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R4 FAES FLIAD SPIDDM. 2 BIFEFRR. SUESE 1 BUERKB O BEKG

Subtype of diabets

SPIDDM, Type 2 diabets, AIDDM,

(n=49) (n=425) (n=58)

Gender(male/female) 29/20 261/164 28/30
Age(years) 52.2+14.2* 545+14.3* 41.0+16.1
Durarion of diabets(months) 129+16.2 11.6%+16.2 10.1£155
Onset age(years) 51.1£144* 53.4+143* 40.1£15.9
Family history of diabets(%) 26(12/47) 39(154/398)* 21(12/56)
Autoimmune thyroid disease(%) 21(8/38)# 1(4/279)* 30(14/46)
BMi(kg/m2) 221+32*# 255+48* 205+29
Maximum BMI(Kg/m?2) 243+27# 28.0+£5.0* 244+50
Age at maximum BMI(years) 405+152*# 46.1£15.2* 316134
Blood glucose(mg/dl) 208+105* 198+102* 304+209
HbA1c(%) 9.3+29*# 85+26* 11.0%+28
Ketonuria(%) 11(5/45)* 10(40/398) * 62(32/52)
Insulin treatment at entry(%) 18(9/49)* # 7(29/425)* 100(58/58)

*:p<0.05 vs. AIDDM (acute-onset insulin-dependent diabets mellitus), # : p<0.05 vs. type 2 diabets
BARERKER | DERSRAETMEEESHR | RERFABSHME (E—1) . X6 LWslIA
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AN YAEANHEFT LR TV (RE). TNHDH
T\ GAD $URDO P O % 5- A RO TR &
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A5 10U/ méA:bm 0 B E 13 H F ) IDDM 47 L
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P<0.001
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Fili. Bl GAD UAAREMEDEFRBEN 1 > X ) AKTF (T

&5 |IDDMETE CIFETHOFHREFICEAT 20
TRAT 1y TEIRAIRIC & BARET

Factor odds ratio )¢ p-value
Onset age 0.92 5.90 0.015
Disease duration 0.91 1.90 NS
BMI at onset 0.78 4.35 0.037
S-CPR 0.07 8.74 0.003
GADA titer(log) 13.2 284 <0.0001
r’=0.758 AULKEB. 35, FERMF2004, 3T#k7 &4 3IA

fEEFIM A C—/x 7 F K0.5ng/meRi) (CHEFT U /=38,

GAD i ME10U/me L E DFERI I KEB A A > R U 1k
TFEAETT 2P, 10U/meRFHOIER EBEMFIIFIZEAE
ETLEW,”

SULAER. A, ¥EERFEF2004, MHk7 £V EIA



6 FILI=HEFRIE OB W& o i~ #R 1R HEAT 1 BUESR % (SPIDDM) % Ll ~ B HORIA  Vol23 No.l

MR (BERE - EBRE.

#E O M R T 5E)

'

( eaesmumz )
|

[4—( A2, |AABISE ]}

v

Rtk
y

Bt
v v
[1ou/mipit | [ 10u/misk3 |
YL BY
-«

mL
BERE
PEHE
RIEIC 1 BBERA 28
ERLELNE ZDinE
HEITHEDCPRIET
thoEERERBEOEH
HLAZ: &

M5 REEET 1 BEERRZEHO/LHOOT7A-Fv— b

U/meA 5 DFEF TIXFRD BN h o 7213 0
RN — BRI S L Twa e E2 6N T
WABTEAA OO ED, IP-10DIIHEE B 10
U/mePl o ER] Tk 25 AE 1 BB IR A%, 10U/
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7oy BERHT RS UMl B & BB Tl A T A
EEBO WAL, EPURME L ER,. BML C—
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B LR EETIZE . GAD Pk Z il
€ L10U/méll o 3541213 SPIDDM & % 2 %
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High(>10) Low(<10) Neg
N 28 40 600
M/F 13/15 15125 298/302
Age 49.4+155 562%123 57.9%111
Onset age 45.9+147  499+103  49.1+113
Disease duration  2.4+45  63%65  85+7.2
BMI at onset 212437 243%46 23737
fasting s-CPR 1.6£0.7 22%1.1 2.0%1.0

* p<0.05, **: p<0.01 Maruyama T, et al. In submitting.
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Maruyama T,et al.J Clin Endocrinol Metab 93 @ 2115-2121, 2008

°— Insulin
— Su

C-peptide (ng/ml)
=

1 p <0.05 vs Baseline
:p <0.01 vs Baseline
:p<0.05
1p<0.01

* ¥ T O

% Change in C-peptide

0 12 24 36 48 60
Time after randomization (month)

Subjects No.
Insulin group 30 30 30 30 27 27
SU group 30 30 30 30 27 24

6 #1GAD IUARZMENIDDM ICH 13, 1 > X ) > REIRS R
& SUERSHED C-~NTF FOEIL

TEZEIC75gBAT KU EARRBE LTV, 0. 30, 60, 90, 120D

M C-~TF KO (ICPR) NELZEEL 2, SUXKREH TR

ICPR RREBFUICET L. 1> XY L BEREFH T 1 ERICIR T >

2 > RBOWENBD 5h. Z D%, TCPRMET L DD SU E#

SRICHANBRICEEL 57, 7

Maruyama T,et al.J Clin Endocrinol Metab 93 @ 2115-2121, 2008
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= 50
0
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