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LADAW AT ¥ AEE £ — R E R T LADA & # I JR 5 1E Kk % 2 B e AL, T % [E ALADA China#f
RARZWAE L FOHRE A FEAHLADAW X HEN S RATH A# 4 TiLE.

XA LADA, & B &4k, RATH ¥, + EA#

RN BREEPE B 5 %% bE JR Wi (latent  autoimmune
diabetes in adults, LADA)E —ZKHMH 1% (type 1 dia-
betes mellitus, T1DM)F127S 6 bR I55 (T2DM)4F 5 1 E &
SRR . X IR I HAAA ORI & 20
I7 10 B IR, MR SR PR R AE ) H
A€ B A, T Bl X HE R e N1
IR AN HTARAS 2 AR 3628, LADAIX —MES &
WSz, T HAR Y 4 50 KRBT S LADA R AT
T3 7 VR A A AT AERIE 7T AN S 2 FLAR AN A IE.

1 LADAMBEREIE TR B Bk ik
BUATAS

LADAIX —ME& YR 5 e 5 B B Frik i & AN
KA 5. H 19744 Bottazzos NP ARIE T S &
A 3 P4 4 JR 973 (insulin-dependent  diabetes mellitus,

IDDM) & 5 L35 H A7 72 R B Al HifA (islet cell anti-
body, ICA), IUESE JAFAE—KH & Sy MRS JRIW F
#J5, Di Mario% NPIE—BEUI2 AR 5 AR
B JR 9% (non-insulin-dependent diabetes mellitus,
NIDDM) & # FF 7R & B T ICAFAYE, I HLIX 2 5 5 A%
ICAI 5 51 5y 1t i i 5 AR B, $&7RICA R H
S G BEWE PRI (1) B AR A, X R EH WA N “ICA
BHE (B8 PR 838, BT B AN AE XTI SR i — 2P 1
WFFE ORI, Foilfs RRE AR R0 1 J2 351 /1 T IDDM A
NIDDMX [i], KT XK &% 5 7% J& TIDDM, NIDDM,
IR B 58 A ST ) — S0 O 1 4 TS, BIF TR o
JRIZ T BT <R R 2 (1S TR YRE BRI P BH A
T2DM”. “Z218 R IIDDM 415 £ dr 4 77, WG
Ul = BE IR B E L7 e s B2 7 e 2 (RS
A6 1) T K5 s RS D2 N T2 DM fig 5 5 04 B 2 11
X HHE R FRONLADA. LADAIX — 44 5 i /a) ) Hhix 2%
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PRI R L BRI Ot AR 221
IR I ARG By 3R . AR B LR, R
W TCVE B I S PR BT AT R AL, (B i 13
H 5 e H RE T, A T2DMOARAL (9 A
SRR, EZHGHE AT RN B B e R
LR

2 LADARYR S Bl ARAFAE

MLADAIX — 4 FR i, FEFREE R Se %5 25 (Im-
munology of Diabetes Society, IDS)¥HLADAE X N:
(1) BCAFREGZ Wi S>30 %) IR RE FR s B (i)
TEEIE S B B PRI, (iil) 25 206 H A
f i 2RI, SRR IX — 5 PR R ALADA B 1T)
FE—HEIMPR RIS S MR R 83, 7E R AE 1 i 22
18k i) H B R R b, B A i D e R iR
()3 AR A BEAE AN B B h R g, R
LAD A5 2 J& 1) X 3 75 /& LAD A AH R AT ¢ ) F L
Zz—.

2.1 LADABFKHIPEE A B hifk

2 WrbR e v R GBI — TR A R B 5 Bk
P, BT EIREIICALLSE, HoAth © %15 TIDMAH G ML
TBEIRE H S YU, R RN R A (glutamic acid
decarboxylase antibody, GADA)™. &% H S Hiik
(insulin autoantibody, TAA)'*\. & A& & FR T B B i 44
(IA-2A)7, BEEEIZ RS HLA(ZnTSA) A5 TRZ Mt 7
TLADARI 2 52 Wreh, Hrh 3 LAICA X GADAR)#
R T, B L I PR R BN T2DMF) g3 o
fiii HLADA S, (HICARIRIIHME LAARdEAL ", T
GADATEME | AR IR I B AR 2 4, FAE i
K RIAEE R . GADAR FE Bk 5 A I
IRFBLIE R, Ty Z 5k Hofth [ B S 5o 4 A
FAMOSE AR 2, HR AR A HOZ 0 BN B s b R 1
BLE B ARG,

LADA H 5 e BEREA BT 522 i TIDMAHALL,
B 70 2 5 3 e AG ) g 5 0 P SR S 1k T A
Kl B K199 m TebR i TL-275% 7 & J=5 340 vhk B2 440 it
ROV T AR SELADA F B 5 R S 4T
FBEAN G, PR T A R R A AR, cD4T T
IR EEL 0 e M A 2 O DL BhCDAT T4 Y
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AL T 25 X BT A AN 9 Y B4 A EL 451 2 28 B A E
HLADA B35 20 Mo G 8 - R 5 35 0T REAFAE S0, T
GADA, IAA, TA-2A, ZnTSAZL:ME S A & HiikmIFaME,
WAL A B 5 G 3% RAE 1 — 58 2 17 R 250w S 4 IR =122
{HER 5 B B G P B T 95 03 I R RRAE A $2 7= 1
H, WGADAKE N ZTIIMLADA & 2 i & 40 AR Th 66
TEIR AR AR R b 2 —P). AR, GADAR T E
LADAZE &, R A Be S5 B 5 ik fH Pk
H R AR B B Y, 3P EE T GADATH
FE5 B & 5% R NARBEAFAEREL. FRGADASMEH A
5 B SPiR, IAA, 1A-2A, ZnT8AZE, (B [F AR
G BR R T R R AR, fETLADAE ¥
TR AT, TR ZEECA I 22 NP DAAE R i2 W I UK
PR U, 7EFRE20124F KRR I H AR 22 2 bl PRI 2
32 R T RONBRIE M B & P BE R (LADA) YT 1
LR (LLR fRi R R [ LADA SR ) R0 JR I % 50k
X R BB PR B A R BT N “GADAH
AR PR, BEATA-2A, TAA, ZnTSA R #/5;
K 2, 3 LA ALADA S Wikrifi 2 —.

2.2 LADABF 90 it e

LADAZ Wi 1) B 55 2 — B J5 23 /0 2P 4F N AR
B 26T, IR FLADA B KR 2 5 E ik
B B s 1)K AR — . UKPDSHEF 5L AE X 512 W
T2DMIT ICABLGADA [H P 1 35 B V5 64F J5 KN, 4
KZBICAFHTE(94%) B GADABH 14 (84%) £ & £ 64F
PN R A B R B, AR T PR B R o
R EL AP (14%) W12 T e, T — F A e o A s o 1%
BRE2RGEES, Wi FER K TS558 HHICAR
GADA PP 3 Ji S g 5 22 MY B 1 B 481 23 ) 1 %
A44%M34%7. H TN, LADA B Bk ik i
By 29077 W (A —MAE3~S4F, AR T2DM P Y de J5
T~84F 13 J 9 B 2% MR AR B IR R B R . R Ah,
AT 7T 20 o R 52745138 & GAD ABH 4 1 H & G
5 HE PRI B (L3R4 L TIDMAILADA) AT S K A
HAFER H AR REMEE R B, W2 2 I CK(FCP)
KPR T-300 pmol/LI R, CPFIERCAZE, e
WL FCP A Tl GADA P 4 55 25 fi 5 Th i T B o 5 A
UFRHRAR. XTLADA 35 5 R F2 it F e 5 LR R
VEFH HIIE 1 GADATH B Rk, ARF 7R R &k
FINIRADHF 7210 H P 35 1E 7 AR GAD A B n]
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HLADAE— X4 NGADA /& i & 5% 7 1 A )
A, AT T GADAMKR LA, i 5 B AR &
(R B B B SE, 0o ik B B D PR s R S R B TR,
fE 1A T R AR AE B B2 TIDM. AW 72412700 1
K E A FIGADAT & LADA B34 47 N I35 (1) bl
ViR, i P AL CIR T P Tl 8 N 2 v TR B 4 T
IR 5 L1 B Th R 32 1R B 2 T2DM, X R R
A 7R = IGADAREBA R . #>GADARH 1% &
H o BB RGO, T GADARRSE FH 13 A4
PUAREBA # T 5, JELFCPHEAR, TR B £ KBS )
BEC. KBRS B B PR, BREAKEFHBTA(CPH-Ab)
FEPE 2, it e A T GADARH % FILADA i
HAPUARII M T2DM R 2 [P, Bk 2 4b, seiitidh
JTRIHE S AEN AR AR T 44 BE LADAK
R IIEERE, TS B IR T IR TR 7R 2 E LADA
BE TG, TEB0 546 8 5 27697 7T LA R
PR R TR, R, T ERTLADAR HARIE AR —
PRI 7T, DABH A R A I 58 4 Hb 4 48 5
i 5 2R T I TR) 5 L

2.3 LADA B35 /S E

AR REERE T/ER, LADABEHE
By G Wi A 5 25 0 Wb AP EA T PR BRI — B2 AT
KT AE R, (HLADA B 5k 5 2 BUR A i 5 =
IPUIBT T AR, CarlssonZE APIZEXTLADAJEE 5B
2 B 53 WA g 5 2% Ty e AN R 5 2 U R AT A B,
LADA & ¥ 7585 2 B M BT (1) i 5 = 73 Wb e J1 R
T2DMZ, 1 g i 2 I BURIEELADA 5 T2DMH 4147
24, HE 2 M Egih %25, HIrTHILADA
HL22 JLT I DM JBE B 3= 75 WA B 1 AN 2 B0 R 5 192 1 3%
HRPTHIARE s 520 AHIF 70 47V o ) ) A A A A P Ay
(homeostasis model assessment, HOMA) LADA {34
GADA 5B AP K R, #— B RIMIKGADA
55 FE R RE S e TR B R T P L

T2DM 25 & I M 5 2 AR BE A8 PR AR R R
JiE AR S 2T, 107 7 LADA B # N FEREARAA T 1
$(body mass index, BMI)E T 4505, iz 4% [E %}
RERE R E X R LEAIEZWitr A A, RE
LADA (25 AR AH G I PR i b5 B 5 FoAth [ X A7 A2
ZE5E Bt EIRE A HUNTHE 7T R LADA B8 1°F

BBMIN28.7 kg/m®, TMifE K ELADA Chinalff 7t
i LADA B F¥BMIZ) 423.9 kg/m®. Action
LADARF 745 BIR7R, LADA S AR 22 & AR &
AR PR 2 L TIDM™, 1T 3 [ R F 72 e B0 RB s
I T2DM™ 785 M 258 R K 4 e 3%
Bt o PN AR, AR T 38K LAD A 46 i
SRR M Z2 L TIDM) 77 1], SRTMLADA ChinaXf
R C [ 25 F (hypersensitive C-reactive protein, hs-
CRP)[FI4M 16 B, LADAX G 4 A 46 b5 5 35001
T2DM B,

LADA B FIRIIHFIE . 2 #, B IEHILADA R
I F R AN B AL R R A TE R O, FE VR4
U B pAH M D R it BT AL IE, FE RN EIX LADA &
H ORI =AU LT A IE.

3 LADAZEH EBRATIR A5

TEMH T M AR IE T, s M LADARIR F
HERELIRE K, RIR LT %o~ 14% N8940 5y
K A3 B S0 A ] SR T8 [ LAD A B89 26 A0 X 45
1K, F4%~6%" "7 fEE NIRRT, AR
POF 19994 B i ) 44 Hu T & 1 B E #12 ANIDDM
HE P GADARH R R A, [ 5 7E20054F, A 74
WFFC 4R IE T 980 5 Hh X B 2 T2DM & % HH GADA FH 7%
HIETA%Y. RS, BB, BT RS, Lk
I O I LADAKS H R 0, ¥1i2 AT2DM &
ZHGADARHME R ALES.0%~21.3% A0 WA 1
18~45% Hi 2 W 1) A I Bt AtE PR 95 A B v 20 A 11 PR AR
Fe R BOIRAS T, 15 HLADA KIS H 3% 410.8%,
{8 DR B F T SR SRS () 1) S 3 N AR bt . IR L
AN 5 B S PR KUK AN —, XS HAS 2
PIRERLADATE 4 [E 0 [l I m AT 5. T it —
T LADATE H ELRE PRI 8 3 R I B R L IR RRE
MR R T, R T A BN 2
LADAMF%, BILADA China®ff 5", B35 T4 E254
Wilide N =R W EEBE T2 E LN A F,
LADA Chinafiff FL i 2NN T 754 LU N N FRAERT
FHAA8R0M1: (1) SWIFEIRIEFRE>30.04; (i) WL
<I4E; (iil) 2 Wik R 6N H W EEER 1 8; (iv) &
W J5 6 F A AN e 5 2R (R B 3= A <1 F).
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3.1  FRELADAKEK B3

ZRIDSHILADAZ iR, RIEGADAR K2
B0 R, ERX VIS I R R RN T2DMBE R %
1 A, LADARIES H #6085.9%. 1X —25 5 5 B AR
F201 1 EE4RIE () R IEBA2 T2DM 35 H19.2% I LADA
o O BN AR DA s B A [ RN B G i R
KR ZA] Re e M AL, 19984F, DiamondBf 75 4112 8%
ZAE T EEAT 155 LLF 2 80T 1DM B35 R 0% R 1
AR KD, REJLESHMTIDMARIRR LT R
AR, SRTTERIE H AT R PR R 1 LA Lk B AE
ANET10.9% # PALADA  Chinabff 75 45 F A5 5
T2DMH A BEAFAEILADA B35, FRELADAR) Hi A
Horrge At B E Rz —, mHERENE
HTIDMBREE, S8R . REREE, NZHESIh6
BEAT VR 2R I AR M X T2DMBEBR, 7 30 (1 22 7 S FE AT
ZUFR AT BETE K.

T 5 AR E 5 5 L X S LADAKS H A 77 25
bk, ATLAREL, —J5TH, RELADAEHRRMTIL
Wit [X % 0 5 UK PDS™ K2 Botnia - Study™ fir
REER, 5T, AT B KINIRAD Study™ ., F
I R H AR O A T B b 58 R BRI
ADOPTHF 745, R EMLADA BR R H . HRK
TEENAHbRHE . RIPTIAZE « DraRA IR pH v 2 45
A3, 25 B A ERLADA K RS B X 5, 6T 4
BRYME AT AR AEAL I N ARSI

3.2 FELADAM S} 1FE A

IBIEXTLADA Chinafiff 5t 45 Rt — 2 Gi it 404, vl
PLRIEE 2 ¢ T3k E LADA /- A i %%, LADA
FRIRSE HA 2R AN AE 11 ) BRI (DU AR B At BT 72 725
HWR, CAZRIG-HERIA T, o 2R A7 B oK 35 O B a4
N E A6 275 . 274681 BRI
FTAMNRTT . 195 . 211761 ), KIAL T
O FILADAKS H #6(6.5%) it & =1 T F5 77(5.4%), GADA
FHPEZ b e 2605 T &%, JCRLRIGH & &
(7.1%), PA R EAK(4.0%); X TT2DME#, LADA
BT e EHW=EEE. SiE. BERE R
LR EAERT H 2T, 57 AHEE, BT LADA SR
RIS . AR SR GRS R EIK. 1 BR B 45 R
AILLE B, LADATESR 1 & 5 UAFAE — 5 Hdsl 43
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AR s, SR I Ah P AR A PR e A 22 S N R FH g2 ok A%
S ZE TR, BUAAWE TR R I, B 5467 LADA
S5 R PRI 5y B DR AR 6 (R 43 A T BB 3 2 5
HGADAR M EMLADA R HE T T 7. Hiknl
M, OBR T RIEIBAE R R AN, AR, IR, AT
77 EEPREE R 2 AT RE TR BN B G 4 PRI 6 R0
SR, 25 19984F i [H LB 4 LT 1 DMK i %6 1f
A B E 4 LT IDMA S 78 AL, 2
(145 BLT 1 DM R 7 2 Hh ek 22 57 75 BRI BB X Y Diamond
W ST FTEURODIABHT 7t F tH A5 4538, [K 1wy LA
M, LADATERE AL B R T a5 4 i
TIDMPIHIE - A A, SAcrmdiE. B LK
AAETE. FEAIRBIN R K.

3.3  FRIELADA B E GADAJE B/ ik s

LADA ChinaWf 5045 ik K W, GADA & #H)E
(>180 units/mL) 726.5% 17 {% i#% F£ (<180 units/mL)
LADA % (573.5%; GADA =i & H g ARG i B HR
TR N, RS R WK (FCP) AR, 1M
GADATKIH ELADA L FHET2DME &, TE48 K24
I PR F8 bR (L FE AR AR S . BMIL I K. B S ThAE.
RS AT 5 B4 F TR EER. 455 GADA
R BE P T T i B2 T e 5 1R T R 3 R TN
77, X — 25 R AFHENIE T BE R A — NS T,
M LADA AL T 705 i h 4 . TIDMAI T2DM 2 8],
GADA =% £ FILADA B 3 T a2 LT 1 DMK 7
£ B B T2DMIF R I, MR/ A 5 SOR T, 7
J7LADA 8% GADAH B 5 iy, {H g b7 38 1k B p4t
MUThREHTE 23 2 7.

3.4 FELADARERHAER RS S

LADA Chinafiff 78 0} #58 4F1#$ >30.0 % ) 38 ik —
BRI E, RIIGADAFI MR % W40 (8 LG it
725, ULIRELADA K 5 2 A bl A R 1 K
FEA%, ZHELADARBE TN EANRE RIS TR, H4bh, 18
I B0 47 B2 (LR SR S 7E 15~29 % I WJi2 T2DM R 3 v,
GADAPBH M EIE11.7%. EHGGINARE R R 30 E
N15B UL L, NS IEFFAARAERIS 12861 35 1, LADA
BIRENG6.2%; LI18L A, WLADAREN
6.1%. F, “ia®REXTREFERTE X, HE
LADA LR 2@ 50K 3% F LAD AL W 11 45 8 4% i o
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N18%.

K ELADA FIRAT I =W 7 T LADATE 3 [H %
PRI DU A A e s B T R, A I T EE
NI E B B G B PRIV R 2t T B I B iR A
W, BT RELPRLADA B KGR &,
LADARE W FILADAZ Wik A BE IR B4 &
W>18% . JH B SR E(GADAN 1 e HEE AR

PRI Ja 2 /D AR AR B IR, AR R DL B3
TR A A0 PR 973 S F A Rk R R PR 7 S5 vl LAi2
Wi NLADA. SRBEE A 20 DAL NRIE B
GaRE IR R AT RS 2 LTk %A, B 40 R G e A
DA B R FVEAE B B B WAL ) K B, LADA
R FRATIE ML J9ZELADARIE X AT figit 2 K4
Ak, P AWARZLADARI AR, NLADA M HAh &

IR, BEETA-2A, TIAA, ZnTSA T &k %), Lk

S5 3k

£ Go BEWE PRI H TR RGTT AR BT o4 T S 2 3.
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Latent autoimmune diabetes in adults in China:
clinical features and epidemiology

PENG YaNi, LI Xia & ZHOU ZhiGuang

National Clinical Research Center for Metabolic Diseases, Key Laboratory of Diabetes Immunology, Ministry of Education, Diabetes Center of
Central South University, Institute of Metabolism and Endocrinology, The Second Xiangya Hospital of Central South University, Changsha 410011,
China

Latent autoimmune diabetes in adults (LADA) is a type of adult-onset autoimmune diabetes with the autoimmune attack against islet
beta cells similar to classic type 1 diabetes (T1DM) while manifesting as the slow progressing T2DM. Understanding more about the
clinical and immunological features of LADA could help in avoiding misdiagnosis. Epidemiology studies of LADA in Europe, North
America, and other Asia countries have revealed the clinical characteristics and disease progression of LADA to a certain extent. The
LADA China Study and other studies in China provided further evidence for the prevalence of LADA in the Chinese population.
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