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Abstract

AIM: To determine the effect of administration
of Lactobacillus plantarum (LP) on established
colitis in mice and to explore possible mecha-
nisms involved.

METHODS: A model of colitis was induced by
intracolonic injection of 2,4,6-trinitrobenzene
sulfonic acid sodium salt (TNBS) in adult Balb/c
mice. The mice were then treated with LP (10°
CFU) or vehicle for three weeks. After treat-
ment, all mice were killed and colonic damage
was evaluated both histologically and biochemi-

RESULTS: LP therapy resulted in amelioration
of colitis induced with TNBS in mice when com-
pared with control mice without undergoing LP
treatment. This anti-inflammatory effect of LP
was evidenced by a significant reduction of mac-
roscopic and microscopic colonic damage scores
(1.11 £ 0. 61 vs 4.62 = 0. 40, P < 0.05; 1.48 £ 0.40
vs 5.39 + 1.12, P < 0.05). Moreover, a reduction
of neutrophil infiltrate in LP-treated mice was
confirmed biochemically by a significant reduc-
tion of the activity of colonic MPO (25.14 U/g
+522U/guvs 9.3 U/g+770U/g, P <0.05), a
marker of neutrophil infiltration, in comparison
with non-treated colitic mice. In addition, treat-
ment with LP resulted in a lower colonic content
of LTB4 and in a significant reduction of proin-
flammatory factors, such as TNF-o and IFN-y,
when compared with control mice (3.13 ng/g *
0.10ng/gvs 8.43ng/g+0.49ng/g, P <0.05; 205
ng/g+68ng/gvs375ng/g£79ng/g, P <0.05
446 ng/g + 116 ng/g vs 603 ng/g + 109 ng/g, P
<0.05).

CONCLUSION: Administration of LP is effec-
tive in accelerating the recovery of experimental
colitis in mice possibly by reducing leukocyte
accumulation and proinflammatory cytokine ex-
pression.

Key Words: 2,4,6-trinitrobenzene sulfonic acid sodi-
um; Lactobacillus plantarum; Colitis; Inflammatory
bowel disease; Proinflammatory cytokines

Ye SQ, Zhao ZH, Xia Y, Chen HQ. Administration of Lac-

tobacillus plantarum reduces TNBS-induced colitis in mice.
Shijie Huaren Xiaohua Zazhi 2011; 19(8): 794-799

5%
BHY: 745 2 A A ST A (LP) AT Z A AR

www.wjgnet.com



TS, 5. BT EN24,6-=REFERASHY ) S SR ESTER

795

AR (TNBS)A 5/ R iE Xz Hi4 6978 77 1F
A, R I T Rk e A R AU

Fik: ¥R 2 Balb/ed RMALL R34 E
% AR 4(Control2l), TNBSH# Wik 3/ R4
M % 28 (TNBSZR)#2LP-FFAZA(TNBS+LP41).
TNBS# 5 XA # 5 )5, 4 FTNBS+LP
AN RERLP 3 wk, AAHAEE = a8
PBSiZ. s kG AT R R—E L. 4k
PRAT A B AL LR 5 Bids BEATIRAE, FFAT &4 R
iR R A BE(MPO)E . LTB44
B AN K 2 f B F TNF-of [ FN-y#) & ik #E 4T
&

ZEHR: 5TNBS#H 4 TNBSZ 488, LP#H 2
W% T TNBSH 569/ R&m £ m, RIALA%
FREHNIEH T (337 £ 0.36 vs 0.971+0.47,
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1.2.1 LPH# #& Beh): LPB# HIRingerZZ i Fe
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WHUAS X 10" CFU/g. ¥ i% B8 & T MRS
BiFREE37 CIRARTFE12 h, 5 000 r/minBii5
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256524 hJiT, FSURT G e i 56 R, 5l &
BASG)BEANALTTNZ16 cm, BRI/ R 2 i
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T TNBSEE fizg 48 #78.

1.2.3 83kt R BNLEC R K24 18
& Balb/c/NERFEHLS> 8341: Controldi(n = 8),
TNBSZL(TNBS, n = 8), T4l (TNBS+LP, n =
8). TNBS 5174 Ji, TNBSZL/ fil 45 H ¥ R
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x| KEETD (5 LRAFT (D) MPO3;EIHE(U/g) LTB4=E(ng/g)
ControlZH 0.22 +£0.09 0.16 £0.08 16.60 +2.28 1.91+0.57
TNBSZH 4.62 +0.40° 539+1.12° 90.30 +7.70° 8.43 +0.49°
TNBS+LPZE 1.11+£0.61* 1.48 +0.40™ 25.14 £5.22° 3.13+0.10*

°P<0.05 vis ControlZH; °P<0.05 vs TNBSZE.
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WA VI EAT I A, R8s A ug/g.

SitF A WS FHSPSS16.040 1 it
AT 40T, S EHE Limean = SDFR R, 5K
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