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Bmi-1 protects mice from atrophic gastritis by down-regulating NF-kB signaling pathway
Xia Xin, Jin Jianliang, Zuo Guoping, Ren Zijian"
Department of Human Anatomy ,NMU , Nanjing 211166, China

[Abstract] Objective: To investigate the role of Bmi-1 in preventing atrophic gastritis in mice. Methods: The phenotype of stomach
was compared between wild-type and Bmi-1 gene knock-out mice at 7 weeks of ages by histology, immunohistochemistry and Western-
blot. Results: Bmi-1 gene knock-out mice displayed thin gastric wall, inflammatory infiltration in gastric mucosa and atrophy of gastric
gland. The expression of interleukin-6(IL-6) , tumor necrosis factor «(TNF-a) and nuclear factor-«kB-p65(NF-kB-p65) is up-regulated
in Bmi-1 knock-out mice. Conclusion: Bmi-1 could protect mice from atrophic gastritis by down-regulating NF-kB signaling pathway.
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Figure 1 Identification of genotype of mice
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Figure 2 The difference between WT mice and BKO mice

in phenotype of stomach and gastric mucosa
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Figure 3 Bmi-1 deficiency lead to inflammatory infiltration in gastric mucosa and atrophy of gastric gland



5538 245 9 1t B Wi AN 45 Bmi-1 IS NF-«B A5 S-3# BRBTIE /N ZE i 4 ).
201849 B ERR R AR (H ARBI2=AR) , 2018,38(9) : 1208-1211 <1211+
A WT4l  BKO4l FEPR R S R AITSY , WA HAE CAG & HL ] H Y
1L-6 — 24 kDa YERT, AT Ml IR CAG (B A3 Ak FEL B
TNF-a —_ —— 35 LkDa [72‘%3‘[@(]
NF-kB-p65 - . —65kDa

B-actin “—— — 7 |

B s,
mVT4

i * [CIBKO 2
~ *
£ 10+
&
=
=
£ 51 :
|

0-

IL-6 TNF-a NF-kB-p65

5 WTHAE, P <0.05,
B4 IL-6.TNF-a NF-kB-p65E B 72 & 2 F0 Bmi-1 & [F
BBR 4 A F/ANR AR RIZ
Figure 4 The expression of IL-6, TNF-a, NF-kB-p65
protein in wild type mice and Bmi-1 knock

out mice
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