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[(HE] HY HTEABBREFAA(GADANEMNEEA 2BERFAEPHBEERE
AWES. Bk ARS RS 2035 G5 FRYE K 2 B R & (T2DM) B # #) GAD-Ab, 87
GAD-Ab B PAH SR EA A S EFFENER. 242 ORABREHASARERERNELERIE
B HTiE T2DM S E P R R HT. 1% (145/2035) , 5B 36 B MR A FHETT 0 A HLELBEFE UKPDS
B LR EHIF2E L (8.7% vs. 9.8% ,P=0.391), T & F ADOPT HFK(8.0% vs. 4.2% ,P=
0.000)%1 3449 Ehime BFFEER(7.1% vs. 3.8%,P=0.000); @GAD-AbK R R FMRHE 2 H 5
FER REREMSHE C KERARFTER X ERTRD AEEREAESK CIRETFRERHEN
HHERHBE, 2t OPEBRAWS T2DM B E M GADAb HERSREXMMBAEE MR T
H & A8 DGAD-AbRI B YE 5 1 9 B 588 IR 1B 3 00 I IRAFAE /7 4 6L .
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[ Abstract]  Objective To investigate the positive frequency and distribation of glutamic acid
decarboxylase antibody({ GAD-Ab) in phenotypic type 2 diabetic{ T2DM) patients. Methods Sera of 2035
phenatypic TZDM patients were screened for GAD-Ab with radicligand assay. The positive frequency of
GAD-Ab and its relation with clinical features were analyzed. Results {1 The positivity of GAD-Ab in
clinic-based,, phenotypic T2DM patients was 7. 1% (145/2035) , comparable to that of data from Caucasians
as shown by UKPDS(8.7% w»s. 9.8%, P=10.391) and ADOPT(8.0% ws. 4.2%,P= 0.000) but
higher than that of Japanese in Ehime study(7.1% ws. 3.8% ,P=0.000). (2) The positive [requency
and distribution of GAD-Ab titer were related to clinical features, including age at onset, body mass index
(BMI) and fasting C peptide levels, Patients with younger age at onset(0.33 ve. 0.11, P<0.05), less
BMI(0.34 w5, 0.10,P<0.05) and lower C peptide levels(0.38 wvs. 0.11,P<0.03) would have higher
GAD-Ab titers. Conclusion (1) The positivity of GAD-Ab in adutt-onset phenotypic T2DM in Chinese
was similar to that of Caucasians but higher than that of the Japanese. (2) The distribution of GAD-Ab
titers was essociated with clinical features, with high GAD-ADb titers for those having younger age at onset,
less BMI and lower C peptide levels,

[Key words] Phenotypic type 2 diabetes; Glutamic acid decarboxylase antibody; Latent autoimmune
diabetes in adults
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##12 T2DM & #1477 LI B o 250 f9 E 4e i
AR, L THCAD-AbERAPHHEEERH
AHERA HE5EF LW RAETRETLE
HE .

HNE|EHE

LHST N &,

(DEENHA.SERTS gBEBAME2 h
MEEE THEREASREEEREER.
188 fl , Fovh B 4 99 41, & 89 ], P19 ERE35.2
#+20.9%(1.5~83 %),

(D EML T2DM EH: % H 199 F6 AF
2003 F 4 AEEFERERE ENaBH
BHERARE. AARME: QFF 1999 £ WHO
BRFLHRE QERER>LS #;Q08KRESF
MEMERFERFERE . BABEG27 M)A
HARBRAER 6 M H, EMIINERSAAHEW
AN QHEBR G R R A . LA 2035 4,
HEh B84 1077 8, o8 058 #, FRERSS. 5%
11.7%(15~92 %) FHHEE2.0F(0-30 ), &
TMEBETPEAEHE _ERECHEA D
W, BIEXHEEY, B GADAVHEN N 2
T2DM & &2 Wi LADA,

2. :GAD-Ab B R AR S EERE" . &
BRI EEFESB(H. HE) S 28, #HAHE
FRYE. 9% (n=5),MEAEREHIL.2%(n=5).
% 188 £ iE B A # 47 GAD-Ab ¥ &£, H # H
H-0.02~0.05, B $==0.05(99.5% WA 4
¥ E PR R, R TE 2003 4R E bR KE
RS (IDS) S 3 WHER® B SR
Bl 77 B 9845 (DASP2003) A9 OB 82% ,

B4 % 98% , 75 I DASP2003 #9 52 4~ B B 3K
EHEAHAE 15 A -

AR AW T ERBMA 2+ s RPUER
HEER, EESS R E R REAUES
REREGHE R HHEMS MR ERERR,
M SRTRMER s HER, EESS
FENEAESERK, ARTBARILEN &
B, A0 — 40 B <SM A Fisher’s B # &
o F SPSS 10.0% F#1T2#1. P<0.05A 8 E
RAEZITEENL,
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1.GAD-Ab ZE# & T2DM B & F 60 FHE &
GAD-AbTE 2035 %112 T2DM S RyFHEER H7.1%
(145/2035) R EEAERE NP LK A0.12
(0.05~2.78), 145 WPLEHHER LADA BEP,
EBRERLT~80 % FELSHTEMET 18 F,KE
F ¥ (BMI) 14.9~ 30.7 kg/m®, 2= i C Bk37.0~
2720.5 pmol{L,

2.5 AHMBETRNWE T2DM B&H§
GADAWVSHEMHE . AT S5EHME AN #T
B B AR UKPDS 8 55 f1 ADOPT 5%
BAE H A& A F #4789 K ¥ Ehime H R #T I
Bl AT A A 2035 #%112 T2DM 43 % B
5 Fpmas g EER R RERES R T T
ST (F ). BRER,RIFE3HGAD-AbMH &
5 UKPDS HERERTHITERB X (P=
0.319), M & F ADOPT # Ehime P RE R (P =
0.000),

3.GAD-Ab FAHE B WL T2DM BETRIH
506 AR HE R R R - BAT 2 Bl AR 2R E I . BMI
Az g CH, B TIDM AR EA, TR
GAD-AbMRERER FH T HER(T 2). &HR
BR,CADAEARRELY EHRTFBIEH. AR
BMI T4 A28 8 C B A FRE R AR

£1 ARV HEZ T2DM BE S GAD Ab B FE K 4R

BEST AL BB (SR ) SEERE) RECE) mEFR iy GAD-Ab IHH: (%) P
R EMAFIT) , 2004 2565 <1 B AR W SR 8.7(67/773)
# B (UKPDS) , 1997 25~065 e ELl WS Sl B 9, 8(361/3672) 0.319
& B (R AFFE ) 2004 30~75 <3 BE e A A 8 T 8.0(91/1136)
£H. & X BW(ADOPT) 2003 3075 <3 4 e g i 4.2(170/4066) * 0.000
T E(FMFR) 2004 > TR ey geag 17 R S 7. 1(144/2031) 0.000
B % ( Fhime) ,2002(9 >20 AR &R b 2w 5 BB Tk 3. B(188/4980) " '

* BARRIRERM L, £<0.001
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%2 ARLATS T2DM BE § GAD-Ab F ¥ % i Ho$

m A BMASK MM GAD-Ab EHEE(%)

HE ()

<1.0 895 17 8.6

1.0~4.9 518 42 8.1

5.0~10.0 392 i6 4.1*

>10.0 230 10 4,3"
ERER(S)

15— 162 23 14.2

35~ 357 25 7.0%

45~ 698 42 6.0%

55~ 575 37 6.4"%

=65 243 18 7.4%
BMI(kg/m")

=21 413 55 13.3

21.1~24.9 854 54 6.3%

=125 532 24 4.5%
%8 C Bk (pmal/L)

<300 256 36 14.1

=300 1208 92 7.6%

CEAWE <1 15~34 #5210 kg/m? A< 300 pmol/LE
B, » P<0.05: #P<0.01
4.GAD-Ab W 7E LADA B & F M4 55K
BHIEM X R LGAD-AbTE RO LHCSH A, ¥
LADABEARE P . HZ K EEA,
GAD-ALEEE > A tE 0L 5 R ER & .BMI Al
SEHCKMEREHT TN (EI). §REF
GAD-AbfI B B B GAD-Ab i B 49 H 8] 46 42 7% 4
B HNH (15~ 34 %) . BMI 82 (<21 kgfm?) |
251 C IREIR 2 (<200 pmol/L) & & .

15 S 4

GAD MBS MmEEAZRKE" ., HAEASE
BAIE R 918 T2DM B B #F 7 2 GAD-Ab M
M xMeREEREEETE S0t 1 MR
. HTFHEFRFZRSM T2DM, HRBHRES
FEm Ry LADA™Y . B, 751G K b XA R
LN T2DM B9 BB & R i 17 GAD-AbIM I & , L)

GAD-Ab #E# & T2DM B H PR HEBHIRE
£, BmAHIE T2DM B HGAD-AbR A
32.3% M, UKPDS Bi5i %) 3672 Pl E M Ma L R
EH,GAD-AbTEW L T2DM B E T RERY
9.8%"7 ; Wik H A1 H & T2DM I GAD-AbRH: H
fUH1.7%F#13.8% ", e 5 B GAD-AbH #
EHHMERBR, TS AR EAENRAFRE
(WA ERARERAFA X, 48R0 XH
R, A TR T 7 45 5L 4R 8 W IR A B GAD-Ab
MRS TMHERHA (MBS RSEAR)E,

A% GAD-Ab £ H A% T2DM B E hH#
R HEFRE L, KX ELISA B &#
e ER RO R EE T A REE
o B QBT RN §6 55 0 Je 43 S b, R T AURR BE BTG .
T AT A A6 2% PR B T TG 42k 1 W ) 42 A GAD-ADLIE %8
HISCERI & B, GAD-ALTE4E AW T2DM B &b
BFETERAEIOD ~16% 2. XRFREARERF
R B LADA # B8 B 5 T AT 3 AR
TATH4E R A GAD-ABTEYW] 2 T2DM & H A 1
EHT 1%, XETRIMGHHTRGE R , HES
AERAARFEEFR. BT 5 EREETHERFT
e, F AT e B L5 78 B 0 R A R R AT K UM
UKPDS™ #1 ADOPT B 52" . H A AR T H#ITHY
Ehime B #1T TIRE A . HREVHESRE
EFERAHEREREEPHEAE RASHMEAM
KB BERTEAAR BRANERASHE
T2DM BE#H TS M E SR, 3 TF
PERKBHNSA TIDM T S, ERBRERERE
P& #h A PGAD-AbEI PHHERIE T s & A . BB
LRERTASRENERFN LADA HEME
WF R S 24 TIDM BEAMH T XATES
AREBHABNEMAREENENSRELF

EHH REREEMRITERE. X,
%3 GADAL ISR AR LADA T#H PR W
GAD-Ab B3 (% )
& H GAD-Ab #H 0.05~0.1 0.1~0.5 >0.5

WE(F) 5.0 0.14(0.05~2.04) 40.3(48/119) 28.6(34/119} 31.1(37/119)

>5.0 0.10(0.05-2.78) 50.0(13/26) 34.6(9/26) 15.4(4/26)
BREERY) 15~34 0.33(0.06~2.78) 26.1(6/23) 26.1(6/23) 47.8(11/23)

=35 0.11¢0.05~1.96)" 45.1{55/122) 36.3(37/122} 24.6(30/122)"
BMI(kg/m*) <21 0.34(0.05~2.78) 32.1(18/56) 23.2(13/56) 44 . 6(25/36)

21.1~24.9 0.10(0.05~2.04)* 50.9¢27/53) 30.2(16/53) 18.9(10/33)*

=25 0.09(0.06~1.63)" 54.2(13/24) 33.3(8/24) 12.5(3/24)%
2 C Bk (pmolfL) <300 ¢.38(0.05~-2.78) 36.1{13/36) 22.2(8/36) 41.7(15/36}

22300 ’ 0.11(0.05~2.04) " 46.7(43/92) 31.5(29/92) 21.,7(20/92} "

S 15-34 F <21 kefm® R <300 pmol/LLEEE, *» P<0.05; #P<0.01
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