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(FHE] BH KT mH A F3hS Ak 1 BEE%H(TIDM) o 2 B 48 s (T2DM) 16 & 4 8 4 b7 & 69 2 B M i,
Fik @B LS 99 4 TIDM &£ (TIDM 8) %5 577 4 T2DM & £ (T2DMD @l R A H A L £4A ML R, REHAKR S A
G RARBEERAENERAT o EFIE. R TIDM AR F hF s RBMEAKRRLK(GADA) L@ BMAEZEE 2 8 S
FoAk (TA-2A) (4B B m a4k (ICA) B4 4535 4K 8 B 4 4k (ZnT8A) 230 & B¢ At | 89 [A M & 34 & F T2DM 4, £ % ¥ A %3t
F &L (P<0.05), TIDM & FRmF# . 2H CKR(CP) AE 2hCP.E MM HZ (NS £ 5 2 h INS, Z B4 (TG F 4k i
FTHHEBMD YK T T2DM 48, B e 4E )6 2 h sk M his g (HbAlO) A& % E K& G e B & (HDL-O XK £33 & T
T2DM 41, 2 F 9 A4 THFEXL(P<0.05);mBA LB KEEREGREBERFILE, ZFH AT FENL(P>0.05),
ZM CPAAE 2hCPAFAE TIDMAY M ARBLERETHRALY  ARRBEZE LK, 2798 %5 &L (P<0.05 ;M &
T2DM AR Z6g FTHAS., mENT2H2093F =MW CP. A5 2hCP X514 % TIDM 5 T2DM ¢ %X % T4 M & T &R A&
A 95% E A K 14 451 4 0.902(0. 850~0. 954).,0. 905(0. 852~0. 958), % % CP # #f R & 4 0. 283 nmol/L B, 2 Z 4% 4o 4
FHE M A 82.6%.89.2% ;%) 2 h CP #4 Wi X & 4 0. 421 nmol/L B, = R4 E A4 F & 5 5 4 84.8%.89. 2% . &it
TIDM,T2DM % # ¢4 A2 % 4 # . BMI 14 % 2 75 GADA TA-2A ICA.ZnT8A . INS.CP.# % # .HbAlc. TG \HDL-C K F % 35 47 &
B E T H B s R xSk AT o AL
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Application value of serum pancreatic isled autoantibodies and biochemical indicators in
classification diagnosis of diabetes mellitus”
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of Medical Sciences/Guangdong General Hospital ,Guangzhou,Guangdong 510120,China;4. Department of Endocrinology
Guangdong Academy o f Medical Sciences/Guangdong General Hospital ,Guangzhou,Guangdong 510080 ,China)
[Abstract] Objective To investigate the application value of serum pancreatic isled autoantibodies and biochemical indicators
in classification diagnosis of type 1 diabetes mellitus (T1DM) and type 2 diabetes mellitus (T2DM). Methods The clinical data and
laboratory detection results in 99 cases of TIDM and 577 cases of T2DM were retrospectively analyzed. The levels of pancreatic
isled autoantibodies and biochemical indicators were compared between the two groups and their characteristics were analyzed. Re-
sults The positive rates of single detection and combine detection of glutamic acid decarboxylase autoantibodies(GADA) ,insulino-
ma-associated antigen-2 autoantibodies (IA-2A) , islet cell autoantibodies (ICA) and ZnT8 autoantibodies (ZnT8A) in the T1DM
group were higher than those in the T2DM group, the differences were statistically significant(P<Z0. 05). The onset age, fasting and
postprandial 2 h CP, fasting and postprandial 2 h insulin(2 h INS), triglyceride(TG) and body mass index (BMI) in the T1DM
group were lower than those in the T2DM group, while the levels of fasting and postprandial 2h blood glucose, glycosylated hemo-
globin(HbAlc) and high-density lipoprotein cholesterol(HDL-C) were higher than those in the T2DM group, the differences were
statistically significant (P<C0. 05); however total cholesterol and low-density lipoprotein cholesterol levels had no statistical differ-
ence between the T1DM group and T2DM group (P>0. 05). Moreover, the fasting and postprandial 2 h CP levels in the T1DM
group showed decreasing trend as the T1DM course extending.and the difference had statistical difference among different disease

courses; but the fasting and postprandial 2 h CP levels in the T2DM group had no obvious decreasing trend. The areas under the
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receiver operating characteristicCROC) curve of fasting and postprandial 2 h CP for differential diagnosis of T1DM and T2DM in
the patients with the disease course < 2 year were 0. 902(95%CI; 0.850—0. 954) and 0. 905(95%CI; 0. 852—0. 958) respective-

ly. The suitable threshold value of fasting CP was 0. 283 nmol/L,its sensitivity and specificity were 82. 6% and 89. 2% , respective-

ly, which of postprandial 2 h CP was 0. 421 nmol/L, its sensitivity and specificity were 84. 8% and 89. 2% respectively.
Conclusion T1DM and T2DM are different in onset age, BMI value, serum GADA, IA-2A, ICA, ZnT8A, insulin, CP, glucose.

HbAlc, TG and HDL-C levels, which may assist clinic in their classification diagnosis.

[Key words| C-peptide;autoantibodies;blood chemical analysis;diabetes mellitus,type 1;diabetes mellitus,type 2

MR R AT 4y 1 B E JR 9% (type 1 diabetes mellitus,
T1DM) .2 B R %5 (type 2 diabetes mellitus, T2DM) | H:Afth 4%
SR R PR e R M AR 45 2 L L T2DM fie 2 0L 24
i B B R 9096 ~95 %% . kS TIDML 2415 556 ~10%%
HCA A R S BUE RO 29 1 304 5 Hrh G IR PR 5 )7 IS TR O
A, TIDM &t FIRS B 40ME MY A B G5 1 w38 ok I BE Bk 2k
BB #E (insulin, INS) 23 3 46 53 B2 BT 5| A 09 0 s B A
il A0 1] 5 S5 2 T TR B M INS i H5E Ay, T2DM M2 i
T FACYC A INS 43 WA XA 2 L B INS 43 W i B oy
P I K SRR T B0 M bR, S T R R T BEAR O INS 4
FrAE i AR E A A DA R 95 AF I L 1A BT AR 8 H(BMD | JBE B
E B HUiA%F IS TIDM, T2DM 43 B 1 5 BEAR SR (H 5 2 0
T AR R NN B A AL RIE I IR A R B 20 IR
RBENRAA RS, ST WEAMET . B LRGN X B
RUBE PR s 875 L35 INS . C-k (C-peptide, CP) 7 % # Al fi5 28 55
S AR AR A BTN R L O S R 43 B8 W7 5 IR 9T SR AR 24K
. ABEFE B 434 1 676 4] TIDM, T2DM 32 B 58 2 19 55 B
EIRPR R BURE R .

1 #EMEFE

L1 ¥R [T 2018 4F 4 J1 & 2014 4F 8 JTAE)™
RAENREBAER R TIDM 5 T2DM B 158 2 16 h5. B
A7 R 1999 4F WHO B FRA 2 Wb e 30k 47 70 B2 T
A B A OB 1 KRBT, i 2013 48 4 A % 2014
48 H T1DM f: B i 4 99 %1 (T1DM 1), % 53 fi, Zc 46 fi;
EBEAFIE 31. 0(22. 0~49. 00 % e 3. 0(0. 1~10. 3) 4F,
2013 4 4 A & 2013 4F 12 A T2DM ¥ B i & 577 il (T2DM
2. 55 309 .4 268 ] s fE B 4F % 62. 0052, 5~73.0) & s i 2
6.0€0. 8~11. )4,

L2 Jiik

1.2.1 S BB PUEai SRR 55 552 R S B0 3k vk
) A DU Al 9 A 2 R B AR W 1K (glutamic acid decarboxy-
lase autoantibodies, GADA) |5k & 4l MUR A G & -2 B B i
(insulinoma-associated antigen-2 autoantibodies, IA-2A) | $iT i
15 40 A 1 Cislet cell antibodies, ICA) Fl &% #5351k 8 13 £ 4ii 14
(zinc transporter 8 autoantibodies,ZnT8A),

1.2.2 AEALGSE PR AT 3 A A R D 4 2 IR B (fasting
blood glucose, FBG) 54 J5 2 h Ifil #% (postprandial 2 h blood
glucose, 2 h PGl fdf I 58 [ Beckman 23 ] 3205 » &4 JH [ B
(total cholesterol, TC) | = fit H i (triglyceride, TG) ¥ ] 5 FH
R A Y TR R AR w R L R A [
(high-density lipoprotein cholesterol, HDL-C) \ {ik %% J& ig 45 4
JIH [# i (low-density lipoprotein cholesterol, LDL-C) # fil] fifi ff
VU 5 A PR B 03 A R 2 w5 24 7E 26 [ Beckman 24

H] UniCel® DxC 800 4= [ 3h 24 b 48 #FAL _FAG I . SR 8 HE Vi
3% B CHPLC) ¥ B 4L i 27 28 1 (glycosylated hemoglo-
bin, HbAlc) , fiff Ff§ 36 [ (1 4k 23 & D-10" 44k 1 £1 2 11 46 I A%
T RS

1.2.3 #EKW AR L AN i E CP 5 INS /K
- i I - 2 EG A ] Cobas €601 HL k% % 6 5 3258 43 #7 4X K
JREHL IR . 99 4] TIDM & 3% b3 97 il % W) v CP /K
T AR 0. 0~<C2.0.2.0~5.0,>>5. 0 4EF 4> 3 Jy 48.9.40
il s 3 95 BRI 2 h CP /K, i FE 0. 0~<C2.0,2.0~5.0,>
5.0 FEF 4000k 469,40 #i], 577 fil T2DM H % 4t 566 1
M L3 CP /K- e 0. 0~<C2.0.2.0~5.0,>>5. 0 4EF 43 51
7 210,74.282 f5i] ; 3 562 FK I 2 h CP /K %A 0. 0~<<
2.0.2.0~5.0.>>5.0 &4 B 209.74.279 #],

1.3 Siil2abs SRA SPSS 17. 0 Goit R kA7 5 die b 3 55
Gt . KA RER AR IES 00, LI5S 25 15
PEECRIE 75 AP B M (Pos ~ P ]380, 2 411 H 3 3R A
S5 T 2 KL 2 400 57 FE A [ B AL 38 (Krusdal-Wallis
250 W 201 ) AR AR 2 8058 4 BB AL 5 2k S7 R A 1 B R RS, 38
(Mann-Whitney %) s TFEU% B A PI B8 H oy FE R R
KB AT R T . 2l 323K F T AEF31E (receiver operating
characteristic, ROC) {1 £k , ¥F- 4y CP Xt 8 FR 5 14 43 B4 32 W 4 18
i3 ROC £k F i 2 Carea under the curve, AUC) f& H 95%
BASX [ (CD), AUC=0. 5 I T2 Wi {i s AUC 2 0. 5~ <<
0. 7TH} /R B W HER HE 3K s AUC 2 0. 7~ <C0. 9 Bf 78 12 W
W E P 4F s AUCZ0. 9 B RN 2 E R 3 m . LA P<<0.05

hEFAGIFTE L
2 5 R

2.1 PR A SPUARKE IR TIDM 4 4 Friik
BAMURS I B TR A R CE 1 RppT R BE D B9 PR R &
T2DM 4, 2 R B A G it 38 L (P<<0.05) ., W&k 1.
1 FHIMERAESRERMRES
MMBAERE B (%) ]

- _ GADA  IA2A ICA  ZnT8A -
PR PR PR PR

TIDMZL 99 46(46.46) 19(19.19) 14(14.14) 15(15.15) 57(57.57)

T2DM#l 577 29(5.03) 24(4.16)  4(0.69)  5(0.87)  49(8.49)

¥ 80.12 3206 9.30 9.50 153.98

P 0.000 0,000  0.002 0,002  0.000

2.2 PIMRBAER BMI K& AL H8 bRk F lLE: T1IDM 41

2SHE CPV&JG 2 h CP.&SHE INSE S5 2 h INS. TG /K K il 9k 47
s BMI {H#{%F T2DM 4 ,FBG.2 h PG.HbAlc &% HDL-C 7k
FET T2DM 4, 2 5 3386 G112 5 L (P<<0.05) 5 T4l
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2 AR % F # BMI B &I 4 L8Rk F kB[ M(P25~P75) ]
T1DM # T2DM 4
& b7 U P
JEEAC)) M(P2;~Ps5) BEG M(Py5~Prs)
ERAERS () 99 28.0(16. 0~39.0) 577 54, 8(46. 0~64.0) 7 268.500 0. 000
2% CP(amol/L) 97 0. 046(0. 003~0.178) 566 0.742(0.432~1.070) 3 501.000 0. 000
% )5 2 h CP(nmol/L) 95 0.075(0.003~0. 265) 562 1.24000.724~2.120) 3 462. 000 0. 000
25 1 INS(pmol /L) 89 19.0(4. 5~61. 4) 552 51.9(26. 7~92. 6) 15 340. 500 0. 000
%J5 2 h INS(pmol/L) 87 25.8(5. 6~143.0) 548 128.8(60.5~289.4) 13 065.500 0. 000
FBG (mmol /L) 75 8. 45(6. 20~11. 90) 441 7.32(5.75~9. 83) 13 826. 000 0.023
2 h PG(mmol/L) 86 14.45(9. 25~18. 68) 519 11.90(8.90~14.92) 17 901. 000 0.003
HbAle( %) 89 10.2(8.2~12.3) 509 8.8(7.3~10.7) 16 586. 000 0. 000
TC(mmol/L) 88 4.67(4.02~5.27) 540 4.64(3.84~5.43) 23 740. 000 0. 990
TG (mmol/L) 88 1.050. 76~1.59) 540 1.54(1. 04~2. 28) 16 139. 000 0. 000
HDL-C(mmol/L) 88 1.08(0. 87~1.33) 540 0.97(0.83~1.15) 18 612. 000 0. 001
LDL-C(mmol/L) 88 2.73(2.08~3.31) 540 2.77(2.00~3. 48) 22 971. 500 0.617
BMI(kg/m?) 80 19.08(17.82~23.76) 506 24.24(21.96~26.75) 9 878. 000 0. 000
*3 RMAARERRKEEESTE CP Ak FELBE[M(Pys ~Prs),nmol/L]
s WL 0. 0~<C2.0 4 WL 2. 0~5.0 4F WFE R T 5.0 4
A . Fo kT . Kol kT " Kol T
T1DM 42 48 0.161€0.064~0.237) 9 0.019(0.004~0.101) 40 0.003(0.003~0.034)
T2DM 4H 210 0.663(0.439~0.983) 74 0.799(0.568~1.053) 282 0.747(0.400~1.135)
U 929. 000 21. 000 378. 500
P 0. 000 0. 000 0. 000
x4 MAARRIFERBEER 2 h CP KFEELK[M(Psys~P;;) ,nmol/L]
o AR 0. 0~<C2.0 4F SR 2. 0~5. 0 4F KT 5.0 4F
215 n A 7K - n K i 7K S n 6z I 7S
T1DM 24 46 0.211€0.075~0.374) 9 0.048(0. 003~0.132) 40 0.003(0.003~0.073)
T2DM 41 209 1.135(0. 669~2. 028) 74 1. 640(0. 923~2. 403) 279 1. 230(0. 724~2. 020)
U 849. 500 16. 000 461.000
P 0. 000 0. 000 0. 000

TC J¢ LDL-C K L85, 22 R ¥ RG24 L (P>0.05), UL
%2,

2.3 PHAARFBESRE CPKFELLE Rik—£ 05T CP 1
TIDM.T2DM 411 2 5. 4 AL 8 & w2 3 W4l
TIDM AR FRBEER E 2 CP.4&J5 2 h CP K EHIETF
T2DM 4, 2 S ¥A it 2 7 L (P<<0. 05), WL 3 3.4 1 H B
% TIDM A B HERBMER, TREE EEZEHE. L 24N
AR KT R AL 2. 0~ <5 0 AR R H A CPLR R 2 h
CP K1 M B4 T B 88. 7% .79. 2% i AR K F 5. 0 4E 1
BE N CPRJS 2 h CP /KA M E 4% 2 # DU AR KR (0. 003
nmol/L) , A fE TIDM 41 i # %5 i CP K& )5 2 h CP /K¥F
Fd, 2 WA Gt % 8 X (fF = 32,509, P=0. 000; 5* =
26.184,P=0.000), i T2DM 4 H % ki % i 72 i K 25 i CP.
)5 2 h CP YL TGS AR T2DM 4 B #H &5

2 h CPKP A ZRA LRI FE L () =8.243,P=0.016);
Mz i CP Kl gL, 22 52 B G0it 2F B L (f = 3. 197, P=
0.202),

Z=RECP

05 —— HE2h P
’ S
06

&

® 4]
0.2
00 T T T T

00 02 04 05 08 1D
HRE
1 = CP REE 2 h CP £5i2 87

TIDM 5 T2DM #y ROC g £
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2.4 CPMiZWiME HFE3 FIEEmEZE, UKR
0.0~<C2.0 4Ef) TIDM.T2DM ¥ 25 CP.& 5 2 h CP /K
SRR B AR AL 281 ROC il £k LA 43 #fr CP %§ T1DM ., T2DM [
YW E. =S CP & )5 2 h CP Ay AUC ¥ KF 0.9
(P<C0.05) 2 Wi M BE 2 . CP /K P fik . TIDM fiy 7] Bk
B s8R, T2DM Al e MR . JLIAL 1.5 5,
x5 EECPREFS 2hCP3 TIDM 5
T2DM B % 3112 B &

o i AUCH)  WiAS RE  RRE
T 5 AUC

95%CI  (nmol/L) (%) %

2516 CP 0.902 0.000 0.850~0.954 0,283 82.6 89.2

5 2 h CP 0.905 0.000 0.852~0.958  0.421 84.8 89.2

* ,P<<0.05,5 AUC=0.5 b,

3 9t i

TI1DM & 4 8% 5 K 6 88 2= B4R . 1 T2DM N T 95 &
BERM . A5 TIDM 4] & 3% & 5 4 % B B 18 F T2DM
W EREHITHE L (P<0.05), AR TIDM £ K 4
40 ZLUR L HAURNT 20 23 20 B, 0f T2DM W £ & A4 78 40
UL R B, ST E AR AN

TIDM %4 E £ 4 M 5055 AR s iy 3L [F 2 55, 3 1
T8 TPR] R L 22 B T R I 20 E R HG 4 R A3 1 B B B A . B i
B Z A GADAIA-2A ICA H B 1% & Hi & (insulin au-
toantibodies, ITAA) ST 4R & BLAY ZnT8A Hifk. T H A # M
i 75 BN BE X 3 X B B PR AR 2 AR R INS 7R A R 4
AR g K ZHORFH T INS Jad 2 Ja, Bk Kok
IAA AN ERFEHT .

AHFFT LR B, TIDM 41 3% 4 Fh A S Pk s R4
M Bk 2R W R 5 T T2DM 2, 45 & R B ¥R 8 (glutamic
acid decarboxylase, GAD) J& 45 Ji 30 il M A 22388 it v-2 2 T 12
P S . N8 GAD A7 1 i 4 S o7 S R 53 44 12 GAD 67 (RS
Sy F I 67X 10°) 1 GAD 65 CHE X 43 F i i 65X 10°) . Bij #
FEOMAEWE T JGH FE/ MM 4. 2% TIDM
B mE R AR GAD 65 M R0, AT 106 ~30% 1
BEMIERE S GAD67 454 . GAD 65 & &k 1t 1% 5 A 1k Ji
S B A0S A B R ORI BLIR Z —" M A GADA
MR MRS A Pk, A5 TIDM 484 GADA
BUORPH P = W] & & F T2DM 41 (46. 46% wvs. 5. 03% ., P <<
0.05), 5 3CHk[5-9 4R IE 1Y 38.00% ~52. 94 YW 4iF . AR5 40
M98 A AR -2 (TA-2) J&2 2 5 0 5 INS 43 0 19 32 7R 7Y 2 [ 1%
SRR WA TR 889 % e v ) — B, 3 A T R 5 A R 42 PN 4 A
frh ik, & TIDM 1 — A RZEHTIE . AHN TA-2A 1% A
R EER A 8 E Kong FV HHE WG 1 FN .M F
20 % VR T T 20 %1 TIDM B TA-2A I35 510
66.67%.16.67% , HZ Kawasaki 25058 & B RN T 1
M 1~<T4 4 4~10 4R 10 4E L) 9 TIDM g% TIA-2A FH
PRy 61.3% .40, 7% .28. 6 % 1 20.5% ., A@F5E TIDM
B TA-2A BHMESRY 19. 19 %0 . 322300 X 2 RLAF 75 A HE B0 46 0 2%
H(19.38% ~24. 65%) 570 | ICA J&— 4L EF A B & 40l Ca s B
3 M PP Z R IR G Pk, 72 )L R D 4 1 R BUE I8
7020 ~90 % L LAJS 645 K 5 AF 8% i B BEAR . ICA £7 e
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[ S R, S HE B AR R S 48 & AR T T = s B BE & T1DM
A HL BRI 3 B A o R I JE KT B BRI, AR R B
4. TIDM 41 % ICA MR N 14. 14% . 5 EH PR 5,
MEE Ly S B R 100 8% 11 11 %80T, [ &y B 20 M 45 5
PEEEFEIZ 1R 8(ZnT8) JLIE4F# & BLAY TIDM [ B3R 0,
AL B B 3643 0 UL, JB TR e 32 R R T (SLC30) K ik »
TORE AN A Y B B e 15 3 A0 i A B B B AN i P i bl
R R R BETE INS G 5 /- Wb KRR ZAEM . ZnT8A
1 E BN PSR Rl . A5 TIDM 4% ZnT8A
FHE =Ry 15. 15% . ZnT8A FH M 5 A4 ¥ Rl i £ 5 GADA | IA-
2AICA P ; A ZnT8A HUR B TIDM fh 35 H & 9 48 i
BN T A B ST R B R A, BB = I CP OKCFE AR,
s B R B R B A S . BN ZnT8A (G I %o i 95 )i i
DIRERE IR I ST TR R A B L, B2 . X4 a5
PLARTT LLGH B TIDM, T2DM ({12 Wi 43 8, o ) GADA 12 7
ARER T

AW L5 R IE B, TIDM 4 4% FBG.2 h PG K& HbAlc
K 2% B B & F T2DM 41 (P<<0.05), T2DM %
Z LR AW FE  T2DM 41 % i TG, LDL-C /K & BMI
{H¥ 8] 2 & F T1DM 44 (P<<0. 05) , 5 3 k[ 14-15 4% 38 M 4% .
HDL-C E. A i 3h fik 3 &£ 1 1k Catherosclerosis, AS) /E A . A< #F
5% T2DM 41 3% 1L 7% HDL-C 7K F 8] B A% F T1DM 41 (P<<
0.05), mMAEESIR ASHW=RKREBEHNELZ —,T2DM £ H&
% TG.TC.LDL-C fifft HDL-C 7K - 9 4% 5 7] fig 5 T2DM g
B A o I AE R 1 IR 5 R A K

ML INS J& H B 5 3 20 0 43 90 F) e I W 1) T B2 R 24 R
H B INS IEI7 )G - ML3E INS A RESE 4 I & Y INS # 43
AR, T CP 5 INS S5 9 5 (4 & 43 W AL LA 5 TAA RN
MR INS A& CP, B T CP H] ) B 52 i [ i i )y INS 9 &
REGWARE, AW, RE A F MM T INS, H
TIDM #2518 CP & J5 2 h CP.INS ¥ 8] g it T T2DM
2 ;CP iy ROC fh &kt 8 /s H 245 52 Wy TIDM, T2DM 11 1
AR . A RBELER, TIDM %5 8 CP.&J5 2 h CP I
T2DM TR PR K, WRE/NT 2.0 £ TIDM 4 5
T2DM 20 g v, 43 814G 79. 17 % (38/48) 5 16.19%(34/210)
BESE CPIE TS & WA T B0, 370 nmol/L) ., K AT
5.0 4F 1 TIDM 413 1, 95. 00% (38/40) 25 i CP 7K 1K F
0. 370 nmol/L., H 1 60. 00% (24/40) ¥ I 1% K2 {8 (0. 003
nmol/L) , &5 [ 5 B 41 Th E 3238 5 Wi 78 T2DM 414 21. 63 %
(61/282) i H 2 16 CP /KK F 0. 370 nmol/L, H AL 0. 35%
(1/282)24 0. 003 nmol/L, 5 /R, CP KFE#E AL, T F#k
P, TIDM 19 BT RE P B8 s B, T Bl 34OR B B s AR 12,
T2DM iy o] BEPERE A 5 M BF S8 AR AFT7 . HoAT, B/ A
M T AN CP 2 W s, 2B I a8 CP /N F 0. 2
nmol/L i}, TIDM ) 7] fig K. A B b, Y= 8 CP L
0. 200 nmol/L 2 Wi Ft s i . 5L U AR 5 B2 43 5018 63,096 .
94. 3% , I &5 R MM B B AR I Oy 1A 36 IR TR BT R RE AR
RG29S M 5 4 35 12 BT S R

2 EPTiR . TIDM T2DM 8 4 /98 9 48 % . BMI {8, BL &
7% GADA,IA-2A ICA, ZnT8A ., INS, CP. % % #% . HbAlc,
TG \HDL-C /K V-S54 b 344 8] W 25 55, AT il Bl I JR % 795 i
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