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BE, FHETREBRGEEEPEETH 1620 TA
T B EFEhh (1), BN o&MmegRESEmEC
FH, RINEREL L OBREEHRBEPHRLEEV -
REEMRBICEHT A YR 2EBHET EMBMONT
W5 (2, 3). 2095, PEEQRMBECE HET
2 RMIRAHEED 900%LLLE L%, NEAPIHEH
KECRET S | ERGEIB%BICAFL WA, | B
RABHEREMITDIE &b 500 AMRELTED,
FORBBHRLTLLELEL 1),

EEAREE 15 - T4 7 2 Y A4 4 Uit
172 ) »ORZICE > TEHMIERIEE 72 5 2 BIBRER W
ERuY, I BIRERECRENBFICLD S X2
vERMTERI AN 2 (KRB) © pHIRE
EHEBEANSE I LIZE>TA ¥R Y ¥ OHEHIYRZ H
AL, FNuEMBRECRIRETHS, £-T1H
BIRBOREIZES v 2 ) »ORENRBNTH D, &
U4 v 2 ) YiBBRETHO b - 128G, (REBRBICE
DHEBMBIEIE D120, BoTIRA ¥ R ) AKERERN
(insulin-dependent diabetes mellitus : IDDM) & BF:
htuot (5). EEB, 1920 FRICHRKHBE~DOA
72 ) yREMERIEAEh 25T, £ 01 HHRK
WIRHMRFEEMER T Ko TV A, BRTIRA ~
) rERM—BENCEF L, 12, BHoAHECH
THEM, EBREFNES LA LIcE D TOEMT]K
B E SN LL, fnEo | RFE RO
RRMACHEZAXLRBMTFROMUSICENE, KK 2

HAUHEPLERGICL 5 | RISRGEROTCRIE—BA
O&EHRBLLT2-THELEC (6, 7), Eoi, DTk
MREIEE SN RifD, GHNLHIEIREC L34
fHEOHBE A A, 30 BELED 1 RIGIRMIBEIC B L
TR, LDIMERHICE > TRET AFIMEMLTED,
EFORCY 22 3—MADOD 10{&LIEIci3L 30T
LE (8), CoLH, NMNEPEFEMIZE (RIET 2
1 RUSFRA M B ISR 2 DDA » 2 Y
YOAHERBRYEE T 33 THL, &8, T0a Y
Fo—HEE TRV, BLofM, @Yo &0
HHBRT I Lo, BEOEFOH (Quality of
Life: QOL) 2¥ LB F&€2&L&IA, | BIBIRS
DREE A 51 = X L OFRIR & G T Bk 2 A0 5o
FESLIC)T 7o B O #3535 O BRBRARIE TS B L TR
ERlopLEoEEIoh s,

B, 1 BIBEIRA O RMERA- £ L T nonobese dia-
betic (NOD) =9 RDOWAELSEHohLHIRIZESTV
ERIMOL I NEFTANELSAhTVS (9). ¥4
bbb, HAGRBRAIC L 2HBopHIlaEEOE YO 2
7o 7 RIARERMAER (antigen presenting cell :
APC) Mp#ia (b L Gz ofhofia) » SiE4
HviA%, thiFoezx 2k IEASESRET
#i&{% (major histocompatibility complex : MHC)
77ANTENLTTHRIICIRBTR AT EICEDM
thahd, THRXmICIE THBZSER (T cel
receptor : TCR) M&EEL, MHC 7 3 2 I-{ilsi & £5

A% W2, Kodama K, Shimada A, Funae O, Morimoto J, Irie J. Shigihara T. Oikawa Y, Tokui M. Watanabe K, Saruta
T ! Insulin-like growth factor -1 (IGF-1) - derived peplide prolects against diabeles in NOD mice. Autoimmunity 37 :

481-7, 2004 D —FEZT (http : //www.tandf.co.uk % 2288).
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STALickn THIEMSER LN Z, FHifkah
3 Tl T—~As<— (Th) ML A, Rili~—
h=(CDAE#HE-RL, Thl, Th2&t LW -7 2->04
Ty MR EZ G HMET AL MHSN
T3, —f%ic Thl SiEEIC Y 1 v 2 PHIBAOD /<
7 7Y TICHREEICRIG L, Th2 418212 1gG, IgM
REOIREKEEILLVMIRAD <2 7 ) TRERRIET
AHilATH S LN THY, | RRA O RENC (25
BIR D %2 - T h S OERRFB AR AL,
FFHBEABROREATEME h, T OB THINIEE
KM - HREZG U o B RUEREBAILE (8L
THEORR L) KRIET 3 TEROLHBET S, L
ML, TOMT—-~n—= (Th) #HIC L 2HEEME
ROHEHE, BEpHIAOBIEICEMIDIITIRLNL, %
FEHEACH S rDOEMICE Y Thi/Th2 D85 v 2 H
Thl E6ricis 2 C ik hpBRADMHY BREAR) A
HUCaEEBEALGNRTWVS (10). 2% b, Thl Mkand
IFNy (A ¥ % —Zzovy), IL2 (A9 —a4F -
2), TNF-« (HEHRAERT) V-1 b h4 %
Fibtsl tickbhwrazy—¥, CD8MH T
i oiaEEtmiasEit L, Choso@hi (=2

a7 y—%, CD4 RO CD8 [tk T #Hi2) HMEREAIC
BT aC ik pMaMERES L < (2RIEAICEE
Hixhaotd, Zhicstl Th2 #@E3 IL4, IL-10
Va4 PhA v EELET AT LI Thl Hiky
DOEFEEZHE L T pAROEE (BERKORE) M
HLTwiLiixhTwa (11),

C D& H 13 | RIFRERAEO RIEBRFFH o BIRE O TRAE
EHEALGE TBLUL1PELTI)v 2077 —
<, CDSHR#E THIRRE Wo 72 x 7 = 7 7 —FHEAD HERR,
BRUEME., 2) MRERRICHT 2 KIGHERETEO
¥4, 3)Th2gazmH et 34 7L v+ —THIKAD
RREfL, H&EMPFSNZ (9), 1)Hz->LWTRH A7
o2#Y ¥ (12) PR IFNy ik (13) ORGLEH
RAOGNTHEH—EOHREZHTV S, BENLE
TR Bl RabFcaevwsBbh s,
chicxl, 2)REARBAODTLENO T HRDOK
{FicBb aiGi%E, HLEAMBRL YL 36, #5423
Clickbh THBAoRBENT 3 REHEDHK (7F
g=) #EHFTZ6DTHY, bL, THHRITHE
BERRI—TRIACLizu | MRFRT SIS
ah, HEMEGRICRMEILOEEL OGNS (2L,
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WE: | BRI $H7 5 IGF-1 OEX

RS TRMNEERESEI TH s M REES ATV
W, DESLTREMBENOREERS T2 EickD
MRRICHED The Mifa% @6 BB L, KELOBE
CRO>XFVEEBMLEVLOOD, pHROWHHEIIGRNS &
WHFETH D, KR, 2)L 3)oikEEMEEBIEL
TIDDM OF—RHEIZ A v 2 Y v 2 RERTIES L
TRIRFDREZ TBHT 2 RKRERE (14) 72y
BhTRESKTSED, 5% | PEREOEANEHE
RETFHZRMBLEL Sh 3 ENROREIZMT 3
HRIESICHERHEML T S5 bDLEDHLN B,

ChETO | BRRFEICE 38000 (207 7 —
SIRARTh THRIRRENEZ <75 F) 2#d
BRETI VY ¢ oERIEMESE (glutamic acid de
carboxylase : GAD) (LI'F. GAD &8%%) (15, 16),
42y » (LS EBif» 9-23) (17-19), #v s »
2 A (heat shock protein) (20-22) # ¥ DL B
HlROEB E £ ONOIFED T ¢ /7 BRI A IR EEUR
LLTIRBEATELY, RECANMEEENLIETIC
RE-TOEL, 22T, FHRBEAELA, THO
HOREBKEOATEC Y, THHKE~O T M
B (0 ) ol BRRX) SRS p Miao ik
OREE 20 EE L, £ OB OB
ELTA »2Y) vy EET (Insulin-like growth
factor-1 : IGF-1) (LT, IGF-1 &89) oalfEtEic{
BLZ%. IGF-1 X IHFRTELEEN, 42 ) vick
tod— (BEHE) 2> T0H07: /b olisx
TFRETHBN, TORBEREEICSI Y RA) yEFED
U-DHEMYLEtED I—DHOLERIZAINTUV S,
FH 1 IGF1 CEROOENGFETH o, IGF-1 Ht
5 THROEFREIICOS v A Y vEFEo d=
OEUWEATEL, ThMHKBRIZE I IEERICOH
BT THRORENNA Y2 v EEDIctE0 ¥—
DHEBACHBT (€ F=THKR) L, SRR
DRE (412 yRIEHEDO~ L= T flilao th B R
UBABEDOME) KRBTV DTREVLHEHE
L., SFIOEBRFELRL I,

FER, SHOELTE ¢ | NBEREOKEHED -
BEMINTELEFALIHO—2THENOD 7 R
AL, NOD =9 R REGHIREICREEN S
iz o 1 RIBBERS & GElHko B i s S ki &
RTHEH, &b | WHRFBCH L 2T E2EE (Ho
Bhize7 W chHs, NOD T 7 A CIdEHRS~6
Yk, BE~0) v (THR <207 >-3)
O RER) £, ik 12 HERLIE  HidERIR
WERLE L, BHEEARESDR QMY T30 8KEZ T

IZF70%IcET B, FEHEQICOMEE~Y 2 2BMALT,
BERDOMBR Y 2H[ O 4 HisDOERT IGF-1, GAD,
A2 v&a- e ERERE GERER O 7 ¥ 2 0 v
} (incomplete Freund'’s adjuvant : IFA) (LLF, T
FanybERT) LELITHTHREL, TOROHR
FOREMEZR, KEXORELHEL, B0 R
BIREHEAIHT A Th 94 7044 + 4 v FIE
(UFN-y) ¢ Th2 4 7DH 4 + 74 K (IL-4) %
RiTL, WRAORI - TV IHEBRIFOY A + A4 ¥
#B (IFN«y (Thl ¥4 7) RO IL-4, IL-10 (Th2 #
17)) WL

MBELUHE

Loty

4Bl OV NOD = o 2 2 HE& 2 L7 (R HS
WAL, BESBAFEFEBYE 7 -10T, HTWN
[R{AdE K (specific pathogen-free ; SPF) BMiTic
TWHELL. SAHRUERBEIZS/: - T, BOER
AFEROYPIR == 2 7ML 12, 372, AER
BRUMEBREBNSORREH - GREHS 021017
(2002 4F)).

KE 1 1 BEIRFOBNTIFE S LT IGF-1 of&d
(1) BRRRWFRGES

4 B ottt NOD =% 2 % 4 Bfica), IGF-1 (n=
13 MRS THROKER L o itsy, T0oeTo
73/ EEFEEL) (BI'F, whole IGF-1 &%),
GAD (n=15;RSR t+. ®[E), L¥as—-42Y
=12, / X/ NF4 A0 77r—=f, Frew—7)
LU BREREHEO (125 pg/ft) LHEIERERT
FBETVany b EMAMLTHETFCEMLAL 2d@EL
THREMOEMALVWSD (T Zasxy b (IFA) OH)
T LEBE (n=21) £H&ELL:. £TOT9R
ICBOLTHREAD 1288 X0 36 Béx T, Hic 2@ F
ZF—7 (BFff%, AR CTHREZN, Cohholk
it o boic LT E SICMPEMB B MEERIESS (7
VTR bx—2 D =fRE, S6E) FHUVTHEZX A,
M AEH 250 mg/dl ELE & 18 - 72 b D & BEBRIA & HIE
L, BEECH1T5 36 483 TOMRBRERHR
Hahi:.

(2) PRk BT AR O

PR O RIESB £ RNEL, 36 Hin THRARRELE
v REBHLT, KEGLEEHL, 10%+r=) v
REELT 7 7icafL . BARERMEICOE
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INREBSY: 82%3 45 CRIKI78E9AR)

SHEMEN, ~2r*o )y x4y (HE) ffs
2170, RFESEMNT THRBROEMEE FicD ML it
VIR Lz, &= o Ric2& 01 & b 33 BOWEAS
HEMcREE L.
<RE SO FFE@ILHE >
EREL  RERB LU T OMMEIZ ) ¥/ ERetillz 2%
fEu,
AR RIS © BRESEBHIZ Y v EROE R &R0 A, B
ST TME €2t T AR
R : FREMICY v RO EEN 5,
(3) 7ao—-HA4 rt—-—F—-12 k58D 1 +H A
AL O

4 gtttk NOD w9 2% 4 o, REPURAE
9 (12.5 ug/M) (whole IGF-1 (n=3), GAD (n=3),
129 (n=3)) 27 YVas b EHMLTEFH
L, MBELTT7 722 rDIEEE5L IR
(n=2) £MEL ..

oDy 2% 8MEGTIEE L TR H
HiL, E¥ €y P ERAOCHEERMRICIEEL, 5%(F4
RERIMAE, ~=>9>» 1005 U/ml, R bL7 <A
v v 100 mg/l £8A 13 RPMI-1640 (Gibco &, K[
WUTF, #7v8) st CoEERAR%E
L2000 p HihH 1 x10° B HEL 96 N~T1 2
o7 v—F (F==r7, ¥EH) 251l a5, <
NE RS 5 7% whole IGF-1, GAD, bL 131~
2Y YEBBRESATAEN 10 pg/mlicEs LSl
ThA 7z, HBE LT~ F F A bR Vb D
EZHIELL, €0i%, 37C, 5%CO'fF{ENT, 7285
MR L, &£T40MEI7Lr 77205~ A (Sigma
i, KE) ZEHGEEAS 10 pg/mIIciE B L SIS L TR
mL, BT A7X&ED 150 ul OKiE%E 5 ml D
ARRTICEM L, & 51, CYchrome EiZkit CD4 itk
(H129.19 : Pharmingen &, XE) 22T, #ET
15 ARIRIGX 874, T oD%, FACS lysing solution
(Becton-Dickinson #£, X&) % 4 ml#&m, 10 57
M L, 0.1% (4 RsRilnathn v B br M ikiz
T## ., 500 ul ® FACS permeabilizing solution
(Becton-Dickinson &) ZInA B&EAT T 10 RIS
TEh, 2o, 01%F4HBRIMAEMY MRl
BHEKT 2@%A L1tk @RANY S P A ERET
5129, FITC Bt IFN-yin{& (IgGl ; Pharmingen
#1) & PE (phycoerythrin) #3851 IL-4 % (1gG2b;
Pharmingen #1) #& 3 ulimmL T, B HBFT
30 SRIRIG & €. »BE&E LT FITC #i8k [gG1 & PE
B 1gG2b A 2 b ERJNTMIL 72,

Zhooffihizfil@ahsc7o -4 b X —5—
(FACScan, Becton-Dickinson #t) TRV THEMRZE
Mo CD4{ili% b &ic CD4 Bt THIRREBEL, €
DHTE SICHIBER Y4 b A1 v ORARTEEZREL T,
B o b 7l SO T IFNBBEEMRR, 1L-4 REmE
ERHELL. BHICBVWTOEC & 50,000 D CD4
Btk THIRM Y v r&h, &894 FA 1 - OBHHE
fa# % 50,000 o CD4 (Bt THEOS bitgEhn 3
fttifa D TRAL L.

(4) WIBBHOY 1 + A4 Y REOEERN) TA¥
1 & PCR 8tk

HpEORMRO T4 b 24 ¥ RISOFHER (%1
3)) cCHEAManti<o A (BEBTEM) LhHiFRE
EIEFIcRERR A Bt E i, C OREMBA S RNA #8
Rneasy Mini Kit (Qiagen #t) X THitizh, #ho
@ RNA 32T Not I.d (T) & First-Strand ¢cDNA
synthesis kit (7 r =R bR b 5 » ¥ cDNA &K+ »
b . Pharmacia Biotech t, ZEE) 2HA L THEEHES
N, 7r—RAFA P75 7 FcDNADBERREZH, +1 ¢
A4 mRNA (4 5+~ Z+— RNA) O}5ER PCR
iricftan s ¥ T-80°CTHERESI N1,

wiz, Bohr77—R bR+ 35~ F cDNA 8F
ELTIFNy, IL4, ILI0D 32D A bA A »izD
W T mRNA O ¥ ERIFHITEH TagMan Fluorogenic
Detection System  (PE Applied Biosystems, *}[¥)
tIc&d Y 7 NF 1 4L Polymerase Chain Reaction
(PCR) #:Z2H W Tirbhi (23), $¥4bS5, Ths
OHA AL VICHTET o - 7O 5REE £ -
¥ —® 6-carboxylfluorescein (FAM) T, 37 =
¥+ — (k5 F) ® carboxytetramethylrhoda-
mine (TAMRA) Tifixh T (TagMan 7o —
7), TaqMan 7o — 7 Lic#§& LTV 5 FAM 2 3'|
DI xrF = TAMRA DRBIC L DBIRTR LIS,
LhL, ZOHDNA #Y 4 S—HiEHE 532+ 7/ R
7 LT —¥iEtEESbDbE bDOTaq #Y £ 59 —F
(Takara, Kift) & ->T7 74 2 —h S OBERIGA
4L, TagMan 7o - 7Ha3E&h 3 &, TagMan 7
a—-7ph oL iy £— % — FAM (2 TAMRA
DEBEZUR{LVEELERT LV S HMB -
TW3, ZoiiNfi% ABI Prism 7700 sequence de-
tector (PE Applied Biosystems) 2RV TET S
sicky, HNBEFOMEOREL ) 7Ly LI2E
L, BfO mRNA R%ERENICEIET 204 EH
#1975 44 PCREROKETH S, COERTH,
B & LT p-actin ® mRNA OB icfilEEh, &

— T248 —



WE: 1 MBRKCHH 3 IGF-1 D&

W1 H LEROYPCREUWICHELAT S Av—-0BLE
TagMan 7o -7

TaqMan
Te—-7

B-7 2% » 5.CAACGTC 5-TCCAGCCT 5.TGTAGTT
ACACTTCAT TCCTTCTTG TCATGGATG
GATGGA-3' GGTA-3 CCACAGGAT

TCC.3

IFN-y 5-CAGCAAC 5.GCTTCCTG 5-AGGTCAA
AGCAAGGCG AGGCTGGAT CAACCCACA
AAA-T TCC-3' GGTCCAGCG-

3

IL-10 5“CACAAAG 5-GTAAGAG 5-AAGAGAG

CAGCCTTGC CAGGCAGCA CTCCATCAT

BETE 57347%- FT547-

AGA-Z TAGCA.3 GCCTGGCTC
A3
IL-4 5“TCTCATG &5-GCTCTTT &5-CTGCACCA

GAGCTGCAG AGGCTTTCC TGAATGAGT
AGACTCT-3 AGGAAGT-3' CCAAGTCCA
CA-3

#4 b #4 ~ mRNA @ b~ {3 p-actin @ mRNA G
ol L THIEL TR hi (8, ARTURAL:
#5354 <w—& TaqMan 70— 7%5 | RIZ/R L.

ER2 IGF- 1Rz ~TEEDHAS

FE: 11T | BIBSRMICH T 3 IGF-1 o BENRFLE
LeoafedRitsht s, AERTRIGF1 D&
DYIHBIEr=T7 (772877 —=YDOMHC 7 7R 11
PFFIcEEES LT~ — THRIRREh LT FF)
LLTHiELTL 200 Ao 5120 IGF1 %
{vRYvetreEnvy— (HEH) 0H5859 (IGF-1
8-23 : AELVDALQFVCGDRGF) &+ €0 ¥—0«i
L5} (IGF-1 24-41 : YFNKPTGYGSSSRRAPQT,
IGF-1 50-70 : RSCDLRRLEMYCAPLKPAKSA) (<
A3, 3FiFo~7FFESKL BF27 /777 R, T
), ThoDAK~TF FEZAZNOD =9 RICHS
LTER | LERRICHBRBRES BLRE, Saioy
1 b4 RIS, BEFOF P A4 Y REFEHEL
7%
(1) BERRINRIES

4880 NOD =9 2 % 4 BEi 43 F, IGF-1 8-23
(n=15), IGF-1 24-41 (n=15), IGF-1 50-70
(n=15) £V IGF1 D—HEWMIKT 2T FF
(125 pg/lE) %7 Ya-<v b LiRI0L TRTFHS L.
HHE LTHEEROMALVED (T ay P DH)

RRFEMLZE (n=21) ZRA/LL. KB LK
ICSERRORELHEL, SR5HIcHIT2 37 Btz
TORRARIERERST Lz,

(2) WMtz B DR OIS

SN TR ORERBLMREL. 37 Wid THIKWK
RIEE~ v R EBHELT, FlSJEmLL, E8&I &
FRICARE 2 0 FRIE & 374 L 72,

3) 7o—-HA b+ A—9— it 3MMBEOYA FHA
7 RIG D 3

4 WiR Ot NOD = 9 R % 4 BRic 4313, IGF-1 &6k
~7# F (125 pg/Pt) (IGF-1 8-23 (n=3), IGF-1
24-41 (n=3), IGF-150-70 (n=3)) 2T ¥ a/~v
FEIRAOLTE TS L, sBELTT Yacrib0d
2L LEE (n=2) 2HEL .

Zhonwy 2% 8ERTHE L TERENICHEE®
Hi, MEEMERICHIEL, KR E[EEED AT whole |
GF-1, GAD, 1 ¥z Y ¥, IGF-1 &K~7# F (IGF-1
8-23, IGF-1 24-41 & L € (2 IGF-1 50-70) &\~ 1
BRI T B4 4 A4 ARIED 7O =% A b A —5 =
ERAVCTHMEE I,

4) KIBRBFRO+A A4 Y REOYERNY 75y
1 & PCR 84tk

MIEB (ER2 (3) THMIAL=y 2Hh 5K
bR A, IFNy, IL4, IL10 EVaioyq
P4 O mMRNA O L <UHER] &RICEERD
D)7y {4 L PCREIREAVTRIES hi.

Hatim

STOMER, FEYHREIFERRLETERRLEZ. NRE
RIER D B IO iz (2 Kaplan-Meier test 2 Hj Ly,
FEROEE, MHEoYy1 ru4 XRIL KEHOY
1 b h S Y RBEOZBMLRICIE Mann-Whitney U
test 2{EAI L7z, plili<005 ZEHFEMCHTEEID
5EHEL I,

R R

KR 1 HERBOEMRFE L To IGF-1 ik
(1) whole IGF-1 #4512 X 2 WEFR M RAE MM B RO
ES |

1 BRI O U TH 5 whole IGF-1 (n=13),
GAD (n=15), 4 vz 1 v (n=12) % 4 8ot
NOD =9 RS Lo &S A, 36 MilnE TORIKRD
B FIE# T whole IGF-1 {588 T 38.5% (5/13),
GAD 45T 733% (11/15), 1 R Y &L HT
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WHEIEY: 82% 3 %5 (EKITH 9 A)

80
e FEEEEE
—_— GAD - ..n
L Y RY T :
- 60' Illlllll:l‘/ ].‘D._.)L :‘
5 a
ﬁ' ]
E 407 —
&
- :
H
Li
0 = -
0 10 20 30 40

Hin¥

2@ IGF-1, GAD, 1 ¥A ) ¥, IFA(3vta—-n)
ORFELIZET S 36 B T O RHRBIR A RIES,
*p<0.05 vs. GAD, A »2Y ¥, 2 ro—-L§
(Kaplan-Meier test).

100

[n]; §: 70003
W ERy M &

-~ N ERRS

£

2

=

e

E

&

-3

IGF-1 GAD A »2U> axbo-ib

3@ IGF-1, GAD, 1 ¥a2 Uy >, [FA(2vto—n)
ORTLEEO 36 WO S TOMRYERIE< Y A1
BUIRBXAOHEREEY (IGF-1 #58 (n=8) ' Ik
TSHEES 67.7%, HRESFIDHZ: 4.8%, RRESINZ 275% .
GAD {258 (n=4) : ERIKE 50.0%. FFEMMM% 13.2
0%, PREAAZ368% A4 2 &5t (n=3): "
B 566%, FEMMH9.4%., FEMNIE34.0% . 2 ~
Po=-BE (n=6) . IEWHEE 61.2%, REMER 119
9%, BREMAZS 26.9%).

a. 2000
H GAD

§ A2

§ N D 16F4

. \

8 10007 '%

: \

o= \

§ 8 §

ES . N N =

avpu=—p GAD LAY IGF-1
b, 200
W GAD

= AV R

g 0 1GF

5

& 1007

gﬂ

8%

i

7%

=0

0

avto—a  GAD

B

ARV IGF-1

WA IGF-1, GAD, 1 ¥2Yy >, IFA(2»bo—n)
DHEBG U B SIPMIROITITREG Y 4 + 71

IG. (a) IFN+#4: CD4 3tk fmiass, (b) IL-4 &4 CD4
PR HANEL.

75.0% (9/12), *EBBET 71.4% (15/21) & IGF-1§¢
LT E LS L CHECHRARERSMEH ST
Uitz (3 2 : Kaplan-Meire test ; p<0.05).
(2) BEG#R oI

36 MM TRBOBRBERRED Y AlLH>VLTHE
ROTTHMLIEELHBLI L3, HFHPIcEELRE
BEBL SN » 1285, IGF-]1 5B THREBRMHhE &
gL Tilsh T s (EMBELHEV) HIsi2s
ohi: (5 3).
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W | RBSIRAGIC BT 5 IGF-1 O E%

W2k IGF1, GADOBBRERICEIIRBETD
Thl/Th24 1 b 7 4 »RBlk
B IFNy/IL-4 [FNy/IL-10
IGF-1 28x10* 42x10?
GAD 78 286

) MAREORBARTHMICHT 244 +H 4 RIS
DY F51

1 DIBERR A D BEFEIRK (whole IGF-1 (n=3), GAD
(n=3), 1 ¥R (n=3)) 2ETFEkS&shi:=v 2
molEmiat s IR TH L, X% DERIE (whole
IGF-1, GAD &L <iz4 vAY ») Ick->THIBML
Db, 7o—44 b2t —5—%FVT CD4 BB IFNy
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BAEAIORE) » GAD 5L HBL TED oA
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FER 2. IGF-1 R E b+~ 7EEDRKS
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2% (Kaplan-Meier test),

100
O BR&Re
B PR e
s ERRR
IGF B-23 IGF 24-41 IGF50-70 2> hE—jb
M6BI IGF-1 8-23, 24-41. 50-TO DHEEATF ¥,

IFA (7 v Fo—n) ORYSHEOBRMERIE<Y RIS
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—T251 —




WEEpESE 827 3 8 GEnITIE9 A)

TRIEMEICED > TV 200 AT 318, IGF-1 %
{vAY)rE:rEaS—-DH5H45 (IGF-1 8-23) &
4y (IGF-1 24-41 & IGF-1 50-70) =/ #ILT
IHHO~TF KA LT 480 NOD =2 =
IcES L7, &8I0 37 B F TOMRAEOZBRURIESRI
IGF-1 50-70 #5287 33.3% (5/15), IGF-1 8-23 4%
LEET 80.0% (12/15), IGF-1 24-4]1 50T 66.6%
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RORIGHEMKE (p i) ohofaics e = 7L
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BOBMARE L TRIEL TV 5451, | HRERE
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F& L TREEL TwasLA, IGF-1 (3 p AT b
HARTLIEVLSHELSHD (26), IGF-1 M=

THREO T E b =7 ADBEIZBITAHEFEHA R r—F
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WEEE i M 5T 2EEERICIENY 5 L T%
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(35). —%., SPOEBRETRIGF1 T Savt
EELICETRIELMESLTEST, e, 1R
Y »oRE, FEEBONSTRAEDHEZZEDTVEL
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Eo Y—04h 3 IGF-1 B-23 {5 T R O FhE AR
fEENS v R ) v & IGF-1 B-23 fillic x4 5 RHfa 0
Thl # 4 7OREAERE iz, Cho DR IGF-
18-2385HTIHSI 2 v Dt ®EO Y- (L V2R
Y BROER) Lk o THRIEREHEMBH oz &
ERELTVIETbN 35, IGF-1 50-70 B 5 BT
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WEH 24 — ¥ DIRDOEPA I EES 3.
2)IGF-1 ®2EF|OHhTH IGF-1 50-70 R7F FD7
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FOTHRERERN RO 2EBO~7F F (8-23,
24-41) BEHPLa v ro- APzl THERZEWT
EMRERL,

3. IGF-1 D—HiEHKT 2 3HMOETFF (8-
23, 24-41, 50-70) S5 shic~ o R OMMINCE
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