% &£ 13ERE
1 BUBEIRIRDOFRE T H & TRHICE§ 2 i DR
JIgy - e
Lo 1 BRERBORIETFTH
1 BBERR I, BEEHCEEEC AN, —ERET 1. BEFLRALTOFH

Lo BBEETHIED 2 Y b — L EET
b3 D%, BRFEEGHEZIZCOEKR?ER
b7z 6T BEY, BN, tEEEEISRTHS.
Z0l» 2 2 10EDORIKE  OWIFEE B RIE T
BT a0tRIci2ENTE R, Fig.lwrTioig, 1
B ERIR IBEEF (HLA 8 & U non-HLA #EF)
EELL, prEOoFH RERTY) zEcES
R & B p HifEESER s, 1 VA Y o
A2 FRET 3 LN Sh T3, BF, T8
MHERFEHEOE LSy 1 BERR O RIE A 4
ZALCETIHERZRD I L0ESERS, 20F
FEFEL, FRHICOWTORBBELZE b LI Tn3,
ARETIE, 1 BFERIB O FRE FHIC D TOFHIA, i
CIHAETTOREFH O Trial KDV THEHT
5.

Precipitating Event

MR T2 ECRENIER SN % LA
(Stage 1) iz 1 BBERROFIE Y R 7 3 FHIT & i,
ZORETHLBIVBZTHS ZLWHEHENS, 1
BISEIRBORIE IS T 2 EROBRTFEDS b, *
FEFANC DOV TOFELWREAP R ERTHREDIE, B
FrE CHLA(DDM 1D D& TH3. Z20OHTH HLA
7 7 ANFED 1 BFERROFIEICEVWEEZ S - T
B, BHED DR, DQ HfEPFHERZM S & CEfiE
2R, LU 1 EBERFEED 90% LD 5
A Y A7 HLA &, —BREMD 40~50% 2 b FLE
T 578, HLADWKMERIE, < ETH 1EERKERE
“FERELRTW il “FBRELICSW bwd vy
DFHCLEZRENS L CHEBTILNEND B,
H7E, KE (Diabetes Autoimmunity Study in the
Young ; 2L T DAISY & #§9), F A ¥ (German
multicenter study designed to define the course of
anti-islet autoimmunity from birth in children of
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>
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Fig.1 The natural history of type 1 diabetes mellitus and its prevention strat-
egies (Canadian Journal of Diabetes Care 22 (Suppl 3) : S 24-S 30, 1998

HZ).
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FERRR 42%105 (1999)

parents with type 1 diabetes ; 2I'F BABY-DIAB
L#&9), 74 >35> K (Diabetes Prediction and
Prevention ; BL'F DIPP & 9) 1238\ C HLA (W55
mEMA) & 1MBERIFORETFICET 2 BER»
5 @ prospective study 25EfTHRTH 3, DAISY,
BABY-DIAB i BF 55T, ~4 Y X7 HLA
(DR 3/4, DQB1*0302) #6923 1 BIFERBOE—E
THETIERI » ALV BECHEBIHEL, 45
FTRZDON% PEEELRLZ LXHehEE S
7o, =, BERBVTH 2D Y A7 BE—ER
BB B ENY, BECHEBHERE A
A2 HLA OBFEFNHS 2V 2055, §HIN
5 DMEDERICL Y, BEFREORETFANCS T
ZEREPHECR2THS S,

2. BECHEKICLZFHM

IhREsHEEERERINLE T48bD
Stage 2, 3, 4 BT ZRETFHEERT 5, B
X, BB HIREIc R 2 BESEOTFEER, Mgk
BIUEEREORBIZEVITS CLPAETH S
25, B TS KEREN T Motk L EE L
ENTELHT, FREHEHREENRELIEAZ7Y —=
YR TRETH S, —H, B RERENBECH
HoBHEE, EEEROBCHED 7 u—=v 71
IV EHIHESL, 2hE T ICA b > THER
DB HIETR 4 v A Y Y ECHE (LT IAA
EH&$), GAD HidF, ICAS512/IA-2 HilE Bl S b
XA o72, ZhoBROBCHAEDHEEIC LD 1
BIBERIRDONA VR 7 I N—TTh b E—FEIRE

B ARIETHFEZ 100% 5L ETETT 5 2 L31]
BEiciz oz, L L, 1 BIBERFEE O 80~90% i,
1 BSERRORERE 26 LR W—RER» 5> DRET
b5z, —MERIZBT 2MED B GFE T &
DEETHD, Avz—7T yPEEHIZBI S Case-
Control Study iz & 2#IE Tit, EROERCHGED
HAaGoeTc HLA B z0fAL T, —BREM
B E 1 EBERFOREY X 710 FTEL25%
TholttHEINTWBEY, ZOPHEI—RES
BT 5 FHE (0.2~0.3%) KE~ 100 5L
mWH, Z0 5% REBCHEBETH Y 2o KE
WESRW “BEE tndZrieny, BHRRT—
BERANIGHT 2 3P LHERH 5, HE, kEK
B T—HREMO 1 HHERFBFELE B $ % prospec-
tive study (DAISY) #ZETHTHY, ZOHEIRF
HLHEEh3,

1 RERBE DRI FEHEDHE A

Fig. 1 wwrd & 52 1 BUBERIR O FETB 13, Stage
1, 2 DK B % primary prevention, Stage 3,
4 OB IC B 1} % secondary prevention B & Uf
Stage 5 (FHETR) W B 5 tertiary prevention 253
52 LM TE 3, Tertiary prevention 1%, FEERD
[E B MR IEE B WA IR X 20 L WS RA T,
whid YRR Ew, 22T, BEFHEWIE
Ehofi 2 FBWZD&EBA TS (Table ).

1. Primary prevention (—X7FF7)

1 BUBERIBO—RFBAE, 1) T TIETL TWw AR
BHEBHEDEIE, BLU2) B A EnEL2RKTHE

Table 1 Current Prevention Trials for Type 1 Diabetes

Study Location

Participants

Intervention

Primary Prevention
TRIGR Finland

Secondary Prevention

Newborns with a parent or sibling
with type 1 diabetes and with
susceptibility as judged by HLA typing

ICA=10JDF ; Low FPIR ; not DQB1*0602

DPT-1 i.n. USA First-degree relatives aged 4-45 years ;
second-degree relatives aged 4-20 years
DPT-1 oral USA As for i.v. arm except not low FPIR ;
age>3 years
DIPP Finland Newborns with susceptible HLA and
anti-islet autoantibodies
ENDIT Europe First-degree relatives aged <40 vears ;
Canada ICA=20JDF
USA
DENIS Germany

First-degree relatives aged 3-12 years ;
ICA=20JDF

Cows’ milk avoidance for
al least 6 months of life

Insulin, 7.v. 4days/year &

Insulin, s.c. twice/day

Insulin, oral 7.5mg/day

Insulin, »nasal

Nicotinamide, oral

Nicotinamide, oral
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1 BRI ORETH L FHET 3550 R

ROBRED 2 D2OV_NVEZFT o3, ZhETOWF
BB WT, 1 UHERHE DO “Precipitating Event
(Trigger)” & LTHAEAOERP Y 4 VAR,
POBRERTWMEAboTwa Z EMHES AT
3, FhoDEECHETE, 1 BIERREOFRERHR
—EWT 4 Iy FRBLWTHAEAREIC L3 11
FEERIR DFHE T B Trial (Trial to Reduce IDDM in
the Genetically at Risk ; TRIGR) »&{ThCh 5.
Zhiz 1 BERENA YV AZ I N—TThBE—FR
BEOBHER 5,000 AL EEXNGIZ, £8P RLD
6 AU bichb7- 0 FAEAZHRT 2 2 & D 1 2UHE
RIRRE BT 2 FHHR%E 45 _EEHRHART, %
DR 2 ETI2iZ 10 FUESHETH 5.

2. Secondary prevention (=X FFhH)

ZRTFB I g MIBEPREL Tw 5 Stage2, 3, 4
BT BAAT, 20T—Nix 1) BB HAECxT %
BB R oMHE « &1k, % 72 1F 2) non-destruc-
tive form ~OBITICH B, ThE TR 1BEHERRBED
ZRFHH BRI E LTz pilot study B WT, #0OF
PshEpBREE S N FHlic=aFF =4 R4 v RY
VP B, =aFF <4 Fid vitamin B 3 FHEE TR
B HfEEECEET 2 7Y —F YA VP NO 24 &
¥ SO REEHAZRT & &£ I, poly (ADP-
ribose) synthetase Z#IHI L, HIFEN® NAD %3
BB -oTEAMBROBAER2BIRT 3 1ER
EHELTWS, BMNEFOLE LT 1990 FRETE LY
ZaFFr<A4 FORBAESNSAFEBE (European
Nicotinamide Diabetes Intervention Trial:
ENDIT, Deutsche Nicotinamide Intervention
Study ; BAF DENIS &0&9) »SERS iz, 1991 &
X VBB E L7z DENIS 12 1997 i TR T L, #0#E
BrgqmEINY, 2hicd 3 & 3~12KB0 1 TR
ROEKE 2,415 405 5, ICAZ20JDF-UThh 7/
OV x 7 PAOBMIFAELBHE=aFF <A
F (1.2g/m*/day) &5 (254) &HEHE (304)
W, BESEMICL > GERRAELLER, 2
NZENOEI BT 5 1 BERERE ORISR 24%, 17%
ERETFHRPEDONE oot |HEEIL T
5, A VAV YOV BETE L UEBRNKZECX 21
ORI FEE FBE D pilot study & Joslin FEFRH & >
F =BT, BESFEMHZIER (=R 83

%) 2D 7=, 1994 F & 0 KEIZ BV>TH 60,000 &
DE—FERRERPNRE L, DPEAVAY YO
- B#BIRMERE I X 32 KBEBEN ARE Diabetes
Prevention Trial-Type 1 (24T DTP-1 & #3) #317
bhTws, £721996 F, 1 > R Y 3 WH BRI
BLTWEE—EEHEENRE LA YA ) VO
C1# 5 & 2 A FB5 Trial ® DPT-1EME
7o, DDA > AY > Trial L LT, 4 YA Y DFF
BREZ/ZA VA YRAWR X B Trial b, Fh®
NT4VFZYREF—A MY TRBWIEIHE SN T
W5,

BEbhYIC A
BAEETPORE T ORA X, —RERMzB~1
ESERIROFEEIFE—EIRE B T{Thh
Tw3, LyL, 1 BREREO 80~90% & —ER»
SOFETH 570, FEFHOIT—NVE—REIC
BUBMATHS Z &z s, HESETR, %
DOREMERER R EDOR» 6 —REMTRTITBIT 3
FETFIAAZITI LRI RETHY, 5, R
B FHBCED S RED DB FHiE O TR
s,

X #
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