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Abstract: [ Objective] To explore the effects of Lactobacillus gasseri TFO8—1 on ulcerative colitis (UC) mice induced
by Dextran Sulfate Sodium Salt (DSS) and the related mechanisms. [ Methods] Twenty—four 8—week—old C57BL/6N mice
were randomly and equally divided into Control group, DSS group, 5—~ASA+DSS group, and TFO8-1+DSS group. UC mod-
el was established by feeding with 30 g/L. dextran sodium sulfate drinking water for 7 days. During this period, 5—-ASA was
given to 5— ASA+DSS group and TF08-1 was given to TFO8—1+DSS group. The weight change and the disease activity in-
dex (DAI) score were recorded every day. The mice were sacrificed after 7 days of administration, and the colon length
was measured. HE staining was used to evaluate histopathology, Enzyme-linked immunosorbent assay (ELISA) to detect
intestinal tissue IL-10 and TNF-a level, Western blot to detect Bel-2 expression, and TUNEL staining to detect cell
apoptosis. [ Results] No death was observed in all of the mice. Compared with DSS group, the DAI score of the TF08—1+

DSS group was lower, and the extent of colon shortening was lighter. HE staining showed that the colonic tissue damage of
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TFO08-1+DSS group was reduced. The levels of IL-10 and TNF-« in the colonic tissue decreased in TFO8—1+DSS group,

while Bel-2 protein expression increased. TUNEL staining showed a significant decrease in mucosal apoptotic cells [ patho-
logical score: 7.17 vs. 2.83; TNF—a: (691.02 vs. 438.46) pg/mL; 1L-10: (277.33 vs. 156.21) pg/mL; P< 0.05]. There
was no significant difference between 5—ASA+DSS group and TF08-1+DSS group in pathological damage, IL-10, TNF-a

levels, and Bel-2 protein expression (P>0.05).[ Conclusion] Lactobacillus gasseri TFO8—1 alleviates DSS—induced ulcer-

ative colitis in mice and reduces inflammation, which may play a role by inhibiting intestinal mucosal apoptosis.
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A: The change of body weight percent during day 0 to day 7; B:
The disease activity index score of mice; C: The colons of mice in each
group, n=6, F=10.98, P=0.000 2, 1) P<0.05, 3) P<0.001 between
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Fig. 1 TF08-1 alleviates dextran sodium sulfate (DSS)—

induced colitis
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2

NREFARRELERSH

Fig.2 Histopathological changes of colons in each group

nett ¢ A5 5 A0 AT, 45 FE R - RN REA L g, B
il A TNF-a KW W T8, 25 5% A Geit 2
= X[ (315.07+218.42) pg/mL vs. (691.02+239.81)
pg/ml, P<0.05] , 3¢ Vb $i7 Z& 21 FIBL R 41 b 5%,
TNF-a K FREREM, ZRAFITFEX
[(411.19281.33) pg/mL vs. (691.02+239.81) pg/mL,
P<0.05], /i FQFLAT 147 4 A AL 20 L 45, TNF-o0 7K
R REAR, 25 S B gt e 2 [ (438.46
117.20) pg/mL wvs. (691.02+239.81) pg/mL, P<
0.05]. MNIRFLFTF A MLV HIZEH TNF-a %
WL, R TG 5 [ (438.46+117.20) pg/mL vs.

400 + )
1)

~ 300+ ~
= —
E €
2 2
< 200 e
2 g

1 =
—
= 100 =

0 A
Control DSS 5-ASA+DSS TF08-1+DSS

(411.19+81.33) pg/mL., P=0.65;E3B].
24 MERAFFLAATHXZANRIE
Western blot 25 H 22 PR 2R 7 22 00 o < %%
4 ] 22 5% B e it 24 3 X (F=10.05, P=0.004 3) .
ZH [a] PR PR EE 38 R B Dunnett ¢ 86 56 2387, 45 - Bow
FVPPIZ A Bel-2 Rk i Tt SR L2
BG4 5 L (P<0.05;184) . IKFLAFHZH Bel-
2FIR T, SR LR 2 R A SR (P
<0.05;F4). InRFLFF AR R E A%
ik ARG L (P>0.05) .

1)

10004 1
8004
600
400+
200+
- B
Control DSS 5-ASA+DSS TF08-1+DSS

A. the level of IL-10 in colons in each group, n=6, F=5.53, P=0.017, 1)P < 0.05 between two groups by Dunnett’s test after ANOVA. B. the level

of TNF-a in colons in each group, n=6, F=5.32, P=0.019, 1) P < 0.05 between two groups by Dunnett’s  test after ANOVA.
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Fig.3 Expression levels of cytokines IL-10 and TNF—-« in intestinal tissues of mice
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Fig. 5 TUNEL staining of mouse intestinal tissue
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