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Abstract

AIM: To determine the protective effect of probi-
otics on aspirin-induced gastric mucosal lesions
in rats.

METHODS: Forty healthy male SD rats were
randomly and equally divided into four groups:
normal group, injury group, and two probiotics
groups (bifico group and bioflor group). Gastric
mucosal lesions were induced by gastric gavage
of aspirin (150 mg/kg). Rats of probiotics groups
were pretreated with probiotics before induction
of gastric mucosal lesions. Gastric histological
changes were evaluated under a microscope.
Immunohistochemistry and Western blot were

used to detect the distribution and expression of
gastric epithelial tight junction protein occludin.
The expression of phosphorylated-p38 (p-p38)
was determined by Western blot.

RESULTS: Compared to the injury group, le-
sion indices were significantly decreased in the
probiotics groups (18.4 £ 3.69, 17.1 + 3.84 vs 25.8
1 4.94, both P < 0.05). The expression level of
occludin in the injury group was decreased sig-
nificantly compared to the normal group (P <
0.05). However, the expression levels of occludin
in the two probiotics groups were significantly
higher than that in the injury group (both P <
0.05). Phosphorylation of p38 was more obvious
in the injury group than in the normal group (P
< 0.05). Pretreatment with probiotics significant-
ly inhibited the phosphorylation of p38 (P < 0.05).

CONCLUSION: Probiotics have a protective ef-
fect on aspirin-induced gastric mucosal lesions
in rats probably by increasing the expression of
tight junction protein occludin via the p38 sig-
naling pathway.

Key Words: Probiotics; Aspirin; Gastric mucosal le-
sions; Occludin; MAPK
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1.2 7
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B A — R AR
IR,
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EANZ, ffiHImage J 1.44p 8 fF AT Ab BE. %
2 B A R IBIK P34 LS B K BE B/ B-actin K FE A
(P LB R IR,

et AL R HISPSSVIT.08 A HE T Ab
PR, S B F mean + SDF R, £ 41 0] E#
K HOne-way ANOVAZ T, P20 ] LL AR FH ek
K, P<0.05 0 Z A G E R X

2 BR

2.1 R KR FALE KK FomBE T LR
HELK AT R 00, L B 202U AR 9 B
YU M EE, IR 20K R S E B AR B0, 1
A28 5] ) DT AREE B 1K B T R0 U ¢ 21 A
[ PR 1 Sk S R AR, UG AR R ). H
2P S 80 B 7 i A i A R, AT DL 2 A AR
DR H I R JBE R TR Bl B S BE LH AL T 4L 45405
TS8R4 1 T AR e i A A s e, R S
FEFR LA, AT WA E/N Btk B sk ot &%
PN A=E AR U3 WL SN 2 APR
L SE Rk RO, o] WK RN B AL, FLER
NFIBER 2, WAL RIREIR, 0T DL 2 1 40 iR
T BE AR ARG L R B i gl s, HAE
R 2 v WS 40/ AR IR IO kL, & )2 4 i)
HEDFEAHE ST, A LB 52 119 2 1 40 ).

2.2 F4a2%0ccludin® & %R AL F & Oc-
cludinfs FEL /A0 T 5 &6 WL R 40 ) i
%, F B AL TG0 MR 0 5. ) 2 5 S
KIEHH90%(9/10); #4408 1 o3 A ANy, B

C: BEHER; D {2
GEER

xR 1 BERESHEROEBHT (=10

4R HARISEL
WiRA 0

ey 25.8+4.94
ISAERA 18.4+3.69°
12548 17.1+£3.84°

*P<0.01 vs HHE; P<0.01 vs RIHA.

xR 2 RBALSFBEHEABROccludinEBBRIXKFE

(7 =10)

- PRIERDR

- + + + + + +
NORAE 0 1 0 9
A 1 6 2 1
IBIERA 0 2 4 4
12548 0 2 3 5

55, wR PPk R0 WAL T AL, R
10%(1/10); 1% 35 FREZL RN 375 2H 5 BH 1 2% 0k R 4%
05 LI N, 5399 40%(4/10)F150%(5/10)
(K1, #2).

2.3 Western blot4: & 447 LAB-actinj A2, Oc-
cludin® (14571 tHILAE6S kDa, p-p388% 145 th
ITE38 kDa, W &4 AT KB At K : Oc-
cludin®E [\ Western blotks il 45 5 5 H s 41 27
b2 g S — 5, 0 IR R R IA RO B 4L 0 2
N FEP<0.05), T P9 AL A AR e AL ER AR R S ) R
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*x 3 SBAKEBHEDOCUdin/p-actinFlp-p38/p-actinFEIIRER WA # 3 =
BaTEAXTA
A F LB AR
XHFRLA IR SEIERAE 125548 47 69 48 K AR I8 42
. ; ; . D S & BT
Occludin 1.16 £0.22 0.19+0.05 0.66+0.13 0.71+0.12 FIATIER,
p-p38 0.16 +0.04 1.51+0.33° 0.79 +0.22° 0.64+0.13° x H 7T A AL

?P<0.05 vs WIBZH; °P<0.05 vs WIRZH: °P<0.05 vs WIRZA.

Occludin

p-p38

S — o ctin

2 Western blottilIZ4ABE5EPOccludinRlp-p38EH
BYZRIK. 1: WTHEZH; 20 B34 3: BEHEREA; 4: {QIE4H.

ZH AR HL A58 0(P<0.05); p-p38HE I 7E N R4 55 %
5, AR U405 2 W 26 TR B N (P<0.05), Pi4L e
AL TR A I R T L A 3T R (P<0.05, 112,
#£3).

3 e
T M3 R e AL AR B R A DRRE L G
P2 BB A A ) B e b AL A AR BT N IR AR
BRGTEN T B Wi 5 — 8 AR e A9 e
B, R 0% 45 T A4 38 25 PR IR 2% 1 S0 B )
SERE, (A HLA S F 4 5 16 e PR VR, X
3 W T R0 6 o s Ty R A AR A
NI T R M NSRBI 5)), ASH)
TR ZE AW B e i, AT 3050 i 1R 1) TR
FEREOE T B I, X 4EFEE A 27l
LR AR AR S AT 5 AR R D RS R
R WG AT AN, FLIRAT IR0 sy 2 —; 1
AT W) 3 AAR o7 DG I B B0 32 B0 35 T ST AE
FUCUESE, FLERAT B A RE RN BN 1)
R, YEFEE WIMAE P R R AR
S va i BupNGiili={ DI |1 N CN TS E = -
07 ALY, 430l DAES HE BE AL TE 0K REAT
BT HTPIAR B, &5 5 I 28 1o 1 S B BRACTE I
A PR R B 5 R0 A 0 e R A 0 7 A ) Sl k.
FEAbAIE T SR A 7] PR BT, ARE 5K 28 A B
Xt AT R AU, A Lam & 2
FURIN, i AE R BRI 1Y 5 A0 B ) 5 A6 5 e
(transmucosal resistance, TMR), Bl 252 @ A H
PR i RGNS B 1 B B D e R 4R H.
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