed by Western blotting.
[Results ] Compared to the blank group, the DSS group showed
weight loss, extensive ulceration in staining, increased DAI
and elevated levels of inflammatory factors. Compared to

the DSS + YP group

score,

the DSS group, showed significant
improvement in intestinal damage. and the expression of IL-1f3,
IL-6, TNF-a, and activation of NLRP3 inflammasome signaling
were significantly inhibited in intestinal tissues. In the cell
inflammation model, YP pretreatment significantly suppressed
the secretion of 1L-18, 1L-6, TNF-« induced by LPS, as well as
the expression of NLRP3 protein. [ Conclusion] YP can improve
DSS-induced UC in mice by inhibiting the activation of NLRP3
inflammasome.
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Figure 1 Detection data chart for UC mice

£ 1 YP3f UC /R IL-18.1L-6 #1 TNF-« k=AM
Table 1 The effects of YP on IL.-18, 11.-6 and TNF-e¢ in UC mice (n=6)

219 MEFERF R /d - 1L-18/(pg » mg™ 1) IL-6/(pg » mg~ 1) TNF-a/(pg * mg~ 1)
=Kl 7 26.41+5.24 32.48+8.25 34.58+12.11
YP 4 7 28.51+3.64 38.32+10.15 33.41+2.89
DSS 2 7 228.164+32.66% % 167.80+23.48% 7 178.52+8.26% %
DSS+YP 4 7 133.76+21.35** 92.16+£14.16 " * 124,73 +£12.42" %

TS HALE, £ £ 8 P<0.01;5 DSS 4L, « x S P<C0.01,

=M YP4L DRRYE DSS+YP4L
B2 YPxUChRLMABEESHER
Figure 2 The effect of YP on the colonic pathological morphology of UC mice (HE, 100X)
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Figure 3 The effect of YP on the NLRP3 inflammasome in the colon of UC mice (n=6)
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Table 2 YP reduces the levels of 11-13, 1L.-6

, and TNF-a in RAW 264.7 cells (n=3)

2150 fEABIE /R 1L-18/ (pg* mg™ ') 1L-6/(pg » mg™ ") TNF-a/(pg * mg~ ")
EAA 24 141.12£12.52 178.25410.31 132.34£19.37
YP 4 24 143.224£10.32 168.13+£8.61 134.14£15.27
LPS 21 24 1523.23+£139.81%7 1 637.354180.28% % 1243.47+115.45% 7
LPS+YP 41 24 615.24485.72" * 753.214+67.83" " 621.514+66.28" *
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