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A 1 B HE R R B R AT R R LA SRS RIE B LB 0 B A o R IR H R
AR ZHE Ik =] 0 L35 AR A AR A B B % 9% #E Ik J& (latent autoimmune diabetes in adults;
LADA) » J& &M - JF A 82 %% % 1 & ¥k &% (fulminant, non-autoimmune type 1 diabetes) » %
BRlJm A 5 2 74k Fk 9% (Ketosis-prone type 2 diabetes) o & AFE 3k IR T £ LADA E& Jk JA& 2
# (LADA clinical risk score) b » 54 Tk & RBHR L > o TR B Tk & F 6B
(time to insulin) 7 3 F £ 6 FRIHZ > SMIERETHRE A I AR B aRR K 0 e
B B35 B LADA ° T H VAERER 7 3 (DKA) & #1745 R BLea ¥ fkm A 0 JEAE AR B 4B AL fo &8 %
(glycated hemoglobin; HbALc) » % HbAlc fEAR 3T IEF » LA TR AR RS 1 AHE R S
FUTHR R B A BRI B B R  HA TR L AR 2 A RBERA T - BB
B #2 3 5% vA GADA (glutamic acid decarboxylase antibody) & & i > 25 & &M > T B8] IA-2A
(insulinoma antigen-2 autoantibody)  IAA (insulin autoantibody) £k ZnT8A (zinc transporter 8
autoantibody) %48 © AFR I L ERE o MR B 2h AR T ME R AR e FEAR IR A AR BR I E I C- Ik
Jik (non-fasting random C-peptide) * A% 4 &4 - #& % #] % 3K B (glucagon stimulation test) o # %
LADA T 8% % & /L 48 R Bk 15 3 £ 5 o ab#it C- PEARIR L 4B 710 17 - IR sbid st & & 7 803K
REZ -

RAEEE © B AFESK® (Adult-onset diabetes)
R E B 824188 (Islet autoantibody)
BIRBIAE A BEERZFERR (Latent autoimmune diabetes in adults)
SRR BINELKIR (Ketosis-prone diabetes)
ZREME 1 BUEFRR (Fulminant type 1 diabetes)
Y& PR iREREL P25 (Diabetic ketoacidosis)

fEERREIEG SRR - H R R E
T1DM J T2DM Y[ RFF {8 - A04F i ~ s iR

il

Hi]

P e B R i A A LAY RE PR YA (type 1
diabetes; TIDM) - % A 28 1 #U ¥# FR 975 (adult-
onset type 1 diabetes) [ R EF i AN HL A » 335
By 2R 2 AUREERYE (type 2 diabetes; T2DM) Bl 4L &

N~ SH8HE 215 (body mass index; BMI)
/NI 25 kgim? ~ BARRAE (Ketosis) ~ SEIA B - fift
R EAHEY) - (HEUKE (sensitivity) ke %
JE (specificity) #iAS & - 15 ki PR R 2 (clinical
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features) #ETTR2ET - B2 I ERIEE At AT
BEH 5% AR 2 - IR B AR IRIE AT
KK 6% > LIRS B AZE A -

S 1 BUBE PRI K B0 B RS B2 (onset
and progression) » A] DLfjlig ith 53 i = : Jf &%
M (fulminant) ~ 2«14 (acute-onset) - £% 1% it 3
1 (slowly progressive)* - %2 T fif 22 B B A 5 1
BUBEPRIA - et A2 B FaR - LB A
55 1 BUREPR I IEMERYREER - RESTEER KRR 3
B E T B B - 00 B e ke T HEEAL B E
< B HIAEZHEE (B cell function) fz H #g Sy e H
(autoimmunity) -

AR HE A B9 BB PRI = » & am L
BEPRFEE » WHE e -

REKRZEER
— ~ R fhl—

RASE 49 BRACTE - BEIRIEEN 4 4F 0 —H
TR B L L2 IR IRE PRI SE VDI HE - 459
L A gliclazide 160 mg BID » metformin 1000
mg BID - ##{L Il &1 %% (glycated hemoglobin;
HbALc) 57E 8% 2 9% [t 5 RIRy A AEEESZ I
B EGT » FrDAEBE G - E NS ~ &%
PR~ WEC ~ SHEFEAEIR o Bl PRI 2R A S LAY
57 A HAISO T 515157 243 » BMI
20.3 kg/m?* o FIRMEREIRIR L - B HERR A IR A1
S o fhMBE PR B HDALC 9% » MEPRFR » 22
i L 190 mo/dL « 345 Bl BB T B0 S B 18
3L N AR W ILRE - BE R U5 ks glimepiride
6 mg QD, sitagliptin 100 mg QD, metformin 1000
mg BID - 5% 125 1% » HbAlc F 72 9.3% »
ZZJE 1A% 210 mo/dL - HGEE NeE R 475 N -
(A1 13 58 s R R 58 L AU BB PR » s B B HIER
ke PRI FEEE DT ES (glutamic acid decarboxylase
antibody, GADA) » GADA 12.29 U/mL k54 -
HbAlc BLRFEL=5E 10.1% » s B fhombesz
Ak EE & OF BL B I 5 3R 1 5+ 8 1% - iR E [T
F] 52 N - FERAETT AR R (glucagon
stimulation test) » 0 43 [ 45 iz #fE 157mg/dL »
7% C- /K (C-peptide) 0.485 ng/mL - 6 7> §& 1%
0.466 ng/mL » BB IEAMILAFE - HEEBE

FotERBU A A B %208 L (latent autoimmune
diabetes in adults; LADA) -

—wmE=

WAEILBE LM = KAl =240
B BRI - @~ SHE > 25T 232
PR BTG - —HRIBHIE 1 ~ Z IR - Kk
BN K - KL EIARPE SR - E=K#EE T
BERT— DT o HRIEIERE IR 5 - REERY
B2 52 1T 15 Bl R A (gestational diabetes; GDM) &
WIEH - HAT71 AT 55 16344 - BMI
26.7 kg/m? o Ky B8 g A5 fE R B S H o b IR
% B 22 15 1M B = 5% 1029 mo/dL - B K I 5653
Mt 52 B e B AU 1 e R 55« pH 7.035,C0, 19.4
mmHg, HCO; 5.2 mmol/L - [l $# 7.7 mmol/L -
B- £ T fEEE (B-hydroxybutyrate) 5.3 mmol/L ( 2
% {E <0.6 mmol/L) ~ FREHIE —fH (++) - SR [A]
H 1S HbAlc {# 5.6% o 55 FBAKHE PRI RS H 55
(diabetic ketoacidosis; DKA) 5 JF R - Jilm LLUER
BRI RIGHR - WG - —ER K/
AR HEFERI 22 C- FEAK (non-fasting random
C-peptide) ¥5/NfR 0.1 ng/mL - BERIBR S 3247 9
JEAJE - {Hi2 GADA <1.0 U/mL Al Ryfeh: - 28
O ST AR GRS - EIF HbALc 6.8% - 0
Sy $EIM A A Z0E 112 mo/dL - [13% C-peptide <0.1
ng/mL » 6 73§EEE <0.1 ng/mL - fifE E 52 BT Ry fif %
P FEE R RS 1 AUBE R YA (fulminant, non-
autoimmune type 1 diabetes) - ji5 R HEAREESZ %
RIS SR 5T e B FRIMUGE L » (LIRS e e
il © 55 83 - HbAlc L7151 6.8% ; 55 24 8 » &
THE] 8.5% » {HAR PR A Bl h 55 o HIfR ket
2 JL I £5.3% (hemoglobin variants) & - H] & -
EE HbALe ryRsHIfEARAY 5 Al & HbAlc 1Y
TR T AR I SR I R — A

= A=

AR 50 BRIIME o = KA HHAG RS ]
B EREAE - BOEIARRESRS o — 8 H 2R
R~ 2K TP E R 10 2
BAREIRIE - HAT7TL8 N7 » B 176 1oy »
BMI 23.2 kg/m? « B MR s fERE A S - Bl
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PREGVZZNLIMUE =05 775 mg/dL - BRI AT
SRR - pH 7.243, CO, <14.5 mmHg,
HCO; 5.8 mmol/L » [f#H 5.7 mmol/L » B- ¥ T 1%
K& (B-hydroxybutyrate) 6.4 mmol/L ( Z%{H <0.6
mmol/L) » HbAlc 15.8% - {K¥EFRIBEHEE P 5514
FEI R+ it AR BB SR T B VR 1%+ e T s el
= o GADA < 1.0 U/mL Ef&am - 4B%EITH
B R BB+ O o I AR 2 B 147mg/dL -
Il 3% C-peptide 5.51 ng/mL ( 2 % {H 0.9-7.1 ng/
mL) - 6 73§ £% 9.85 ng/mL - BH R R S 3R o0 i
TEH B = o WEE 22Tk 5 s AU 2 2 BURE PR
J75 (ketosis-prone type 2 diabetes) o [K][bh i f FargE
B B 2% levemir 10 B8 {57 & fF metformin 1000mg
BID ; fxf& {5 B =% - 8 DL 1Rk metformin
1000 mg BID 75 » HbAlc N#E% 6.4% » R
B

5

5 Bl — 2 S PR AU e N RS SR B IR
¥ (latent autoimmune diabetes in adults; LADA) »
2 TIDM i — > > RILIR 2 58 & B
A — B T ik o R R OR B A BR
ABICGEHE 3055 DL 1) - B B 88§ (islet
autoantibodies) (5% + &) ( B F4F ) NFEHE
53 - (HFEE RS B Al AR 18 e 1 e 2 -
WAERHA 3 £ 6 4 - BRI SR AR A PR
5% B A T2DM 5 4 51 14% F [ 5 1 4 91
e (5 1 - HR Y i SR BE R 30 B L E T2DM /Yy
GADA [543 % 5.9% -

FE LADA Y41 BAT T2DM $E1EL -
A Gyt IR R B IR AR - B ERERS
[ LADA 1Y B S AE A5 BRI B #E DUde (40 -
GADA) [5G [ JE - FeeBlffrsetat - Al
GADA (1882 - LADA HYTHE 2 IRF RS S #0 1% 29
Ao

EE)N IS KR AN AS IR S PN 7S T i)
dmpTEIEE - KILZ2En S — P imeE
ST £6 F] SR il PR B A A TR 8 2 75 HET T DUAS I
(antibody testing) - Fourlanos ZEHEH LADA iR
JE\ g 43 8 (LADA clinical risk score) » JLEF & WA
DL 3% 0 BB LADA W& fa b e it ° - H

A B4R

AP EEA L (D) BIEFE < 505k 5 (2) =
PEREAR (9 ~ 2R - FEZIERIREE R - (3)
BMI < 25 kg/m?* ; (4) ffl A 5% 50 H B8 Sa % 5
7 (K1 HLA DR3/DR4- #HF#% ) 5 (5) FIER LA
] B a8 0% (R HLA DR3/DR4- FHREE ) - H
FBURK 2 90% - R EEEE 71% - Shields <5 & HHEA
WrgeaHt - T R2ETR AR < 35 5% L K T BN E
= S AR (time to insulin) < 6 H | &
8571 TIDM K T2DM R {8 fe B LA 484 10 - 3%
28k » B T 55 F LADA [ iR R 43 85 oh - =
oI time to insulin %0 o HERE1ESE LADA » A gE
HE— e = i be Y U S - {EEEY LADA HIfA]
AEERE 3 2 6 A AR G (45 3 LA THY 3
45 KL B4 6 4 )M - FirlA time to insulin
BH I 3% 64 - JiF #l — X time to insulin #ig
¥~ I - T HAEES - BMI TS LADA B R R
boor 8 - EMBHGEI TSR - ESEER
& 0 P ERECHER E LADA I —{E &g kX1 - {5
1 Fourlanos FYRfFSEH#E7R » 37% Y LADA B3
B B50EELLE S -

Z B LADARZE 2 2K E B 2 il
e - HENVAE 5 - PUBEMIE $EP1HE (islet
cell cytoplasmic autoantibody; ICA) ~» B £ H
HBPLEE (insulin autoantibody; 1AA) ~ BERZBE I #5
IgiHE (glutamic acid decarboxylase 65 antibody;
GADA) ~ EEZEYUR -2 HiEPiie (insulinoma
antigen-2 autoantibody; 1A-2A) ~ K FFiEEE ] -8
HH#aPLiE (zinc transporter 8 autoantibody; ZnT8A)
%S HRYRE - HAl{EGHE - BR 7 GADA L)
Gb » HAth HHSPURSAERF R FEN _BGAE K - ICA
R EL (HEE DI By o007 BERIK A A -
IAA e i 28 o5 - e S M BT T e - i HL AL 22
TSR E A 10 HELATRES [ 5188 - KIILE
R L E 4% TIDM (28T - ¥ A TIDM
HIE2 BT E B AK - GADA J2 |A-2A AT I H #)j47
Mrigasfl & - BRR R A - LHZ GADA -
Ly 52 RE AT 1R 98% » FRK AT LE IA-2A B 4T
(70-80% v.s. 60%) » T H3XE (titer) B4 & FEHY
T e - AT DASOR R IR 32 B LADA /Y33
FEAE 12 o F A GADA [ 1 JEk 5 %7 70-80% - %f
R BELIR B - %5 GADA R 1% » I AN RESE & HE
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f TIDM fyrJ et - w] FRIEREE R diae (40
IA-2A) » H UK EE AT 2 TH 2] 90% » 5 A HI 58
=HEPIRE (AT 1AA B ZnT8A) - HIIEIREZEmY
RS T R Y 94 2 96%"° - [, RS PR B
JA TR S D RE Ry L AR E A EE - f£—1H
R 12 R B Y (EREIRIS VIR i &
25 3THEE S H S il (ICA - GADA ~ 1A-2A)
AIs i - LE e {8 — T 18 (GADA 5 ICA)
o ES FRINEDIREZ B E R E - MixEH
HEPIREEUES IA-2A —EFTREAHEE - 15 12
% RS ThRERIMEH 24 -

Z T LADA 1955 =0 2 il B S5 Thag - 1Ml
TR EUER I C-peptide # AT A « FfE R FIEGE R 2
P IE A AR ARG BRI S TR 32 1.0
mg Z Hij (0 73§ ) ~ & #& (6 43 4 ) 23 1] il IfiL e
] C-peptide » #5272 5 [117% C-peptide #=JE < 0.5
ng/ml > B 6 53§ £ 32 & < 1.8 ng/ml » B 6 4}
$EFN 0 3 P A 72 < 0.7 ng/ml - W] 22 B
TIDM®™ - E RHAGE R - % B S nT e 4
B 1L (glucotoxicity) - 1fi 1] B A 73 W6 B 55
F o KA R A L JE A MURE el 2650 1B
— B 1% FEAETT o R B — AR IR $22 1) R A e
fiEdH] - FTREE A BREDIRE(RAEAY BN o

W IER " ERKEE L &
{3 19 52 R I 4 B B8 1% JF 22 I C-peptide » H
& 7 TIDM H1T2DM IF H B & 2 8 R 22 I8
(fasting) Jz & # 22 Hl # #% (glucagon stimulated)
C-peptide o {H 2 F 7 LADA FY J5E F i 132 i it
B TIDM & » R DLEHREEUR B - EBE IR #)
22 W I C-peptide =& ANE - Sl A BEIZ B HEER
LADA 12l » iR EENE @ EVZE
% 3 2 5 A BRI I 1 - BRI
SR FERE o Al — - SERT AR 4 4
HZE2)iE C-peptide 55 A WA RS KR 32 B AL HE
18 - Kt eeEEnt s E A A L -

P R - FEERE eSS 1 AR IR
J7 (fulminant, non-autoimmune type 1 diabetes) -
HEIRAHR G TIDM 2 H e 5% - (HI7H D&
T1DM - HJig B 3= Uitz I E e e e p i ik -
ZE BRI HE PR R 22 ar (American Diabetes Association;
ADA) K 35 L8 55 B8 Bia B type 1b » jth 5E AU D

0 EER B &M TIDM (fulminant type
1 DM) » KERfirs RS H BEiRerzt: - 5 B #
fE EHAE - B type 1b 1y —F - RO EIRE
AR DRE wT CUFE R R S 56 5 - 1118 % IR
= MURE T K 21028 28 B e v et i 1 4
RETRER o [R5 A= E AR S - Fr DA HbAlc
EAREGEIET - ATSEHE A LIFkGE R s E
AR o BUREE R ORTEE - ATRENIRZE (A0
enterovirus) H R o BEIZ A REFE - § 2000
AR DI Y AR E1sk H R R
Hil& - PG ARIDHE - HAZBIMERERE - Y
19% Y 2 1% %% /F (acute-onset) TIDM ‘2 5 5 4
()18 5 — L35 GADA [t » R B 2 B
AN T ARBENTAT IA-2A ~ IAA B ZnT8A
FHAMPIRE - HHEFRRB S 2576 H ARSI
s E@r (Japan Diabetes Society; JDS) I ERH 5
T TIDM =51 iE 22 B B 4+ (1) & MUREE IR
HEBRIRTR (R 7 H) HE R (g S5E)
(2) #1172 FF 1L 5% B {1 = 288 mg/dL H HbAlc <
8.7% ; (3) &I R ¢ C-peptide < 10 pg/day 5
Z2 i M7 C-peptide < 0.3 ng/mL H.5- B8 32 R
1% C-peptide {5 < 0.5 ng/mL™ = {5561l — ] %1 »
Bl %915 HbALc < 6.5% » GADA &4 » {J53R
AJREsE TIDM » 82— 2l -

975 B = 12 Sy W 95 T 255 2 BURE PRI (ketosis-
prone type 2 diabetes; KPD) - fi¢Z&[EalH A FH
BARFZEsE 0% 234 DKA B - HIEHHT
e SRS TRE - #9F —1- 2 T2DM » "RE B
AT RS ZRIGHE - KL DKA ISR 7?
TIDM - DKA S PE s 1 % 3 38 » Bl a5t =
C-peptide » HIREEFI—FRINE DIRERIRIFHY
FHEATE 2 - FoiMaa - DL DKA B Jia IR b
PRIE A » aAZE BT I 3 R A S B e PR
JRESTIRE - ELEEE 73 8 Ry 1l » ] i g g
VIGRINEE S -

i i

HHARZET LADA S5 % A bE RN —1E =
FERIRRTE o HEjl RSB EITEeE S E
HEPTRE - FRAMAR % o] DIMRHE LADA B IR BB 43
$ K time to insulin 2R GE B T I T PSR S
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Diagnostic Pitfalls in Adult-onset Type 1 Diabetes:
three Cases Report

Hon-Ke Sia, and Shih-Te Tu

Division of Endocrinology and Metabolism, Changhua Christian Hospital, Taiwan

Adult-onset type 1 diabetes have more atypical clinical features than childhood-onset type 1 diabetes. Not
uncommonly, it is either misclassified as type 2 diabetes or diagnosed as type 1 diabetes only after some delay. We
reported three cases of adult-onset diabetes, diagnosed respectively as LADA (latent autoimmune diabetes in adults),
fulminant non-autoimmune type 1 diabetes, and ketosis-prone type 2 diabetes. We recommend that all adult diabetic
patients should undergo assessment of islet cell autoimmunity and p cell function in addition to calculating the LADA
clinical risk score if they exhibit signs indicating premature p cell failure, such as “time to insulin requirement less than 3
to 6 years” or unintended weight loss. Those with ketoacidosis as initial manifestation of diabetes should have HbAlc
(glycated hemoglobin) measured as soon as possible to exclude fulminant type 1 diabetes, which is characterized
by low, even near-normal, HbAlc levels. These patients also need routine measurement of islet autoantibodies and
C-peptide levels, which are critical for early differentiation of type 1 from type 2 diabetes. The best single autoantibody
screening test for autoimmune diabetes is GADA (glutamic acid decarboxylase antibody). If GADA is negative, |A-2A
(insulinoma antigen-2 autoantibody), IAA (insulin autoantibody) or ZnT8A (zinc transporter 8 autoantibody) can be
measured additionally to increase diagnostic sensitivity. A non-fasting random blood C-peptide level is a practical test
to assess B cell function, which may also be formally assessed by a glucagon stimulation test. Because some LADA
patients may still maintain insulin secretion for 3 to 5 years, repeat measurements of C-peptide and close follow-up
are important during this period. (J Intern Med Taiwan 2016; 27: 274-279)



