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[ E] B335 W Faecalibacterium prausnitzii(F. prausnitzii) 515 56 R BIR SRE TE IR Y7 SUAEHPLTH] . ik
#4550 H Sprague-Dawley K EFEHLA K 5 4 IEH H BRI | Fprausnitzii 21 3550 R4 F.prausnitzii BEATR 76 R, AT ZH
VEE 1R (IEW AR L T A= BRER K, HiAY 3 SHAA THIRIBY Foprausnitzii A58 RACER) . KA 2,4, 6- =HlFEARMERL (2,4, 6—
trinitrobenzene sulfonic acid, TNBS ) (80 mg/kg TNBS k& SFAAFATC K £ 15 ) HE gy S il th 25 i SRR IR TY , 3 d Ji5 A2 EALAE , W4
ZEIAREOL, ATA5 ALY E Sy  ELISA SR E S AIRBUNIE /R (interleukin, IL)-10 IL-12, FEEIRSER F (tumor
necrosis factor, INF)—o , T2 (interferon, IFN )~y /K, 315 IL-10/1L-12 FUAR ; fryZe 20 ARSI LIS TL-10 M TNF-o [U55I5, &R .
F.prausnitzii BEAT 58 R ST AR LY | 25 i 2l 2335 03 0 I 238 | AH U B4 1143 B 3B BRAIR (P < 0.05) , 113K 1L-10 1L-10/11-12
FAR 5 3% TH (P34 < 0.05), IfiL 3% 1L-12 TFN-y 3% FFE (P < 0.05,P < 0.001), Ifi 2% TNF-o #2257 R4 5 X, I R
IL-10 A BTHR (P < 0.01) , IHZEIE TNF-o 3500 B AR (P < 0.05), 5 F.prausnitzii 24 IR RAM , F.prausnitzit AT
T R K U2 2 S U B P4 PR  TL-10/10-12 FOAH S 3 TL-10 A B TL-10 5k T, 3K 1L-12 IFN-y TNF-o J B %6
JIE TNF-o 635 TR (22 R IRG2EE X, 858 3541 Fprausnitzii B T 24575 FER 32515 R K BB RGBS 4 7E T, 7T
B IETE AR I A TL-10 2330 AT ZNE I TL-12 TNF-0 IFN-y 7242 BRI TNF-a 2R S ps i1 MLl A 56
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The preventive effect of Faecalibacterium prausnitzii combined with Kuikeling on colitis of rats
Wu Panfeng',Li Lin?, Yu Chenggong'-**
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[Abstract] Objective:To study the effects and the mechanism of Faecalibacterium prausnitzii (Fprausnitzii)combined with Kuikeling
on colitis of rats with inflammatory bowel disease (IBD). Methods:A total of 50 rats was randomly divided into 5 groups,which named
the normal group,the model group,the Kuikeling group,the F.prausniizii group and the F.prausniizii combined Kuikeling group,
respectively. Each group was given medicine by gavage for a week before model establishment (the normal and model group received
saline, the other groups received corresponding F.prausnitzii and Kuikeling). Colitis model was established by 2,4,6—trinitrobenzene
sulfonic acid(TNBS) method (80 mg/kg TNBS combined with equad volume ethanol). All rat were killed after 3 days,and mucosal
lesion area and colon mucosal inflammation were assessed by the colorectal histological damage scores(HDS). Levels of interleukin-
10(IL-10) ,interleukin-12 (IL-12) ,tumor necrosis factor-a (TNF-a)and interferon-y were detected by ELISA in the plasma,and then
we calculated the ratio of IL-10/IL-12. The expressions of IL-10 and TNF-a in the colon mucosal tissues were detected by
immunohistochemical (IHC) method. Results;Compared with the model group,mucosal lesion area and the colon HDS were

significantly decreased(P < 0.05),the levels of IL-12 and IFN-vy in the plasma (P < 0.05,P < 0.001)and the expression of TNF-a in
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the colon mucosal tissues(P < 0.05) were significantly decreased in F.prausniizii combined Kuikeling group,and the level of TNF-a
in the plasma was decreased without statistical significance,the levels of IL-10 in the plasma and the colon mucosal tissues(P < 0.05,
P < 0.01)and the ratio of IL-10/IL-12 (P < 0.05)were significantly increased in the F.prausnitzii combined Kuikeling group. Com-
pared with the Kuikeling group and the F.prausnitzii group,mucosal lesion area and the colon HDS were decreased,the levels of IL-
12,IFN-vy,and TNF-a in the plasma and the expression of TNF-a in the colon mucosal tissues were decreased, the levels of 1L-10 in
the plasma and the colon mucosal tissues,the ratio of 1L-10/1L-12 were increased in the Fprausniizii combined Kuikeling group,but
those differences had no statistical significance. Conclusion: The preventive and therapeutic effects of F.prausnitzii combined Kuikeling

is better than single treatment. The immune regulation mechanism may be related to promoting secretion of 11-10 in the plasma and the

colon mucosal tissues and decreasing IL-12, TNF-o, IFN-y levels in the plasma and TNF-a level in the colon mucosal tissues.

[Key words| IBD;traditional Chinese medicine ; Kuikeling; Faecalibacterium prausnitzii ; cytokines

R AE PE % 9% (inflammatory bowel disease,IBD)
A5 B9z T 45 1 R (ulcerative colitis, UC) Fll 55 %7 &L
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BE S5 WO 25 W, AR = A e IR R AR 81 47 , W 445
F 9\ 5k 5 I g s, 8 U A8 o B W A T R 6 IR A
WS S CAREE s Ak, 2 I 237
P R P B 5 24 h,VE HE et 208 Neurath [
HUMPMIESER T B0 50 2.0 43 T RAE 5 143
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FEVEABRL Y, 400 £585 F WL 5 NOLET , FEE 40 o
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N BEE H AR L% TL-12 IFN-y  TNF-a 7K 3F
W T, IL-10 W35 R %, S840 Ui ] 1L-12 IFN-y |
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Table 1 Body weight, colon length and histopathologic damage score in each group (xxs)
A5 IR E A (%) 551 K (em) Neurath P43 (41)
EH2H (n=10) 13.13 £ 5.14** 17.37 £ 1.78** 0.40 £ 0.69**
FERIZH (n=9) ~7.13 + 3.43 14.43 + 1.77 3.89 + 0.33
F.prausnitzii 2 (n=9) -4.12 £ 4.10 15.28 + 1.97 3.44 + 0.73
e R 40 (n=9) -6.00 + 2.69 15.26 + 1.28 3.11 + 1.05*
F.prausnitzii S5 15 58 R4 (n=10) -1.87 + 6.57* 15.60 = 1.02* 3.10 £ 0.74*
SRR, *P < 0.05," P < 0.01,

F2 HEKXRMRMAIEFKFLLE
Table 2 Comparison of plasma cytokines levels in each group (x£s)

25 IL-10(pg/mL)  IL-12(pg/mL) 1L-10/1L-12 H{H  IFN-y(pg/mL) TNF-a(pg/mL)
1EH# 4 (n=10) 2634 + 8.57**** 1517 £5.66* 1.83 +0.60*** 25.84 + 7.74**** 109.88 = 27.08*
FEHRIZH (n=9) 8.60 = 5.81 23.04 526  0.42 +0.32 49.00 + 14.03 135.06 + 20.44
F.prausnitzii 2 (n=9) 2435+9.64"" " 17776 £724 177 + 1.45** 38.63 = 15.49 127.45 + 33.70
B R A (n=9) 22.07 £ 945" 1978 £ 6.56  1.33 + 0.87" 34.75 + 11.28* 133.88 + 26.93
Fprausnitzii BRG I TLR A (n=10) 2532 £9.78**** 1503 + 6.24* 1.94 +0.99*** 28.67 £ 7.05°**  113.15 + 32.29

SRR, P < 0.05,"*P < 0.01,"*"P < 0.003," """

P <0.001,
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Figure 1 Expression of IL-10 and TNF-« in the colon mucosal tissues in each group (IHC,x400)
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F.prausnitzii T v 2 ] 3 Ak B e E VR s R g i
BAE , FHTHH SIS RART, O IBD 1B P ERAE T —1
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