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R¥ B (1BD) B &M i Rt 15 5 1Btk B i
BAB(MBERB) IHEREERA3IHER
BR.ER—-MEARMLANASRRNKRK, B
BT IBD MRS EERP FHEBRM RAERE.
R, R L IIEE R, B S K E 1BD XA
TREEEM. MEHERE, LERESHIKY
HEER,EBA IBD BT A~
1 BEEBXIR BDHWEERA

fo B R ALK 5 50 5 ) — E B B, B 1
EANARERGHERRENOERARTES, €T
FRHREINEAZIRABHENRE, EFHL
T #EAVEMBOREZ A RENRERAREF
WIEH RS, T AE K, RREE S8 8 i
b, BT, A BT AR 55 48 X 1RO BB AR
AT, AR E R S S A R A AR R R
BUEB G B B R O B R R R
U, AIRELIBD BE G AR EH HH M
LT B8 7 DU AT B A R B B 0>, T B 4
W, ANKHT B, B R 4 E Coli, Bk 57,
Be, AMIMEEEBI MM IBD REDHEM, A
PE# BN, BBR IL-10 BEKDREXHRET,
BB XRE,Ti—BA M, WERE NG S
#R o TCR-o 2RI AN IL-2 B (A ARG Lt R L
BRI R R MR R, W R 2 1

[x®4FRB] A

WERRERA S R AEMBL (M, B HHAE R
BRI ~10, B BEN 107, FREREAD
/AR 10" ~10" XEHABIER IBD BEHRE
BIELL) o FARPIEMER, REMR, H—BFAR
B, REXTERC, AHREHR, HEPH
MHAREYRBTERY CD H—Eru’ ',
B RLFI R TS U B AR 4R # B, T 4 89% i XE MR
TSR EBREQTR ",
2 #WESEAIBD MATFIER
21 HHERHAR

R IL-10 HEM/DREHNAFEORET,
AUREHRE/NG Bk, HHFME 2 A
BB IL-1I0 R ARNEHRIG, 10 RERYES
EWEAEP 0 ARABEST. FRAERA ER
AREBCTR/PREFEFTRHEMOB4EH,
K AT B M R R B L, R 0 4 D A % R
AR ERE S AR, RAKE P<0.05, &
eI AT H/N RS BT B T M4,
P <0.05'", Kamada'"'# 27 DSS /L4 B ¥4 Hit
Nissle 1917 (E. Coli) f B & nh ik 8w, ZR R
SRR, Nissle 1917 ( E. Coli) 41 /) BLIR 9% 1% 3
R RG YT TRME i, BN &
BAARMBERCUBTANR. REERH
R % % Fo R R4 DNA [3) B8 7T 808 DSS 458 4,
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EMMEEHYERFARBEBTHANMNES
2oRE 1M,

HERIEITFHMN 2.9£0.1 TR 2.220.2(P<
0.03) , s P XU HF 7 B0 2 48, 4R/ 2 A JT T

Schultz!"' B KA R DREREE T RO TFHEEHORRYR
(inulin) #1 4 F 25 A 1, R 58 5 % ¥ R 46 1 L, 9 MR
1 IMLBRHEEBRELEENER
HHEEHR KR ER RRYE

LM B ( Lactobacillus reuseri )

#5244 ( Lactobacillus salivarius UCC118)

9. M M ( Lactobacillus salivarius UCC118 )

XU 4 1 ( Bifidobacterium infantis 35624)

H.BR P& ( Lactobacillus salivarius UCC118)

XU FF B ( Bifidobacterium infantis 35624

$L A% & ( Lactobacillus plantarum 299v)

FLER ¥ ( Lactobacillus rhamnosus GG)

B4 (L. acidophilus La-5, L. delbru’ckii subsp. bulgaricus,
Bifidobacterium Bb-12,andStreptococcus thermophilus )

KIGHF 8 (E. coli Nissle 1917)

IL-10 BRI R, & B 58 B
IL-10 #ERR /R, %2 M0 it B

IL-10 B3/ B, 2 590 %4 R
1L-10 FBR /B, R R % R
IL-10 AR/ B, %2 R % R
IL-10 REBX /B, BRI X R
HLA-B27 ¥ £ EH /R
HLA-B27 ¥ % H /R

IL-10 A BR /MR, DSS % %

BN E . RAEE
REHANE, RERE

B AR E, RERE
ETHEHBEE. BRMBRLE FRE
KAMREFHE

% % W55, IL-12, IFN-y BE 1

BB EB AR R

BX 4 28 4 M 1 25 4 5T (inulin)
HHRWE

HKIEE Mk DNA B BoR KRR

2.2 AREBAE

Kruis " T 120 I AZRY UC B E,
BEHLL F Nissle 1917 (E. Coli) 5 % ¥ i % 4 1% 4
7o Nissle 1917(E. Coli) HE X % K 16% , £V 1
BN 11.3% . et AR K (106 £5)d f
(103 +4)d, A XSt %2 % 5", Ishikawa %!
X 21 GiEBE UC BEBTT MBI BA
2,11 GUREEHE MIRIT 2R b, R & XU AT B
P (FX100mL, & 1 ZEH) , 5—H 1058 F
B FHMEIT VG, MRFHA 3/11 ER
e, % B4 9/10 AEARINE . b B A A AE R R it
MEEEHBER(P=0.0184), HKITHBEE
ERRHEBARER D, EHIN, & W
FE4 MoK E K. Rembacken WE 116
FIESHM UC BE TAREHXMAKKER 1w
(HEMHBEBAXRRKGHE), BESHH 57
#1131 Fil Nissle 1917 (E. Coli) ,59 ] it Fil 3 ¥ hi 6§,
B 12 4~ B, W41 0 K 22 #8405 B 68%
75% ;4 R} i) 43 517 £ g 42d 1 44d; R 55
B 61% Ml 73% ; #4415 2 W uf 8 9 221d A

206d, 45 B 878 , Nissle 1917 (E. Coli) f1E b B 1
BRENGHERBEHA" . HAHAHEIE T
30 GIEHAZBBE P E UC B4 0 B85k
BE i (SASP) =¥, SASP AL MATH. 8w sl E M
&Y IL-6,TNF-a, NF-xBp65 MPO iEH MG T E
Ho ZBMARAEFHARREWE, L6, TNF-
o,NFkBp65 MPO M5 DE A E YA ERK, 5
X BB P <0.05, $#7%, OIR % 4 B 0T B 5-
HAKBMAER UC HBR"™ o Zocco '™ HEHLLA T
65 ik F 2% UC BEFLRITE GG,60 il 5k
O R % vhiek 62 FIiR FARL M GC MRV %,
SHBEOANAMRAAREAERAEXF(P=
0.44) BEAMHBE CCHFHAXLE AHEKTH
O R EDHEA (P <0.05),, Kruis™ 72— 4K
g, %F 327 B3 AR IR UC B & HATREHLNE N
B MW, H,162 4B Al Nissle 1917 (E-
.Coli) 165 FIRBE V%, 2 MARHETR
47 (PP) B 7%, IR Fil Nissle 1917 (E. Coli) 41
36.4% (40/110) , £ W e 4l 33.9% (38/112) &
Ko HAKEHEM. Bf Tusi 57 EEERE
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T 144 BIEFER A S-E B KGBMBEERMRNE,
REE S UC B ,71 BIREHL O AR VSL#3,73 6
MR R R . P4 451% 65 Bl 66 B 5E L IMER
GRER, VS HERERER TEEAA, B
RIXBIGEIT B Ky 47.7% #1 32.4% ,PP b
(P=0.069) , %[5 ¥ 43 # (ITT) P =0. 132) , VSL#3
B B o B bR TR HLA,L PP 4T P
=0.014,ITT 43 #7 P =0. 036, XK #7, VSL#3 f]
PBANAS-BEKGBRIWERHE UCRE
BB 15 B 1E, B B E W E i SE R, Miele
%134 29 FIIEEHHILE UC BEHSTT 1 £
B O RVLERAI B, 29 BlEgHLKim UC
BILAMUERRRESR, RPN RER, Hb,
14 70 AR VSL#3,15 SR LRt M. LR BR, M
FR VSL#3 4 13 5128 #% (92.8% ) , hI AR R R & 4
Pl (36.4% ) (P <0.001), | FHITERFER
BHHR21.4% M 73.3% (P=0.014) , ZERFEH

%2 IBD BEMBLERT

BREAEENILUC HRITMERER ESR
ABHFE K 1EH ., Matthe £ L& T Nissle 1917
(E. Coli) ¥ iR ¥rim i 1E sk UC KT . BAREH
FRANEHH TR, AT 24 B8 K 40mL - d”'
Nissle 1917 (E. Coli) ¥ ;23 #) 20mL - d ' Nissle
1917 (E. Coli) # % ;23 %) 10 mL-d "' Nissle 1917 (E-
. Coli) #/5:20 BIRBMFMESH. 55 WHH 2.4 8
Bw B E S M. ERBER, BAITT XEF
HEER(P=0.4430) ; FI BB R MR PP TR
7% 40mL - d "' Nissle 1917 (E. Coli ) # 5 4 i#f A B %
Bt R B4 (P =0.0446), ERBIRAERER
ARESERERF UICERNIEAL, ILFESX
YHS K ERME, EESE UC KT L, 5 IBD
BRAYE—EWEAER. €50 HKNE
Wwig/R, W AEWEXT IBD BT BB A —EEA,
w2,

YA DR IR

LR F LR R IgA M
(Lactobacillus GG) FHAR BB AU S, RIEHRTHR

F AR BHRER MASER . FERIRER
KGN RALE R WIT I S UC TS BY R
(E. coli strain Nissle 1917) R E LR WITE D UC RS 2D H R

BHLUE R A UC BW
WA 8 M EM(VSL) REHLIL B 2 M i 0 BEMBITRBRARE 5%,

*f 44 100%

% 5} 8 ( Saccharomyces boulardii) WEILR SR AN 47 B UC AR 6.25% , 10 X I HI Y 37. 5%

Campieri '™ #4177 40 HIERSG CD BEMH
BEHLST BEURER : 20 B kAT 3 A ARIBER
I7 UG MR VSLA3 (& 4 BRILALAN,3 #5 XU AT B
1 BRMEREERE)9 AN H 520 BRI L RAL 1
EFWBITH 20% HR, 5 HAR 40% H K (P <
0.05), Gionchetti ™ fj Ffj VSL#3 HIZ M AT
MM R BEHT TRV ERE, A%
AMAJEEITE 3 BI(15% ) 8 & ; K RA 4 20 B
(100% ) 2 # K % . —HREHLIUE 3 ik 1,32 B

BATFEMBYK CD BE, 16 flAMMARY
B, 16 pl[E e R A XU hIsR AR B BE R, 3 A0
6 MAREE MHATRESHH 37.5% (6/16) F
6.25% (1/16) ,P <0.05"" , fEZ AN, B4HER
RXFTH IBD BESRAEM, W AR —-EE,
ERFOARRG B BRBAR .

R, FEZHHREME, 284 HEHP CD
BERE FAHLRMAG, W0 Prantera %' 4 45
BIFRE CD BEREHLL TN (23 ) MK



W BEZG Wi 9T 2 2011 4£ 3 H B 9 %% 2 W Clinical Medication Joumal ,Mar 2011,Vol.9,No.2

RA22 )., i1 FEENE RBAMIFHE
16.6% W R E % , & R4 10.5% I IR & K ; 1697
HANEANEEKESF N 60% #35.3% . #
REEEAET CDER, WRBRBREANTE
BE. STEHHRERNTEAR, BAjx 4
HHHEEFEAERT 4K AB.C.D LM%, R
FAGHENERA: 2E/DNLEE  ARMX
HBISH T RS R TR RIS EE. B RHE
#.BS fI UC BB A X' . WXt F CD WM
I o
3 HEEMERNY

RAMIFSE K B E. Coli ATMIAIA EHER LR
R AEZE . B IL-10 f/NBUSLAT VSL#3 AT
CHBEEEE, ASRRRMCD BERBET &
IL-10% B % # 4 KB T (TGF-B) , M TNF-o™,
AHRER, BAEMIEEER X IBD BA RS
B HBMEA, in VSL#3 94} i % B F1 DNA 7] H {4
NF-«B $1 p38 # 3 1 ¥ % 1 (p38 mitogen - ac-
tivated protein kinase activation) ,Bf IF F ERETR,
WEBTIAN, 24 EIKYT 1BD MR REOLH 2. 8
HE5BFRARPFEAH EEAR(SORP) ;A
MEBEEEDE MR REF, 0 1L-10 433, B
K42 % B F, 0 TNF-a 23 ; 2B E YR, BRIE
Wik pH, MBI BUR B K R B IR &, A
FERE AT TARAT, BFEREREED
XA NABEESERMNMNE AR TR
URSHETHKASER, ARKEB—-ERTHE
Big R, AWRAEHEAE UC BENTE KA
BEK DT RE SR 240, KR F AP
TNF-a f1IL-8 B @ L MIEH LT R B I BT,
REWEHETREREET AHREH,
Lammers %) 46 fe B A 51 JA) 1 8 8 40 0 5% 5 5 46
fL. 69 DULE #F B DNA FIE B4 O R DUEE FF B U 26 0
ARSI TE DNA JEIE5 . KRB EERA
DNA AR AR W H £ AT IL-10, W O R
UL FF B 5 218 P 1 5 R 40 74 DNA "] &K IL-18,
B IL-10, R ¥ % % W ¥ {6, Plamondon %'
SHIMERA VSL#3 BB E LM

WGahtE UC B E L KR ARITRIE HM BRI
BALMRMERGAK (DC), MERHR,VSLH3 A
DC ) TLR-2 #I IL-12p40 T AWK, (P <0.05),
IL-10 3 M (P <0.005) ; B &G F L R #E B 7% IL-
12p40 KRS A IL-10 80, BIKERB/R .4
Fr4 10714 FHRL%, T R R A AN 5/14 HRLE
Broc R, VSL#3 FIi i S R B o F R B 19 B
ORI Th Bl 0 4 A BT, AR AR R B
FRik, Garcia #1134 fi| CD BEMH A, —4
1 R A B B T 0 36 O BB L B I S IR B
B, —H O RERA M E YRR R fk e
Bk, 3AMAE . MEARE/ HEEILE, BT
WS HETRRIA, BREEFETAHIESLE
B BB &Y. b, Czerucka'™' Sk B0 75 B 8%
BERFENEBM G LR ARMER. —SH&
MLRGER EAM R EFENERILTE THY
AR, Sheil & 4514 20 2 IL-10 £ H & B /D
BETHES AT E (Lactobacillus salivarius
UCC118) 55 % M £k 2% v ¥ (PBS) , 19 R J5 & 5L/
B, & BLIE &t 28 4 B A0 /D RS I RAE T 41 (4. 35) B
BIETFXMA(8.25),P <0.05, 3 MM 4 H/PR
RAEBERLEHR MBITAL 1 IEELH R
WITADTERN MR AR £ KRR AREFH
B F PBS 41 (TNF-a 4} %] % 872.8pg - ml™' #
1522. 4pg-mL™", P <0.05;IL-12 4} % % 1386. 4pg
~mL"'f12471. 2pg - mL™") , 3457 41 TCF-g H B.&
F PBS 41 (4 %1% 362.3pg - mL™' #1 114.4pg -
mL™',P<0.05), BFSEM, DMHERERRR
BRMGLARE, KFHRERRFDWEM, THEE
25HER. FEEM, ZRELKRFETRREL
W E R R, A i i S Thl/Th2/Th3 41
HF e e mE PR R RN,

YW 4F B 38 3k A B R 3R 9T IBN B9 SURR, 48
KEHBRD R, BAEETRER UC HEE, BT
M ERROERE P EARERE R, BEH
HES UCEMABIP CDERMEM. EHER
BIRHIEFE R ENA LR ER, ZEA KN
BRARKITRMEYRSE,
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