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7 PE—MERER (AD) 3, WEOH 2B EFRAL L THRATHE - T

it

xR, BEHEOLCIT P —RREELTEY, FEI2EMNEHEL
B OEGREHEDEFOEOETE2b 7269 [1],

AD DIFRICIX, RGN THREEDIK T & REFREEREENTEY, &
NODERPENICHE LAY, ADREOETICKZCHEEZRIIL TS,
AD ORI FRIERE ICIE, Thl MfE-e Th2 Mg, Th17 Mg & o THIlEY 7'+
v P O Z N OHIBEEE OV A b4 VEADOEALRES L TwD, @k
DHFFEIC BT, Th2 HIEiE AD JKEEIC I T 2 SPEH o G4, Thl AT
BHEHOMEICEZFHERT L enEIN TS [2, 3], 7 Thi7 MilEd
AD HBE ORI PRET AL THEML T2 2 ERREINTEY [4], AD KT
BT 5 T MAEERE D HIH AR RE DREFNC T 53 2 Rtk s HEll 2 L 5,

ABEE LI — 70 IR R 7 ERBEE RO EESL T u N F T 4 7R
ELTEHINTEY, v hick s OERICHERMAEYMTH 5, LF, LK
W OB RICHE S NK ML O ETE(L iR EORE, BX O34 b A4 viESR
DHFIH & > o 72 TR EIRERE 25 EH T B [5, 6] Lactobacillus rhamnosus
GG # [7, 8] % Lactobacillus paracasei KW3110 ¥k [9, 10] 7& & o —i 7Lk

EEIZ, Thl/Th2 N7 v ZOFHE & PIRIEMERIC X b ADRREDNE ICH ST



L EBWMEINT VDS, L2 LA, KRETOEMS L UOMEDE IO
WCEFEATITIERET T T W 7R,

Lactococcus lactis 11/19-B1 ¥ (L. lactis 11/19-B1) 1%, ¥V 4 71— H 557
X N-FAMECTH 5, TNFE TOWETIE, L lactis 11/19-B1 HREH kL E 72
IEEI— N REBEIEENL 2B T, MOAMEK S L TEw»
H AR RIEE LR B X OHRRIRR IS 3 2 T o B3RS S T v 3 (11,
12], X LIcfh 72t OWFFEETIL, L lactis 11/19-Bl BR&EE I — 274 b 48T
% &, b} olfilff LDL KT & Mgtk fEoiEtitz 2532 L 25 2
ic L7z [13] 2o DT — %13, L. lactis 11/19-B1 #RA3E 3 D Sl In % % Hlik
L, REZOREICK o THEL 24 DIERER IE X S35 AHEME 2 RB L C
BV, ADDFHRUEEEICOFRLG T2 e niffT s,

% ZCAWIETIZ, e P BXWNAD EF AT X% T L. lactis 11/19-Bl

o7 L —1EH & 2 DBEF IO W TG L 72,



II. SEEEM RS X Ok

-1 NRFB L ORE %

I

AR S RZER R AR EER B2 DK E

4

729 ZCEMLE (%

p=14]

&5 1 2061) XRE & 2H8&% (Table 1) 1%, HFEFEHKECTHE Wz o
bV =y whapbrs )=y KEGEAREVNER , AEEHE
Ao hERhcEbifh o AD NREZE DTS, FroDf v 7 r—LFay
vV PAEONTZ 18K (H12 A, L6 AN) THD (UFHn: 2~15m), ilbR
DEMICEEL T, ~vy v FESICEOCEE ML, R0 BM, 17k,

WA EZToIc@iBAL, HFHICX2FAEZSZ, MR Y 2 — % FiglA
IS, ABRIE, ATBIZEEIR 4 8, 3 — 2 BRI 8 O &G 12 EH
127, TN, AD I3 2IRHEICITHRIRZ N2 72 d> 2 7223, L. lactis
11/19-Bl &FHa— 27 A b 2EH 1l (80g) BRI 2L L, hoIMEZ MW

EREBHOERII LAV LML L,

-2 B&EHEHA

2 — 7 MERET 4OEFT, BHAD, B (4ERR, 8 MERR&K) iR
BLUT Fv—=22a7 (Severity Scoring of Atopic Dermatitis ; SCORAD) I X %
AD D BEJEREFHI % 17 - 72 [14], SCORAD ic X 2 5l i%, 0~103 mi D HiPH CIT

W, BRI (0~25 5, HEEE (26~50 £, EE (50 LA E)ICHFEL 72, MR



BCIE, MEKGHERE M & ML E L L < AST, ALT, LDH, ALP,
Be ey (TBil), ZLvT7F=v (Cre), IgG &, IgM &, IgE &, TARC,

CRP ZHIE L 7=,

-3 FERAEL
BRI L 72 L. lactis 11/19-Bl &H 32— 27 kb (80g) 13, HALHRIFLIE
A&tk (Fukushima, Japan) 2> bRt d iz d o<, HHEELE L, 4 CORET

THERE IR L 72,

-4 SKE#HY B X OER
REW)FEER RS RIZERKR ALY EREE RO AR LB TEBL 72 OkF

#4518 2019057) . BALB/c = 7 R 8l 13 HAF v — v &+ Y ¥ — (Kanagawa,
Japan) X WHEA L7z, ~v X3 EEWIMZE L T SPFEREFCHE L, KE X
OFFRICH W ZZEEO W e —FE% 0.05% X7z AIN-93G (Clea, Tokyo,
Japan) % HMEAE X7, IBEERCI 3 HEL KT 2720, 2V bo—
=7 2L, ABEIEHE S hTwawv AIN-93G # HHER T ¥ 7=,

FLEEER L, AL RIFALER A S s bRt s ez - A PicEF I T
% Lactococcus lactis 11/19-B1 ¥ (L. lactis 11/19-B1), Lactobacillus bulgaricus LB-
12 #% (L. bulgaricus), Lactobacillus acidophilus La-5 ¥ (L. acidophilus),

Bifidobacterium lactis Bb-12 ¥k (B. lactis) ¥ X O Streptococcus thermophiles ST-20



¥k (S. thermophiles) % % W E Nt LER L 7z Lactococcus lactis JICM20101 £
(L. lactis ICM20101) (% Japan Collection of Microorganisms (RIKEN BRC, Tsukuba,
Japan) X W AF L 7z, L. lactis 11/19-B1, L. lactis JCM20101, L. bulgaricus, L.
acidophilus, B.lactis B D¥5#12 1%, MRS broth (BD Difco, Sparks, MD, USA)
%, S. thermophiles W D¥EE I 7 v+ Z 5 (BD Difco, Sparks, MD, USA)
AL, 37°C, 24~48 WEHEGE L 72,
~ 7 ADHDOIERUILAT O & B 01T o e B8 L 2 Witk 2 A K < 2 [,
BB ZAREKT L EVEH L, 100°C, 30 7 OBLIEE, BRS¢k, 0
M & B ORR & B L 72 AIN-93G 28 —ICRAIL 7218, HE~L v MK

L CHZERL, yBIREIC X > TRIEL 7.

-5 7 be—PEEERET VOER

R Z RS L.~y 2, AERVE (~77v) TH 2 1-fluoro-
2,4-dinitrobenzene (DNFB) % #7fi L (Sigma-Aldrich, Tokyo, Japan), AD @
HExfTo 72 (Fig2A) [15], 8 #fiHd BALB/c ~ v R CEHE G #BIA L € 14
HH, &% #=EL, 15 19 HHIC T+ ¥ (Wako, Tokyo, Japan) 3 & & %
Y —74 4 (Wako, Tokyo, Japan) 1 ZICVAME L 72 0.15% DNFB A 100 pl
IUBAR L CRIERIT - 72 %551 23, 25 HHIZ1X 0.2% DNFB & % 15l iC
100 ul, WIEIC 25wl 32 KMEEAR L 7=, 27 HHIC, &8 & Wi H I DNFB &A1 %

T, 2o 6 K& IC 2% 4 ¥ 77 v (intervet, Tokyo, Japan) FREFE T IC



BRI (~o3 0 Vi), BE OIS, B, 4 i, SHEY v oS B0 RECE 17
> 72, M1 2500 rpm, 10 35E.0 L CHLAEZ 73 EfE L, -80°CICIRTE L 72, 72,

AR C IR B X OB EA 2 18D » TiT o 72,

-6 HADMEE

HANoExoflE X, ~4 271 X —%— (Mitutoyo, Kanagawa, Japan) T{T
272, DNFB O KE#EMIC X 2 RBRFE 2 BN DS % #8153 5 72%, DNFB &
fAHi (Oh), ML 1, 6h ICEGDOHEN%ZHE L 7z (day23, 25, 27). HADE
JEI%, EBAHT & BARICHE L 2D EIC X YKo 72, DNFB D RIEEAIC X

ZENOIEEIX, ZnZ AR (1h), %% (6h) & LCEELZ [14],

-7 BRRER 27T

KFERE A 2 7 1%, 25 HH D DNFB IE¥AR 24 REREERIC IR - Hilf,  Jiijk
ToRk - #2kR, TRME, (5 - MRKIEO 4 THE 2 EER, B, PRE, 5Eo
4 BRFEICHBL, ZNENDHHZ 03 TR T ) VI LTiTok,. 2DH

Atz BERIEEC (ADD & L7 [15],

-8 I Ok IgE &0 HIE
R L 7z 15 % A, I IgE & % Mouse IgE ELISA kit (Bethyl Laboratories,

Montgomery, Texas, USA) THliE L 7z,



-9 ¥k
FACS I 38t HEEH i~ 2€ /7 7 v —F Afiik % f\7=, PE/Cy7 EEi#kbT
CD3e #ifl (RM4-5), Pacific blue 555k #HT CD4 & (RM4-5) I BioLegend (San
Diego, CA, USA) #E:#ld 3 D %, PerCP-Cy5.5 HE#kPT IFN-y Jifk (XMG1.2),
PE BT IL-4 Hifk (11B11), APC fFE&#T IL-17A Fifk (eBiol7B7), APC %
W PT FoxP3 ¥k (FIK-16s) (% Thermo Fisher Scientific (San Jose, CA, USA)

HH8 Db Dx W,

II-10 FACS f##T
BELL 724 ZUHi (PPs)d X VSHER U v o i (CLNs)Z &V X + L —F |
TThoLL, Mz, P CD3 Yiks X 04T CD4 fifk cRImbUHE % %
ta L7z, IFN-y, IL-4, IL-17 ZEAEMAE DT D 728 1C,  Cell Stimulation Cocktail
(Thermo Fisher Scientific, SanJose, CA, USA) %ML 7z RPMI 1640 H5itih
ICT 37°C, 16 il 2358 L, U v S BREZTGEME(L X & 72, % D%, Intracellular
Fixation & Permeabilization Buffer (eBioscience, CA,USA) % H\» CiRvfT o 7' 1 T 2
— VG- TY v SBROEIE I L CEELHE 21T - 72, WHRD Y v 3Bk,
PUIFN-y FiLiR, 9T IL-4 PUIR, PUIL-17 PUiAcfeta L 7= (37°C, 1 HEfE), % 728K
B+ TH 25 FoxP3 FIIMNE D fEMNTIC X, Foxp3/Transcription Factor Staining
Buffer Set (eBioscience, CA, USA) % i L, #T FoxP3 $iti&ic T L 7= (37°C, 1

HFE) . fEHTIC1Z, FACS Cant II (Becton Dickinson, Franklin Lakes, NJ, USA)



B X UENT Y 7 T Flowjo software (Tree Star, Ashland, OR, USA) #fHfH L 7=,

I-11 BRI

BELL 72853 0 J & 5 X VB 10% P EE#E A v~ Y v (Wako, Tokyo,
Japan) T 24 REfHIEER,, X7 74 v CEBL, YR ZERL 72 Gum), FHH
Uhid~~bF*v Vv x4y (HE) Y48 £ 721 Eosinophil-Mast cell stain kit
(Scy Tek Laboratories, UT, USA) % F\ > CHEMH D 4Bk % B4t L 72, HE B4l
YR, RAEMIIIRIE & R S A 21EHH 2iER e L, BREE, th%EE, &
BED4BEEICHL, TNZNOHEB%Z 03 TAaT7 VY7L, AaT )
VX7 T4 v FIETiTY, Aoz aT7 ot e& v — TRITHEL 72,
IFEER 2 Gete L 72U1 R 13, A7 4 FZ&iC 5 D0 EEEAE (HPF) CAFlEEk

Brehvv L, 2o VE%E& 7N — T RITHE L 72[16].

I-12 = v 2 BBl o8 s X CALRE KRR O IFN- o #EAR O JIE
C57BL/6] i~ 2 9 Mgl HARF ¥ — & + U N— (Kanagawa, Japan) X
DEEAL T2 =7 2D 615 b 7= B REAMNLIL RBC Lysis Buffer (BioLegend, San
Diego, CA, USA) I X 2 /RIMIRERZERL, 1X10° cells/ml DIRET 200ul I 2
96well 'L — MICpiEL, 4 HZ LICERE T ORI 21T > 72, REBALA 8
HH 0 35ze sk, 100°C, 30 4r CHVLER L 7= S FEFLIER (JEE) 10" cfw/ml %

101§ 0% well ICHEFE L 72, FUBRH BRI, 48 BREIF2IC Lk 2 BREX L -80°CiC



REL 720 TXTOHEERIL, 10%FBS, 100 ng/ml @ hFIt-3L (R &D systems, MN,
USA) BLUR=vVJVv-R LT b~A vV EEDL RPMI640 55 % W C,
37°C, 5% CO, &MF T CHiEZ T o720 FARHEF L7 BiEH D IFN-a &% IFN
alpha Mouse ELISA Kit (Thermo Fisher Scientific, SanlJose, CA, USA) TH#liE L

f’)
<o

I-13 Rt R AT

TRCOEBIL, T EERFE TR L 72, HaH#ITICIZ, SPSS ver.24
ZEA L, IERMEORE IC 1T Kolmogorov—Smirnov test % 72, 2 FEfE] D b
IC 3T ld Mann-Whitney U test % 372, % HEEIC I, Friedman test 1%,
Steel-Dwass test TR A bk v ZIRE Z 1T > 2o #AMFRAREEIL, p<0.05 & L

7”4-
—o



I i

-1 7 e —MWEEREETD L lactis 11/19-Bl fREH I — 70 HMERZNE
AD BE DWW %13, L. lactis 11/19-B1 RE&H 2 — 7L MEEIC X 2 ik
BNROME 21T o 7o WIFEHMRFE D BE TR % Table | 1T T, AD HFD
SCORAD 2 a7, 22— MERATOMIR & kL <, 2 — 27 EGR
% 4B CEERD S NGB o208, T —7 0 FBEREE S ELCHE R
BEDFR® b (Fig1B, C), 7z 4 M OLEIKICE T, MCV BX U
MCH ICHEENZED b2, ZhHHEMEDOLZE X IEFEOHPAND, L2
b= N M EERIBRD IHOLETHL b, 7L MERICKSD
DEZHWTL o7z, —HT, AD OREE KM ZMMf AL F~—FH—&
LTI 57T % IgE, TARC, LDH ¥ X ORAHIMAFEERREUL, =
— 7V FMEBHIR CHEEREITRD b o7z, FRRIC, %03 ol

fLEREICENTY, AEARZRFD bNZEh o7z (Table2),

-2 =V RAETAZHCT b — R RINGEIRNR %2 Ko Wk o [FE

b @D AD I L L. lactis 11/19-B1 FRE&H 2 — 7V MICUGERIR D Z9 b L
Tolz®, ZOI—TNMICEENDS SHED LDHICHELH 5 D%~ T A
® DNFB KE®EMICEH T 5 AD =7 AT L 72 (Fig2A).

RIERE 2 a7 ofdtic 3T (Table3), DNFB I X 5 AD OFED L %17

10



> 7= Atopic B (FLEEHIEIER) 1, AU D A% EAG L 7 Vehicle #f & FL L,
FEDRBEA T O EAPBIR N, EERKEERERIEL - (Fig2B), A
WHEEIC X 2 KER OMHIEhE X L. lactis 11/19-B1 £, L. lactis ICM20101 FEiC

BWTOARBHEINT,

HAOMEIL, 27 HH O DNFB KE®A 1 Rifits, 6 RERIHRICFHll L 72,
Atopic £, Vehicle ff & B L, WFNOHIERREIC BT HEELREN O
JE B T Tz, FUBRRE BRI X 2MHIRNIRIE L. lacris 11/19-B1 BE, L. lactis
JCM20101 FRICBWTEIZE S, Wmffe b I TFhoHERHEICE W TH HAN
DREE 2N & T2z (Fig2C)o 72 B. lactis BEd X O S, thermophilus # T
3, DNFB ¥4 6 Rl 1A B R G R8I < i,

I8 IgE HUfARE 1L, Vehicle #F & HLEZ L, Atopic ## CHEIC LA L 72, FLER
FBEIC X 2B X L. acidophilus FECOABIEE I NI, —F, KEREX
27 L BN OEEO G TR S btz L lactis D 2 FRICE T,
IgE HifkE o Iflc 2h i 72> - 72 (Fig.2D),

LLEDKERES B, KIFHER 27 2 HAOREE OB T b MMHIRh R 2378 5>
o 7z L. lactis 11/19-B1 FEIC DT, GR350 & i D> o 7= L. bulgaricus HF

v bu =X HICEEIl e 21T o 72,

-3 ABEEERICX S THIEY 77Xy b ~DE

=

FLEEEEICL 2 THRY 72y P ~D5E8 %2 [ ZAREB L TEHERY v o3

11



iz HEUNLL 72 D v SERCRRET L 72,

METIC BT, Atopic (X, Vehicle #f & FLiK L, IFN-y FEZAEAMIAE (Thl A
fe), TL-4 PEZEMIAE (Th2 Mifie) ¥ X OVIL-17A EEAMIAE (Thl7 MiHE) o2
AEICEML Tz (Fig3). L. lactis 11/19-B1 #£1%, Atopic BE & H#Z L, ¥4
TVHXC Thl 3 & O Th17 #ifd o il 0 G 28 2 38 o, SHER Y v ~¥Hi T3 Thi,
Th2, Th17 MW OB E R % ED T2, —7i, L. bulgaricus #£1%, Atopic #f
L, SHESY v oNEi T Thl il EiofFERMb o LRI N, T,
HlEME T HINE (Treg) O~ A X —WERTCTH 5 FoxP3 DRIEIX, »wIhoD

FRICB W T ELIZ D o 72,

-4 FLUEEERIC X 2 AD REE O kAT

b s X OH O MR FEHI I 3 O, RIEMIIIRE E BRE VS AD 2THH %
FERZ L (05D, BE (150, PFHEE QF), HE GR) 04K CcRa7
Vv 7L, ZOEEEZ]IRL 72, Atopic #£1%, Vehicle & LB L, &k X
OCHORIERA I 7 BARBICHEML, BEDORIEMR %2R L7k, L lactis 11/19-Bl
HEiX, Atopic FEL LB L €, B X UVHORER a 7 EREICHF &, B8
FE2 b R EEE O RAEFTR 2R L7z (Figd),

s X B~ EERIZIE X, Vehicle # & L L, Atopic FECHE I
L7z L. lactis 11/19-B1 BEiZ, Atopic B & LB L €, b X VE ~DIFIEERR

HAEEWCH Xz (Fig5). —J7, L. bulgaricus FEIC T 5 DRIR IR

12



N7,

-5 77 X~=%4 A4 FEHRHIAEIC X 2 FLRRILESE T ©D IFN- a FEA
C57BL/6) = v R X b BHlfIAE 2 $REC L, hFIt-3L 77E F Tt €72 7' 7 X<
Y4 b A FENAHIE (pDC) %5/ L, S FEFLEER © IFN- o PEARE %2 HIE L 72,
ZOfER, Bitka v be—n & LR L 72 L. lactis ICM20101 #£® # 1T TFN-
a DEARIRD LN, £ OMDOFLFREIC IFN-a EEARRIZED SNk d o7

(Fig.6)

13



V. &%

Mechnikov @ 3 — 7'V P iC X 3 ANERFH O RBELARE, FLRE OERIL
Helicobacter pylori J&4: [17, 18] 7 4 L ZEGE [19, 20] x5 EGLpfE
ERL, L7 v v ¥ —1FH [21], RAETERS R B o o [22] 503 A MHI1E R [23]
Y, HLO@BRE L LT LAME STV S, Fric, ABEOER
ICRE S SETATBEREATEH S TH Y, ThFE Tic NK Milgo st itk s
LUV A b A4 vEAREOR LICHFS T2 e ME I LTS [5 6], LA
Lanb, ILEHOAEENEHIIFEHEIZD B AADZ L, ALEETH>TH
BRICX->THRAZZERHMONT WS, AD JREEICITS { D REiifiae ¥ 4 b
HAVIGERREE L T 270, HMEOEBREEEOREISE LIS L, K
REDMBRNCT G T 2 0[HeMED D 5, 2 & TAWIZETIL, L. lactis 11/19-B1 HRIBR
Ik 32 AD Dl L UVKENRICONWT, P BIPAD EFAL=7 X% H
W CHRET 21T o 72,

AWFFE T, 2~15 B D/NE AD B# TD L. lactis 11/19-B1 ¥R&H I — 274 b
DIEEA, ADREDIEMICH S T5 089 »pRET L 72, 2 DFEE, AD & T
I% L. lactis 11/19-Bl &H 3 — 270 F 0B R BRI, AELCT tY—2a7
BE L 72 (Fig1B), 7nds, AD BEF GBI P IcSEYnagE 2 kbt L <1 -
TV, FiGEMOEREEZET 2 BE XV o/z, Wz, KifFE

BT 3 AD DEKIEROBENIZI — 271 F OEBIKELZMETHE &

14



BHEZ LN, TNE TOWIET, Lactobacillus rhamnosus GG #% [7, 8]
Lactobacillus paracasei KW3110 ¥k [9, 10] 72 & o —HOAMEKOER (T,
Thl/Th2 X7 ¥ ZDEPLCTIRIEIGE ICHE L T AD JREDWEICH LG T2 L
BEEINT WS, LArLZAadb, Kifstciia—27 0 MERRFIRT, AD O
JE % KBLd % IgE, TARC, LDH ¥ X OWRMIMAFEE 7 & DIlfp N 4 4~
— N —ICHERZIZRD LT, AD DEFFRIERUGEICE T 5 X H =X L% B
LT BN TERD 57 (Table2)s

DNFB @ Hi[ali& A1k, Thl EA7 7B L RS HOE R IG % 7583 2 —7 T [24],
% O KIGEAR 1F Thl AL 7 IZIGE % Th2 #6272 1317 D i InE 2B 54
LR~ 7 b L, IgE OIS HEEERDRIE, WZEAL T o Th2 fMifdoiEm
& AD O—HROREER KT 5 Z L 3 RE I T3 [2529], KRET LT
DO EFEFLB B REIR OMET 21T o 724558, L. lactis 11/19B-1 H 3 — 27V b
CEHEEINDZAME D 9 B, L. lactis 11/19-B1 ¥R D 12 AD JREEDEAERH 25589
bi7z (Fig2),

INECOWETIE, pDC 2 HFELE IS IFN-a 2 Thl fildoFEEE X O
IgE EEAEDIHEMRZH T 2729, ADJREEOEANCH G 3 5 AlREME AR S
TWw3 [30, 311, L. lactis ICM20101 #k % X O L. lactis JCM5805 #k i, in vitro T
pDC %3G L, IFN-a OFEAE%FE T 23 ME L L CREINLTwb T e
5, ABHEERICHE S IFN-a DFEAED AD JREEDIRANICEH 53 2 lReER & 2

[32], % 2T, AWFFEICTHBWTDH C57BL/6] =7 A L 0 EREHIIE %2 EEEL L, hFlt-

15



3L FA7E FCorfb 272 pDC 2 L, &MEFLIEE (BLR) @ IFN-a #EERE%R
HIE L7z, ZOREE, BtEa vy ba—n & U< L7 L lactis ICM20101 Bk
HAT IFN- o DFEAREDS RS O N, Z DD FLFEH IC IFN- a FEAREIXER® bk
o7z (Fig6)e T DFERD L, L. lactis 11/19-B1 1%, W UFETH % L. lactis
JCM20101 DERIC IFN-a DEAFEREZFi /222 & 23bH Y, IFN-a A L
X5 7 2 H8HEC AD JRREDIEFNIC T 59 2 AlREME 2SR R S 7z,
ABEOER L, BERERENL T, 250 G ICHEL KITT
ZERHbLNTWE, BEREY v oSl (GALTs) ©—2TH %4 TR
(PPs) 1%, M#MHIEZ A/ L CHEEH %I iAH, A4 ZAMRNICEEET 3 e
I IC IR R 2 R S B 2 LI ko C, RN IEICE 2 HET 5, ~
AZARDY v BRI E O FRERICETT 2 2 e AMEINTHE DT
(33, 34], IMEEOERIL, REDORES RT LICHHET 2 A[REELH 5,
22T, ABRERZEREIEZ AD ET ATV AD N RS X ORZEHALO
Frig ) v~ Hificd 2R ) v i SR L 72 U v NERE T, T #hay 7
vy FOEEEBEL 2, 2 ORER, L lactis 11/19-B1 BROB R, ¥4 TR
C Thl 3 X O Th17 Ml DA & 2l 2 38, SHER Y~ ~¥HiC i Thl, Th2,
Th17 Ml E O F = AR %238 ® 72 (Fig3). & 51T, L lactis 11/19-B1 kD E
BlZ AD E7 A~y ZA0EHRB L CHNDO RN A2 G L7 (Fig4,
5), HWEDIEIR, THEY 7%y + OLE 2 AD JREEICHE T2 & & 2#RE

LTWw3 [2-4], EFRIT, Lactobacillus casei Shirota k=2 Enterococcus faecalis EF-

16



2001 HRoBERIX, THIEY 7y b OZE)ZHFEHI L, AD JWEASGET 5L
DHE I T3 [35 36), 2b D&, RFECRONEHRE L —BL
THY, L lactis 11/19-B1 BB EICHE 5 Rl {E 25 AD JRRE D UGE ICH 5
LTW3 e Z2EMNT TS,

—7J7°C, DNFB RIEEAICHE D 1gE PUAD LA, L. lactis 11/19-B1 #ROE £
THIflE N b o7z (Fig2D), AD BFICHEWT, MIgERIFLIFLIFERL
TEY, FROEMEE EEET 2 L AL T WD [37], 2N E TIgE FEAE
I Th2 fifldic ko CTHIfHfl TN TN EEZOLNTE 7, LLAdAs, HFED
RIC B CTIRP.LICRTEL, B ol #EiRes X ORI EE & E %
$H 5 B8 T (Tth) #MIAE2S IgE EEAE B W CHLI R E 2 - T B 2 L A3
Hanr [3842], 2Nz, L. lactis 11/19-Bl BRDOERH IgE FEAEICEH G L
mnZ e, ThilFRALZRWC L Z2REBLCWw5b, 72 Th2 fifdic X -
THIGE & 2 GFEEBRIRIE A L. lactis 11/19-B1 BROBRECHE I Eh s Z &
X (Fig.5), C DI CEIZE N7z 1L-4 2 A D Jk b o TR 25 The #ilie
DUHIZRLTVWB L EZRBL TS,

INECOWMET, AMEITAER, HHEMOT, HE~DREHRHEFEN %
AT EBmEINTHS [9, 10]. AWIFEICHVTS, AEZEELZ AD
B, WEHAEELZ AD EF A~ Y AQWRET, L lactis 11/19-B1 @ AD
JRIERAEFR 25380 b iz, £/, BARD LD HMRZ RS D, LR %Z

BELZGACHEEELZ LR 22018 FCE 2007k L, KRI 3 E
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HY, 11/19-Bl ¥k B 7z 215t 2D T\ 5,

ARWFRICIBNT, Llactis 11/19-Bl HR&H 2 — 27 v b o8&, /NE AD &%
D SCORAD A7 2 HREICKET LT %R L7z, I HIC, JLE TD L. lactis
11/19-B1 PR &L, 16T 0@ s IZI0E & AD SRS~ DI FRERIEH O
MfilZ@ T AD vV AETVOJREEZAERICKE L2, b DRI, L
lactis 11/19-B1 #2237 b v —WEEE R BT 2 HAEEERM E LTHATS 5

ZLRREL TV,
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(Figures)

Table 1
Atopic Group
N 18
Age 8.4+3.6
Sex (% of male) 66.7
SCORAD index 38.2+16.4
IgE (mg/dl) 1757417243
TARC (pg/ml) 1246.0+1206.0
Treatment (%
Tropical steroid 100
Heparinoid 83.3
Antihistamines 95.6
Tacrolims 16.7

Table 1 BEER

FERBHAIRIG IC 5 2 YERE O BE TR LRI,
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HoF B %*p<0.05, **p<0.01 & L7% (n=18),

L.lactis11/19-B1 Bk&H = — 70 FERIC X 2 SCORAD ol & L o4&k R,
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Table 2

Time (weeks)

-4 0 4 8 p value
WBC (ul) 8447.81+2624.7 8032.21+-1880.5 7784.4+1338.4 8366.7+2735.6 0.737
RBC (10*/ u 1) 471.2+46.3 471.9+39.7 470.8+43.9 479.8+£50.0 0.126
Hb (g/dl) 13.0%+1.01 13.1+£0.91 13.1+£1.03 13.3£1.09 0.09
Ht (%) 39.1+£2.84 39.9+2.40 39.7+3.01 40.3+£295 0.215
MCV (1) 83.4+5.61 84.7%5.00 84.6+5.07 84.4+476 0.004
MCH (pg) 27.6+1.88 27.9+1.94 28.0+1.77 27.8+1.85 0.009
MCHC (%) 33.2%0.10 32.9%+1.01 33.1%1.00 33.0%1.21 0.41
PLT (10*/ 1) 326554 32.6+4.32 31.5+£4.30 32.7+£5.42 0.435
Neut (%) 47.0£9.05 48.1£9.12 46.91+8.36 49.7x8.22 0.224
Mono (%) 5471197 5.15+1.37 597+0.79 567+1.53 0.102
Eos (%) 6.77+4.20 7.011+3.62 7.66+4.39 7.20+3.41 0.072
Baso (%) 0.48+0.43 0.63+0.36 0.63+0.34 0.59+0.42 0.274
Lymp (%) 39.7+8.73 39.1£8.52 38.9+8.17 36.8+9.49 0.06
AST (1U) 25.7x7.87 26.4%+9.10 24.7%5.09 27.9+11.1 0.991
ALT (IU) 14.7£8.25 15.71£9.64 15.31£4.50 22.6+27.3 0.076
LDH (IU) 262.1+44.0 263.3+70.4 258.6+38.7 256.6+48.4 0.892
ALP (1U) 748.0£259.6 719.6+2264  749.3+269.3 733.7%x2505 0.287
T-Bil (mg/dI) 0.44+0.22 0.46+0.29 0.49+0.29 0.41£0.23 0.129
Cre (mg/dI) 0.42=%0.10 0.42+0.13 0.43%0.13 0.43£0.13 0.722
IgG (mg/dl) 1110.3£244.2 1109.4+£2478 1105.0+£270.4 1117.4+£264.3 0.978
IgM (mg/dl) 83.1+41.6 81.5+325 80.4+36.6 82.81+34.9 0.823
IgE (mg/dI) 1897.8£1972.6 1757.41724.3 1704.6+=1407.3 1813.3+=1804.1 0.956
TARC (pg/ml) 1175.2+1066.6 12455212060 1198.6x=747.7 11320%£771.2 0.692
CRP (mg/dI) 0.04=+0.07 0.060.10 0.05+0.07 0.05+0.06 0.603

Table2  L.Jactis11/19-B1 #k&H 3 — 74 M EERFIH O AD BE OB (E

L.actis 11/19-Bl #k&H 2 — 74 MBRIC X 2 ME#RE (13 HE) Ay REQL HE) ~op 8 2 gl +

B RETR T, SFHERIHOEEES p<0.05 & L (n=18),
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Fig2 AD~Y AETNVICET S Llactis 11/19-B1 (R0 B RxhIE
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Table 3

TERICEAS L CHMAERNRD SNt VIREE
TBHRICEANBAWICRO O, ERMTREICESHONRO Sh im0 KE
TERICERAREN

Hohdh, EHRHGEGICES HMARSH SR IRE

ERICRASEEMICEO LSS, ERPUTBREBICHESHOLARO oL HKE

TERICHBERRE & VERERGZ L

ERIIRFMICRO N, REASADIMCARILEL, AEOHEADIAMIC BOHLNHKE
EPICHRENICROO N ED, HLNCHBEORBNED SN DKE
ERICHESEANICEOLNDD, HLNCABEOREARO 5N HIKE
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Fig.4
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Figd AD ~ v 2% FNIC 3 1T 2 ML I EEiE BT AR
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Fig.5
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