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FEBIERE (L F RHEEER)

B4 YA VS L) R S
GAD HLfkBTE A4 » 2 1) > SRR A RS O 1 B

ey EZH fBE BT AW RITT EHk B
e A HE Tk BEZ BET MILEHE"

BA R Ll RRH? IO e

B ERIE 281, B 1994 (18 5 ([CRESZET FPG 111 mg/dl ZBESNah i
BLULTWE 1996 £ 2 A0 %), FPG 165 mg/dl, HbA1c7.8% [CTHERIREEZHE N,
BE - MEEMICTHEZR UL, 2K B8R 177cm, AE69ke EIBAEIFIEL, HbAC
6.9%, GAD ¥ifk 63.7U/m/, R CPR 34.8ug/H. 75g0GTT KM X CPR(0O~180 4)
23.3ng/m/ ERAMEA VAV VHBDREN T GAD ARG > A VI FEIREBYER B
(NIDDM) &g En/c. IA-2Hilk, 41 AU VESH®E TPORKEVLWTFNHRET,
HLA-DRB1'0405/'1502-DQB1'0401/°0601 £HAA 1 BERRODEZBZZEDS KUIET
WN\TOFA TEBELTW . B A MIEKEZRIFCEOEMNT NPH AR U 4 84]/H%H
th, Tk 8 FRBICOIEDNEMA VAUV iaemBUlc. TR, 75 80GTT ICHITDZ
CPR(O~180 %) (¢, 2 %% 33.4ng/ml, 4 %% 25.4ng/m/, 6 F#% 14.2ng/ml, 8 F%
4.7 ng/ml & 4AFBRRBICETL, AVAUYRESE 26 BA/AFTEMULE. GAD 114l 8
FH 9.7U/ml EBHETHD. GAD FiiEBE NIDDM LSBT0 814 AU BBEODBANEZE
ABDDACEEFEMNEEZSNS.

Key words : @ anti-glutamic acid decarboxylase @ insulin ® prevention @ HLA
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WRA 49%4 % (2006)

Table 1 Laboratory findings on admission

Urinalysis CRP 0.1 mg/d!l
Protein () FPG 120 mg/d!
Glucose (=) HbAic 6.9%
Ketone body (=) u-CPR 349 pg/day

Hematological analysis Immunology
RBC 520 x 10*/mm? GAD Ab 63.7 U/ml
Hb 155 g/d! IA-2 Ab negative
Ht 46.3% JAA negative
WBC 4.900/mm? TPO Ab negative
PLT 168 10*/mm? TG Ab negative

Blood chemistry HLA typing
TP 72 ¢g/dl Al1/A33 B44/B52
Alb 46 g/dl C(-)

LDH 17210/1 DRB1%0405/*1502

AST 181U/1 DQB1*0401/*0601

ALT 1910/1 75 gOGTT

r-GTP 224 1U/1 PG IR CPR

’??};1 ) ooilg%j (mg/dl) (U/ml) (ng/ml)
: 0 min 103 25 1.3

T-Cho 193 mg/d/ 30min 197 203 38

TG 129 mg/d! 60min 229 289 53

Na 143 mBq/l 9min 203 201 53

K 42 mEq/. 120min 208 156 438

cl 104 mEq/! 180min 124 63 28

BUN 14 mg/d!

Cr 1.1 mg/d!

UA 6.0 mg/d!

Amyl 15210/1

FPG 111 mg/dl, 1995(FRL 7)4E124% FPG 131 mg/d!
PERBENLIWE L Tz, 1996 CER 8)4E 2 B,
SREREORBEZW CRME(3+), MERILEE 175 mg/d]
23R S NWEESZZ. FPG 165mg/dl, HbAic 7.8%
ITOERBEBH SN, AERELHEGL 199
(CERL8)E 6 A, & - I BMIC CHYRENM S A
bbb,

ABEBHRE: 58 177cm, 4K E 66kg (BMI 21.1
kg/m?%, IME 120/60 mmHg, IR#A 80/min - %, B
RIREE(—), BIEE - MRZFMNICEEFRRLAD 2P
o7z,

ABERERAT UK (Table 1) : BIRICTT b o4& (-),
FRMBEB & CEERETCIEETRD Do
7o, BERFEERZE T, FPG 120mg/d/, HbAic
69% LBEEFR L, R CPR It 349 ug/H E WE M
A VA VAW BRI T BBERERE
A CIX, GAD Hufk () v 7 Anti-GAD ~F A},
FEE@E SU/ml ki) 13 63.7U0/ml £ HHETH- 72
2 TA2HEBIUA Y2 YEHEHE MW TR
radioligand binding assay®iZ CHIE) X TH b,
RPRREATHAESBECTH o7 FAHLAZ TR

IHuEIE, Al1/A33, B44/B52, C(—)  HAA1H#
FERBIHEEN 2 DORAFLTELT, HLAZ 5 A
II $J5 12 DRB1'0405-DQB1%0401/DRB1"1502-DQB1*
0601 & HAAN 1 BB RIBORBEZUNTT YL S
BIUERENTO S 4 7% B LTV

FRERAREE © AR 2,080 kcal DAL & EBEE
BTV L, KA RS s LR
RMLTNPHA YA (0, 0, 4)ZFEL7z. Ak
o 75g BOT FyEARREBR (LT, 75g0GTT) T
i%, insulinogenic index 029 & #HI A > A ¥4t
BT LTw7as, HOMA-R 064 & 4 > 21) ikt
Baohhdbor, Dk MEIMo—-LVEHESR
HbAwc7% T E L, BEAAY VESEZTHEH L
HS, 8EMICHAD 75g0GTTIC X Y AREMEA
VAR YREEDEE T o7z, Fig 1 @ RT
X9, mMEaY Fa—VOEITENS VA U
H5HEIZ 20004 L) NPHA Y2 >4, 0, YD 1H
2EFTH, EDHE M4 YAV 30R 50RO
LH2EHFTB & L, 2004 £ 5 I38BERHEA 1) »
EERHBEA A O 1IHIBFTBEAEEL. A ¥
AV rEEELRAT 26 B/ HEFTHELTYS
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Fig. 1 Serial changes of hemoglobin Aic(-0O-), GAD autoantibody level (-@-), and insulin
secretory capacity evaluated by 75g OGTT (@).
Bars represent the sum of serum C-peptide values(® CPR)in each time point.

5, HbAicit 8~9% & 4 I4ED >~ o — L3
LR Twiv, GAD fufkfliidfs e & bIET LT
WBA, WRERE S EHED 9.7 U/ml LIKABETS
5. F/, BEEBLCREIELIERD Oz
2. BBPIZBIT A 75¢0GTT DA ¥ R ¥ ik
(= CPR (0~180 4)) i, A B BF (1996 4F) 23.3
ng/ml, 1998 4E 33.4ng/m{, 2000 4£ 25.4ng/ml,
2002 4£ 14.2ng/ml, 2004 4F 4.7ng/ml & 44 B DR
WIET LA v R AMARFFIREAN T L7

£ =

AIEFNLERRAYIC 2 BIBERRHRORE/RREEL T
Wiz, BETHLHIE LY GADHEDAR S ) —=
v IHfTbi, GAD PifkBE NIDDM & 2l & 7
EFITH L. FERFEORKE LRI X 55 L ERRE
SHE(BAERRES, 199" roazE, [1AR
FERIR (A v A VIEEFEIRER) o Esns. %
bbb, BlEEEHIIELMIEIREFNIHEEIN
FARBIZ L[ 1A BRERG (1 >~ R ) VEREIREE) [Nt
EIT LT HRESED ), COX)EEIIBNT
WHEMEEA > 2 YW ETELRETRFSEL L
13, 2OBOMEIT Y P —VIZBWTIEFIZEET
HDH. INFTIZ, FKRZ AP 1 BBERFNA ) R
7 AR FHERES 1 BIFERREE I T 5 HE - £B
FHESATAFTbRTBY, REFOLS %
GAD hufkFg it NIDDM ORRE & £ W 5D 5
A%, 1 BBERBEOREFHICEHLTIE, A VA VK
T - BRAESY, 4 A yROFKSYR=aFF

<A FROKE L 5 KBEENARBRS T
LrL, Wihd HBEAFHZRIIEOTELT, BR
HACHENLBETHEZIROP o Ty, L
L, BERH 1 MERFEZICBTARETIE, H
CD3Hitkfr G ERIHIC BT 2 EEIHESI N
TWwasYW 7 SPIDDM 2B 5 A4 ARBKR T,
4 YA VORISR EDBDA ¥ R) ViR
AR THE LW IMEDRENTWEYY, [ VR
Y UG ENITRTOERIIBNTA YA VK
FIRENOETZ FHTE b T\, —FT,
GAD BilEBMTH 0y 2035 10EL Eicbizh 4 &~
A EERLEELBVERNDFET 120, 1V
AN v IEEAFIRRBIC S BRERFEZ A VA VES
EHFTANRTH S ) 202, IONA VAT BE
PENTLFMEORIILEING, T/, A VR
YORSRGREY, k58, B5HELZ LSIZoWT
b, THICERBELENTWRVOFRIRTH 5.
ShEbbiid, 1 BERBORSEYE HLA
(DRB1*1502-DQB1*0601) * 3 % GAD Hifk&
NIDDM & 1 Blizxt L, A4 v A ) Y&5ICE DA
HEA > R YW oRFEERALL. L L, Figl
IZRT LI, 2EBIZV o2 AAL YA Y YA
ELDOD, BERAEBLDREIZS Y R V45UkEE
FETHIZETL, 4 VA VIRFERE~NEERL
7o. DPT-1 2B ARRIE, $TIZA YR V450
DETLZ1ERERFOE I EERETH o727
»Y, L) BHOMN A X B BB R s R Rt
HEEN LY, REFADL A VR Y FUOER
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HERA 49245 (2006)

Table 1 Laboratory findings on admission

Urinalysis CRP 0.1 mg/dl
Protein () FPG 120 mg/d/
Glucose (=) HbAic 6.9%
Ketone body (=) u-CPR 349 pg/day

Hematological analysis Immunology
RBC 520 % 10*/mm? GAD Ab 63.7 U/ml
Hb 155 g/dl IA-2 Ab negative
Ht 46.3% IAA negative
WBC 4900/mm? TPO Ab negative
PLT 16.8x 10*/mm?® TG Ab negative

Blood chemistry HLA typing
TP 72 g/dl Al1/A33 B44/B52
Alb 46 g/dl C(-)

LDH 1721071 DRB1*0405/*1502

AST 181U/1 DQB1*0401/70601

ALT 1910/1 75 gOGTT

7-GTP 2410/1 PG IR CPR

?_L];l 1%022%5 (mg/d))  (@U/ml)  (ng/mi)
: 0 min 103 25 13

T"Cho 198 mg/d! 30min 197 293 38

16 129 mg/dl 60min 229 289 53

Na 143 mEq/1 9min 203 201 53

K 42 mEq/l 120min 208 156 48

¢l 104 mEa/1 180min 124 63 28

BUN 14 mg/dl

Cr 11 mg/dl

UA 6.0 mg/dl

Amyl 1521071

FPG 111 mg/di, 1995(CFRK 7) F12id FPG 131 mg/dl
FREBINLITHEL T, 1996 CEFRE8)E2 B,
BB OREZH CRMEG+), BERIE 175 mg/d]
WS NIEE 2. FPG 165 mg/d/, HbA1c7.8%
IhERFEZH SN, BEEEYREBL. 1996
CER8)F 6 A, % - IEEMICTERBAINA
L.

ABEHE: HE 177cm, A E 66kg (BMI 21.1
kg/m?), MM 120/60 mmHg, BR¥A 80/min - ¥, H
KR (-), MEEE - MEFHNICERERTR 2RO 2,
o7,

ABCFARARGE (Table 1) : BIRIZTH b (),
RIS & CECFRECLRELRD 1o
7. HERFEERE T, FPG 120 mg/d/, HbAic
69% LEE AL, R¥ CPRIE 349 pug/H ENRME
A YA Y WERIT BRI N Twie, IERIEF
MRAE T, GAD JUE (Y v 7 Anti-GAD ¥ X b,
EFEHBE SU/ml Rk 63.7U/ml LBEHETH - 72
A, A2 B L U4 v 2) YEHCHE (W TRD
radioligand binding assay® = CHlE) XM TH b,
RERBRACHA S BIETH o7z, TLHLAZ T A

IPuEix, Al11/A33, B44/B52, C(-)EHAANLH
ERFICHFEN250RELTBLT, HLAZ I A
1I $tJ& i DRB170405-DQB1*0401/DRB1*1502-DQB1*
0601 L HAAN 1 #ERFORBESENTO I LT
BIUERENTOY 1 7% F LTz

FRRAEE © ABEtE 2,080 kcal DEEHE: & EBRE
TV RYL, BEpMEEELRFIELLEER
BMLTNPHA AU (0, 0, 4) %Lz A
o 75g BO7 FoEaRHAE (LT, 75g0GTT) T
i%, insulinogenic index 029 & fIHB A » A1) ¥ s
T L T4, HOMA-R 064 & 1 » R vikpitk
Fa ooz, D mEay bu—VHER
HbAIc7% LT &L, #EA VA Y BEEZHEL
TS, SEMIZHhAD 75g0GTT & Y WRMEA
VAR VWO REZTo 7. Fig 1 ICEBERT
91z, My ra—VoOEIZENS YR U
B 200048 L) NPHA > Z2) 4, 0, 9D 1H
2HFTE, FO#HE P v AY Y 30RF/ES50RD
1H2EFBE L, 2004 F0 5 SBEFEA 2 AY ¥
EEHEAAY YOI ASEIFBANERLE 4
A UESEDRAT 26 BA/HETHEELTWA
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GAD ¥4kl NIDDM & BT b

i Aspart

30R

50R Glargine

Insulin dose (U/day)
>

ZCPR (ng/m/)

....

> CPR (ng/m/)
—o~ HbA1c (%)
—@- GADAb

110 7 100

160

{40

(wy/n) avavo

‘ I

1996 1997 1998 1999 2000 2001 2002 2003 2004 2005

Feb Feb Feb Feb Feb Feb Feb Feb Feb Feb

Fig. 1 Serial changes of hemoglobin Aic(-0-), GAD autoantibody level (-@-), and insulin
secretory capacity evaluated by 75g OGTT (@).
Bars represent the sum of serum C-peptide values(Z CPR)in each time point.

%, HbAicit 8~9% &1 ItED » O — VG
LNTwhv, GAD PufEffiidE@ e & HIETLT
WA, REFBSERD 97U/ ml EIKRBEHETH
5. Fi, BB BLTHEEIIRLERREDON2d o
72, BEBHIZBITS T5g0GTT oA ¥ X ¥ RIK
(X CPR (0~180 4] &, A B B (1996 4F) 23.3
ng/ml, 1998 4E 33.4ng/m!l, 2000 % 25.4ng/m/,
2002 4 14.2ng/ml, 2004 4 4.7ng/ml & 4 B LABE
WAERT LA Y R VARFIREAN L EIT L2,

£ =

AIEBNLERIRAYIC 2 BIMER RO RERREEL T
WS, BETHHI L LY GADPED AR ) —=
v 7 fibi, GAD Pk NIDDM & s e
ERITH L. ERFROKKE &R X 55 L ERR
SE(AARRERRES, 199 hroabE, [1AR
BER (1 v A VIRFEIRER) oS ns. 7%
bh, BB L HIELHMBEIREENIIEESN
BARBZIET1A BUBERAE (1~ A1) VREFRER) INE
BT LT TR DH ), 0L RBEEIIBWT
WHEEA > 2 3w ETELRITRFEEEL 2L
ik, ZOBOMEI Y P2 —VIZBWIHERICEET
HbH, IhFETIZ, BRREARLICTEERBENA YA
7 AR SIERED 1 BERBEE T 5 RE - ER
FHEFFATAFITHhRTEY, FESAO LI %
GAD ¥ufkBtE NIDDM DRI & £ 2 WEEEDL S %
H, 1 BBERBORBETFHICEL L, A1 Y AY VE
T - BRNESY, 4 R YEORSYR=aFF

<A FREROKES O L 5 KBEENARBS T
L2L, WInd BEMHRIRIIBOTBLY, Bk
HTHENLBETFHETIROPoTwiw, Ly
L, BERH 1 BERBEFICBIT AR TIE,
CD3 Bk 5 D EEMHIC B 2 FEr#HE S
TwasW 7, SPIDDM 2B 54 ARBK T,
A VA Y OREBENFDBRDA ¥ A1) VR
WEHTHE L VWIMEDLENTVEY?, [ VA
) YR E ENTTRTCOEFIIBNTA YA UK
FFRE~NDOHETEFHTELDIT TRV, —FT,
GAD iR HETH 0 205 10 FEMU Licb/izh 1 &~
A UEERLEE LEVWERSHFET L7290, 17
A VIERIFIRRE IS H HHERFEZ A v &) VES
FZIFANTHS I 202, TN ATREE
ZENTLFMEOENPLETNG. /2, A VR
v OR5 G, f5E #H5HBL SITonT
b, TR INTW2WOIEIRTH 5.
SEbibiid, 1 BERREORBEY S HLA
(DRB1*1502-DQB1*0601) # 3 % GAD HifkBEt
NIDDM @ 1 st L, &4 2 V52X DA
WA v 2 Y HWMOREERAAR. LrL, Figl
RS LI, 28TV oA YA Y YAWMHH
EL-bOO, BHR4EBLRICA YA VR
REAEIETL, 4 YA VIRERE~NCERL
72. DPT-1 2Bl 5%k, § T4 YA Y43k
DERTFTLAIBEERKOELIELERZ Cho o7
B, X ) BEOMN A X BB B BRI R
i shbds, REFD L HIZA VR Y FWOERFT
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WERRAR 49%4 5 (2006)

LTWABHEH2L DN ADEN TH o7 Z EIIRET
REZLELTHAH. F72, DPT-1% Ehime Study? |2
BWTRENTWS L9112, 1 BERFEORBIRUE
HLA 245 5 GAD JuiEBHOBERILD 5 IR
I TRV, FRSDBENA VA ) VREIREE
~NETLEZPEPIIOWTIERATSH 548, NEFIO
ik GAD HuiEREE NIDDM 28175 HLA 7 5 A
I EETFD, FOBOERFRCEATRTREY
ABLTWD, 51T, FEFICBWTE B Mgk
BERETE o8B E LT, UKPDSIZBWT
EESEZ BT BERRA ¥ A MRIERE~D
EITHE SN T VDB X )Y, REFIORIEFERGD
ML TwAmiEEdEG SRS bhvbhid,
GAD itk = ¥ + — 7T 4% GAD HL 4k 5
NIDDM @ natural history D FHIZEHTHAEZ L %
BELTWAEOY, SBIZFDL ) L AELRERMET S
ZEIZEY, AR MARFIRENEERTHENLY
A7 BEEHRPICFEL, F—5F— AL FIZERT
EE#E LD EAANTHS.
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