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ABSTRACT: Objective To establish a long-term benzo(a)pyrene (BaP)-induced gastritis model in Mongolian

gerbils and investigate the effects of Ligilactobacillus salivarius Li01 on this model. Methods A total of 45 SPF
healthy Mongolian gerbils were initially divided into 2 groups: The normal control group (NC, n=18), and the model
group (BaP, n=27). After 32 weeks of BaP gavage to induce gastritis, 9 gerbils were randomly selected from the
model group to form a third group (BaP-Li0l group), which was orally administered Li01 for 4 weeks. During the
experiment, growth indicators such as fur condition and body weight of Mongolian gerbils in different groups were
recorded. In the 40™ week, the peripheral blood comet assay, flow cytometry analysis, and histopathological
examination were conducted to investigate the effects of BaP and Li0l on Mongolian gerbils. Results After BaP
gavage, gerbils in the BaP group exhibited disheveled and dull fur with signs of piloerection and hair loss, whereas
gerbils in the normal control group had dense and smooth fur. Compared to the model group, the BaP-Li01 group
treated with Ligilactobacillus salivarius 1Li01 showed an improvement in the fur condition, approaching that of the
normal control group. The weight gain of gerbils in the BaP group was significantly reduced compared to the normal
control group, with even a slight weight loss after 16 weeks. After treatment with Ligilactobacillus salivarius Li01,
the body weight of Mongolian gerbils in the BaP-Li01 group gradually recovered. Comet assay and flow cytometry
apoptosis detection revealed that BaP gavage caused DNA damage in Mongolian gerbil cells, which was ameliorated
and repaired following Ligilactobacillus salivarius Li01 intervention. Histopathological examination results indicated
that BaP could induce chronic gastritis in Mongolian gerbils, while intervention with Li0l contributed to the
improvement and repair of gastritis. Conclusion BaP gavage can successfully establish a gastritis model in
Mongolian gerbils, while Ligilactobacillus salivarius 1i01 demonstrates a protective and reparative effect on
BaP-induced damage to a certain extent. This study provides a new perspective for the application of
Ligilactobacillus salivarius Li01 in improving and repairing gastritis.

KEY WORDS: benzo(a)pyrene; Mongolian gerbils; gastritis model; Ligilactobacillus salivarius Li01
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MR F BRI, hETH, 2T AR, HACRA
o EHR, BB —MEINGT T A EEnE
RUEW] 2s R R R AR, B T G H 2,
I HAT B TS T 25 A TR M HLA A
T, B IS AT RO AE Rt R R — 2R3 B RUE
YU, RHHA YR . Bl SR . R
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23 #)); Annexin V-FITC 408 T- AR & (Rl = K4
YIHARARAFD);, B, K BG4, s gl



76 B dn 2 4 R R I A 4R

FH15E

FRFARAA);, ZHERGHal, E2iERbRmE
FRAFD.
1.2 UFE5E%

BSA223S H T RF[EH 0.1 mg, FELHIWRIEIUA
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Bl 1 NC4l(A). BaP A4 (B)H BaP-Li01 41(C)K NIl —fK
HEAPRZERS HE
Fig.l1 Comparison of general survival status of Mongolian gerbils

in the NC group (A), BaP model group (B), and BaP- Li01group (C)

F1 FHKUPR—MRIFERN=9)
Table 1 Comparison of general survival status of Mongolian
gerbilsin each group (n=9)
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B I B TS RER AT OG . FESR 16 AR, BaP 41KV R
A S R 8 S R Y A, I S KRV B T R IS,
I BRD) R (R RGN 45 SR IE 52 T 3X —HEM . BaP-Li01 470
WELAFA Lol THUS, 5 BaP 41AHHL, AT 52 B0/ )N i 2
K, X145 SHI Z i\ 45 R —5, MERFLFFE Liol HA
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Bl 3 AR MR I ik B 20 i e o8 O BB s
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RIEREHLEN, XF 4552 B0 242y 100 A4, 4
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i)/
P2 KN R B3 (n=9)
Fig.2 Weight trends of Mongolian gerbils in each group (n=9)

NC4L BaP# BaP-Li014H

K3 ORI 5 2 A4 DN AR 7317 L (200 %, #=9)
Fig.3 DNA damage of the peripheral lymphocytes among three
groups (200%, n=9)
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Z531:(P<0.01), BaP HE R T DNA & & 20%, 4k
F RS, BaP-Li0l HE 2 EH DNA SR KT 5%/hF
20%, AbTAREEH G . B RS AEE R PR, BaP REEHCINK
v BR AN M itk L 4 DNA #5455, iR ZLFF I8 Liol A&
PR BESE T BaP X4 DNA MBI . X5
POOL-ZOBEL o4 R —3, AR A FUATH T LA
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Table 2 DNA damage of the Mongolian gerbil cells in each group(n=9)
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BaP-Li0l 242143 .87° 2.93+0.49" 17.40+3.49° (I BE 461455 )

W AR RN AR 5 2257, P<0.01,
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Fig.4 Results of cell apoptosis in each group using flow cytometry
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