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[Abstract] The coexistence of type 1 diabetes mellitus(T1DM) and autoimmune thyroid disease (AITD) constitutes autoimmune poly-
endocrinopathy syndrome Il (APS3). The prevalence of AITD in patients with TIDM is significantly higher than that in the general
population. Genetic studies have shown that the pathogenesis of APS3 is associated with a variety of susceptibility genes, among which
HLA-DR (human leukocyte antigen—D related ) , PTPN22 (protein tyrosine phosphatase non-receptor—type 22) , CTLA4 (cytotoxic T—
lymphocyte—associated antigen 4) and FOXP3 (forkhead box protein P3) are core susceptibility genes, all involved in the regulation of
immune synapses and the activation of T lymphocytes. In addition, gene regions such as IL2RA (interleukin—2 receptor) , VDR (vitamin
D receptor) , TNF (tumor necrosis factor) , GPR103(G protein—coupled receptor 103) have also been confirmed to be related to APS3,
but their mechanisms of action still need in—depth research. These susceptibility genes are associated with the production of core anti-
bodies in T1DM and may jointly regulate T1DM and thyroid autoantibodies, providing a genetic basis for risk assessment, early inter-

vention, and individualized treatment of the comorbidity of the two diseases. This article systematically reviews the pathological associa-

tion, immune mechanism, and latest research progress on suscepti-
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1 BB B 9% (type 1 diabetes mellitus, TTDM ) & — Flr (i it
& Gy EARAER BT F R RVERN , B4 THIA S0 B B
PEVE U, S BUBIR B 41 AR AR S R 4= s
B B 2 P B R R 9% (autoimmune thyroid disease, AITD)
JE TIDM fie i WY 3L 8 F B e M . ALRGLRR T
T1DM 5 AITD B4 FEOCEK | G e L] L dmeh 19 ) Jak 2k [XL F

1 TIDMF1AITD fy£EE

1.1 TIDM

T1DM J2& —Flr iy T 40 A 5 (1 JBE B B 41 B B 4R, 30
B 2 ZR A e 21, BRI 5 R RSP e s A e . L
RIRAIL LIS Gy B A0y | St S 3 B S A2 1 200
Ho 5 11 24 (human leukocyte antigen class 1l , HLA- II ) 3£ [X /1
fY) HLA-DR F HLA-DQ {37 5 , 2 /0 16 F HLA 2540 3 [X a8 i1
f5 85 R A, RS R A S SHR 238 TR 1 B
21 it Sk 5 B B BB 52 86 45 CD4 P T 9k B 40 i (CD4—posi-
tive T lymphocyte , CD4*T) , TG A B S i T 4, 5 |
X B AR MR 0% . B T HLA, 384 #8560 1~E HLA J
oy e DR DX, HOAL R 2 5 T S e 240 434 e e i 52 4T T
20 M 3 AL R S S B AR, 5 HILA JE DA L P [A) , 3 ) 4y 2
TIDM H B e Bt i s % 5 =™ fE TIDM B F RN,
ol RGE o7 — RGN EE XTI B A At S5 1k 143 1 ) B
PO, XGRS RIS bR s, S e 1 IE 7E ik
T H S e #2 . BT H Bk ah kS [
B4R (insulin autoantibodies, IAA ) 23 2 M2 I R B HTAA (glu-
tamic acid decarboxylase autoantibodies, GADA) 2 [ B 1% it}
FE IA-2 Hi 4 (islet antigen—2 autoantibodies , IA=2A) FI4¥ 35
T [ 8 B4 (zinc transporter 8 autoantibodies , ZnT8A ) 2!,
12 AITD

AITD J&—Fi el T 4t A A5 L AR B 0 BE 45 B 4
TSP B B e M o A0 R IRALT R o JR GE T
AR A B BT R SF8 R 5 80GE S B AR R (tet-
raiodothyronine, T4) 5 = filll FH {R it J52 2 2 (triiodothyronine,
T3) (1 FHAR R 8 R B 1 B o3 0 35 L, O 5 R R AR IR R
(thyroid stimulating hormone , TSH) 7K 3 AH 7 8 28 . AITD 7E
i R 1 FEZEFR N Graves g 5 HF A HUARBR R MR AL, H
OB B S e 52k, S8R R vHA R A
BPUIE RGBT AN AN B AR | A 4 AT R
o Graves 9 PR FF R HG S0 ACHC 1A S50FF DRt 400 6 o B8 19 50 0
FA UG, TR T HUR AR RE U ; B A< R AR 2 0l Al

) b EEL 4 9 i A TR R R DB L, S SO IR R T VR
T BRI B R G BB T 5 AR AE S R A
AR AT REY
1.3 H Bt Z£ N 5L Gk (autoimmune polyendocri-
nopathy syndrome , APS)

2 a2 Fh LA B A B et N S A A ] A Y — A
G RLE G AERR A APS. APSARYE 32 BRI A RIE T 434 4
AN - DRI RN S R B - 235 37 R RS IE, R
St B IR AR TR TR | TR 55 R T A DR T Addison J5 =1
fiE, 5 0l 2 22 /0 23504 0] L2 W s 1T ALLL Addison 5 A% L
WA I 2 VR A 1 B B 9 43 WA ZE L L 4l AITD
B T1IDM™; I A5 SN AITD 5 T1DM SEER(EIE B R 2,
S R B R WL S Y FR A APS3, T APS3 X 43 A APS3a,
APS3b ., APS3c, Hith APS3a F H l AITD 4 Jf TIDM, APS3b
FI K AITD 5 I 2451 1B R R/SCE T I, APS3e R HLH
AITD A I U X BEFS | FRE JIUTC ) s b % 7 S B 5
T BN 5 IV B HEBR M2 W 38 ARG 1R i W b K
VL E B G 9 53 B0 A 2L, L e M S e A D00 A
IRl A 20

TIDM &5 (9 AITD U 3 5 T8 1 AHE A T1DM &
H AITD IR FIK 15%~30% , 78 48 538 A 1Y 2%~10%; )L
T TIDM B B RN 5%~22%, 1 H F %8 JLE /Y 1%~
4%, H.29 173 (1) TIDM fR 3 Fe 2 23 R R o PR R 3 B T i
VAR, T W A AR AR, 4R R A 7E 2 SR Y R G
K06, T I A o e PR 1 D B e 3 o DG TB6 114 43T BL AR, Ry
g JRURSE A | L0 TSR AR | Rt — % L AR R T
R IEEEH

2 HRRBHZESRBZENEEERIE

FEODR B 3R el PP DR M 0 L 200 i 7™ A=, i P R 3% %
HRA A A K R E EOCE T R 1M o W i 1 R
RN e MW 25 A 00 RS 2 R 45 I R A B K S . TIDM R
JBB ) 3R Z 2 4 AH DG RIS 1 S BT AR MM R LR
WLBIE AR TILEAAE” B 25w IR BR A T Fh o) 68, 448
FHIEE 5 23R 97 5, R R AR R 19 (9 157 2 T4 (free
tetraiodothyronine , T4 ) 7K 40,25 & AR A A A6, [A]E, B
AR 8 55 s OB, HUAR IR T BB TCHE SRR ARR 5
FAURAE IR ZE A, R T IDM = A AU 5 FEIR
T REISIE 25 5 B0 4 WE A R fer e B 2% AR 0, AT 4
T TIDM AR s XURS: , TE 182 B TR B2 8 70 a3 2 FRIR AR 2
AR VAR 1) T AR 40 S B i 190 52 0 81 J 5 38 7 ™00
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BB W] T TIDM 5 HUAR B 2 RE S B 3 A
BT AE HE 5 A St 5 38 ok 5y R PR AT . A T fidp st %
JE AT IR i , BE SEOKE vt T A6 25 7 AN [] FHAR AR Zh AR
AT B MU AL XU , A f 2 35 i B A 7 T SR AR
(RE SIS/

3 APS3IHIZEERA

4 5 DR 2 7 A G R DR A 9% L F 5, 22 i PR i
b A T G 9 VR Y S A G I S 3 SR R R HG n ATTD A
T1DM f14 3 28 KU, 3 6 3k PR 7 S APS3 (I 5 5 Jk
FHE,

3.1 A% @ % # 4 R (human leukocyte antigen, HLA) -DR
AR

HLA S5 1 (K 5 1 B G5 PR 1 35244 ) 8Pk 2% D) A
% N TF 65 YL ARG 21 X (6p21) , 3l i s N2k F T4
ZUA 251 2 & & (major histocompatibility complex, MHC) B
S 50N AN RS 5T . CF B EE RN,
APS3 5 MHC IX 5 P 4% & HLA 1 25 %5 {3 355 B 77 76 W | ¢
BRI HLA T 256 K G i) 1) 25 11 7™ ) v 2o HL Ry 1) k4
B FASES Y B PEE S AN RRIE Y A BT RS CD4T 44
JIEL 28 10 5 0 T 9 £ 40 32 R 1 BB R RE T B
VA B B R SN R B i, HLA-DQB102: 01 % ;.
B PR AT FR A 4 1 0 FRR IR BT I L VO B O T 4
Jif , ¥ T % 5 B 40 i 77 4= TAA; T HLA-DRB103: 01 1] 55
GADA BHPE S 1 ARG, #5757 % 7 3L A A9 TIDM B &
GADA K H F A5 0 58 AR 5 3~4 4, HLHo M 1 o s, $R
HLA K& PR3 S o B0 i 52 3o 0%, B 3% R A O B AAR 11 7
H: 2R 5K

LI K FZ IR EE 57— 308 B, APS3 SR (A
O TR RRAE P B HLA 388 4% 95 5%, 5 % 00 HLA IR (R 7L R
DRB1#03:01-DQA1*05:01-DQB1*02:01(DR3-DQ2)FIDRB1*
04:01-DQA1*03:01-DQB1#03:02(DRB1*04:01-DQ8)!"*!, Hr
DRB1#03:01 A1 DRB1#04:01 45 JE P 1485 S b i 153
B, H.DRB1#03:01 7 . & K APS3 F -2 P 5 A4 i A
2 [R)F, APS3 B DQB1#02:01 AUSIR T , M BA TRAE
AP YEFIRY DQB1#06:02 SR [k, T LEiEdE , DR3-DQ2/
DRB1*#04:01-DQ8 ##fith ky APS3 [ ipimist fLhmic™ .

X4 HLA I 28 %5 47 5 5 ] B3l i S i 12 2 5 TIDM
HATTD B3 [ %955 - OAE HLA 112547, W5 TIDM AH 56
) DQB1 .5 AITD #15¢ #Y DR3, B HA 22 AL B IR 45 & D 4%
SERE AELTT 23 S50 o 200 3k IR 5 B AN R S R AR AR 8 2R R
FECUR AR AL U A K, 3 T8I At X Tk R FRR e 1) Y B a8

i ; @KL HLA T 2850 F T e L 2 AH DU ARG & 4%,
JLRBUZ [RIE 259l ok 1 AR FRAR 09 B ST IE A, fil k& 25 B
WA, A HLA T 284l 845 CD8 T 4t i i)
M FEME SN, (E B G e AR v R PR B VE o AR
B4, W4 & HLA-DRB1/DQB1 £H 4 25 75 [m] (19 HLA B 25
PRI Y ] 3 Ao 5 M) S 2 O 25 A S o P, Dl R R 232 R IR
R S50, SEF I, K2l HLA-DRB1 A1 DQB1 854 5k
R B F PR MAR % A2 TIDM  AITD B APS3 #5814 KUK,
AR GRS PR BRI PRE RS B8 1 £ v LA B
F i A A 1
3.2 K G B R BR A R B 3F % 4Kk 22 A (protein tyrosine phos-
phatase non-receptor—type 22, PTPN22) & B

PTPN22 BRI T 1 5 Y LRSI 1p13.3-p13.1, itk
E R 26 1 1% %2 B2 W 2 1 (lymphoid protein tyrosine phospha-
tase, LYP) o LYPZEAR BUBF R B T bk EL 41 A vh 454 2%
KL JE T AN SZ AR AR S 5 S G U D . o o B
T A0 32 A5 58 LA K5 C AN Sre SUERES A, PR R
2 ) 240 L T PR 23 P B B TS R AR A, DA T PR T 2 i
XTI I 2

PTPN22 JE [H] 1) — A~ S 5 PR 1T R 22 A5 1E (1s2476601)
5 TIDM S AITD 1) 5 Bt HE s UIAH G . 1278 520 1858 7
JSUAL B E B 0 E (C) P 48 Sy g R v E (T, 51 2 T 4
LYP 4 1155 620 {17 28 B 2l R 2 B2 728 O €8 2= 2 (R620W) .
P SERR R B AT T LYP 55 C A3 Sre SR AY 1E 45 4, it
T b 98T 48 B 1 S A IR LR S e RS . IR AR A
Graves Jij H1 1% XU DG I 56 B2 w2 T 22 40 1 FFOIR IR %, Wl g &
Graves Ji 1 B PE BT (A 55 SRR AIT B 40K 50 T 40 Bt 55 4 3% Ak A
oo AN, HAE APS3 B 1 S AR AR ] f) e (R
HE, U A R B B ATTD AT T1IDM A9 XU 7548, 1
T &F %F 310 B 1A Y 9 B F 55 R R R APS3 i
PTPN22 J [K] 1858 37 s ) T 45 o7 Jik PS4 4 B Il vy -t B Xof
M2 | gl AITD S8 B4l TIDM AR, #5 3 PTPN22
1858 T 25437 3 PR 1 A 2% H HLA-DRB1#03 45 {37 4 R 45 2 b,
BT 24% . $E78 PTPN22 R620W 28 745 J& APS3 [ 22 it
RS R 2

TEW I B3, PTPN22 JE B8 e 8l 7 X 8 5 — 4> SNP
(G1123C) Bl & FL5 TIDM AT AITD A5, 43 PRI 2 SE A
ERE—AIFSE T PTPN22 J& TIDM Hl AITD 3 [7] 1% B Sl [H]
20, PTPN22 #iA 2 T A0 MG Ak 1 B @ il il 2 — . 5%
R, BRI 5 A8 1) TIDM AR 35 v, TIA-2A F1 ZnT8A 1) FH 4
R T, EL U R R RE TSR S AL T 4
B 5 U TA-2 F1 ZnT8A 55 B 40 MRy S ME ST IR, ik B 41 ffd
AU S WA 2B 5 [ 1% 58 28 5 GADA I SRR ME B
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55, YR A R AZ O PR I 7= A W] R 32 N T) B S B A ) 22 5+
(AEE
33 %hAbdm e A T Ak B 4w AR £ 3R 4 (cytotoxic T-
lymphocyte—associated antigen 4, CTLA4) &

CTLA4 B 3E AL T YL (01K 2433, & APS3 Y 8 2 5 it
S R S e Al A RN Y BT E S PN B N (B
T 20 ML fb Y SR 7 9 R CTLAA S 5 T A Y
0I5 398 200 O A A EL AR P 70 5 A5 8 A0 B R 1T A9 HLA T 26
Wanm R NV - Re 7 ki LM N ) RGN i T B
WOy T4 5 TN R MY CTLA4 454 AL I {55, AL
TR T b L A AL AR BRI AR AT 30 CTLA4 JE R T fig
FZ A EFRIAIKOT FRAR Y385 78 5, AT BERCOR T 4R B 0 fe )
GO AT, 51 % T AN SR 1AL S35, b s R
5L (SRR S 1 B SN PE T 2R X P 43 A R AA 17 T
i, HETI S APS3 A B e IR S W & T . TR, CTLA
FLIR B A5 A8 S PA A S APS3 H H B i B sl Lt
HERIEE Sy FHLHZ —. 7€ CTLAALH Z B8R H T,
th TR 32 B IR, TAA A GADA LB M T
3.4 X 3k#EZ% G P3(forkhead box protein P3,FOXP3) # B

FOXP3 5 v F X Y a4 i Xp11.23, 5 11 g sh
BT IEE GRS FOXP3 B T kDR IBERE S
PR F R, ST T A0 (regulatory T cell, Treg) % & 5
IHAEMI AR O EVAFERN T FOXP3 iz 45 4 45 2 R (1 53 30
F X PR S 5 Treg DIREAYHE D Fe 3k, HE T 325 Treg 41 2
14l B Y FOXP3 I8 ik 458 & AR 9848 1, 25 T4 i
I DAY 40 D 1) R Treg 2 ML 1) T 6 % AL, 3 3 Treg 4H MY
KA HYy6e L PLERFE , X Fh S A5 P 246 1 B IR TT 5 | R A4
APS3EN I ZFh ) B G Ph g™ AR R W], Bt (L 28
551 1 FOXP3 D) BB K AR 2 2 B APS3/APS3y Ht [ £ fa i
S R DG B KU P 3R . DGt S E IR /R T — 15
re A N HE APS3 I A DG [ e s SRS T 3 S T ey 0 1
FOXP3 FE K 4 & 5 (38 108 N2 3L 10 1137 A Rl X
[ C/T SNP (rs2294021) 1) T 45 (o7 H PR AL [/ ZH B .l T2
TR XA T FOXP3 SE A ) B8 25 0 2 A1, A 53 2 H
AT fila A T R WA i RNA BT822 F , A ifii 8 3 FOXP3
BB OE F D AR, SR, X 28 FOXP3 7% 5 7E AITD FI
T1DM (1 BT REAH AT T 0 — L W oe ke i W

FOXP3 £ [K 545 52 M) Treg A1 il 534k, , 5 CTLA4 — k3
SR 57 . {H FOXP3 SE AR 5 34 51 5) H 3 ZnT8A [H
PE, HYUR S S AE I B BE K, 3% B G2 55 A DG HE R £ 2
3 i 5 AR G SRR R AR AL O PR Y T A, HXPAS
[RIHAAR (8 P42 A7 A — S i A

3.5 @ @iAZ 2 %4k (interleukin—2 receptor, IL2RA )

IL2RA {7 T 105 Y A R 15 X (10p15) , oAb F
3 I o B RY CD25 E Ml 8 B SN P T 41, IR Y B
SR AN B 4N LA B Treg TN AE . WFFE KT, CD25 3 A
X (rs10795791) 1 22 25-M 7] BETE 1k 5 1) Treg (T RE , M T 5
FCTIDM AHTAITD 1 % Az K e, LN T Graves 95 1) 5 &
PER, HEAT IL2RA FE 1K rs10795791 37 5 748 5 9 TIDM B,
GADA FHPERI] 3% .

3.6 44 % D 24k (vitamin D receptor, VDR)

VDR %5 55 R A S B 4 M b )iz =ik, @ i
SEA NG 1,25- 54 2 DI E AW , o B
TG AR08 T A0 B35 55 Dy Be s , 3 a2 412 5 2 i R 5 11 43
W, TR) 344 558 A g 20 L ) SR B T BR T REOE R I y- TR 1Y
PRAE L XM A B T AR RS AR R
D {5538 & 114 1F 3 Th A 7T BE X P MIC TIDM A4 & 21 XU B AT
IR R N L E T OB & B, VDR L A 24
SNP i 55 H B S e e s A7 7E W1 1 OCHK « 62 T VDR H: A
3" 4 B IX 1) Bsml (1s1544410) F Taql (1s731236) {37 15 A8 5%
5 TIDM &9 KUR AR G, [R] i3k 2 7 g 1 2 385 Ml 5 AITD
14 5 SR 1 Jin 825 0GR 5 e b 7E PG ARE P A e — 2P
8 7%, VDR 3 A 1Y Fokl (rs2228570) 437 4 [6] 4 55 T1DM il
AITD B & 555 KU A7 e 1127 OCER™ X 88k 47, VDR
BN Z AT BB M A R D R IR S
T1DM 5 AITD W38 4% 5 I >, VDR 3k 22810 5
TAA B2 A M 5%, AT B DR R 4l A2 38 DA 538 B 7 W 5 A T
BB A0, 32 T AR B AN MBS WA =K
3.7 AF9E 358 B F (tumor necrosis factor, TNF)

TNF LT 645 Y (A (R B 21 X (6p21) Y 32 %2 MHC
P HLA 28 X 88k, kb F T 28 HLA-BIEH RS 11 28 HLA-D
BEPR A Z 1] o 12 L D B A1 A 200 DXL - TNF o A5 1 JE DU
BT X -308(rs1800629) SNP Y G>A J& [ A1 g /1 L fiy A 45
3B , DA RZ X C/C 3L AL, 35 5 TNF 2 (A 9 5 St
IR B T A G

TNF 2R EANMU S5 S G Vg 10 R i AL, 3 [m] i
HEXT TIDM A1 ATTD 1) 55 8%k o TNF 1 N I 7= A 52 R
B Z 3RS, NG5 e AR (6 RNA R F1 BT A
IR B KO TNF e 53t T RE A 1 B G0 v 1) SR S
NE o 348 SNP 7E MV Y A i 2= AHE 9k LS TIDM A
ATTD [ & A A7 AE 38 G . 78 APS3 J& 3 ', HLA-DRB103:
01 3L 55 TNF-308A 85{v 5 P A7 AR 38 SC L,

3.8 G & G 18BEZ 4k 103 (G protein—coupled receptor 103,
GPR103) %A R
GPRI03 i F YLt fk 4q27 I, 1E 09 G 4 H BB Z AR TE K
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o AN 5 vh 2R 5k, AT RE S 5 R B I . A,
GPR103 (P518) 14 i & 7 HT AR Bt 40 B rh U8 A 3k . Tomer
Y AP 5 48 7N % DR R LA 53 AR APS3 R T R HEAE
FH AR5 HoAth [ B S8 H 0 A6 SN 7 il — PR

4 BIrS5iHE

TIDM & 75 £ B 5 Ry iR R T
e HAR MR R S, 75 ARG FHOIR B T i 2h A5 R a5 i, HR
AR RETCHE AST AR IR 25 O TR 27 1k,
45 JF TIDM B 55 9 8 e B R R &, FH Rz 0 2% [ IR 7
Graves R 1 7 245 10 35 52 mi "5 HOIR IR ) R UR DA 22
RMRE 253697 0, A JF TIDM Bl F Ab 7T 2 25 9 75
P AR

TIF5 S JER S DS mT HH A 3 oF 9 1 3 45 25 7 U AITD i
7O RIE R, BB 7 %2 . L AN R FkI e & AR
R A HUR AR R WO, 8 SR HE IR 24 5 3k ] S i L)
b T T2 2 WL v DR AT, L3k e A, e 208 B I AR 45
BAEE SR IRYT AR TR T et S AR

APS (i A5 5 N2 77 TR , e bRy S P A O B R i A
55 5 B ARSI (40 HLA-DRB1*03: 01 . PTPN22 . CTLA4) 4
S5G REAT RN 1B RS DAl 5 TS W, R R I T
PR DI REPTAG B S8 35 2 i 0 e L) o s R IR T A IR R

BARRTE e SR O BT e 15 5 ORI R R ot 41
AL IHEBLA (thyroid peroxidase antibodies, TPOAD) | R R 5k
B B (thyroglobulin antibodies, TgAb) . [ i B 21 fitd #H ¢
LR (TAA (GADA) B P IRAHSCHUIR (BL 21 -2 AL BB ) , I
PRAE AR L5 B A 00 T AR Sy 5 2 S T, ATTD iy & b IX B
o748 LA A BRS0BS54 Hf HLA-DRB1
03:01 . PTPN22 45 5 )L R, REPPAL B Tl , — 38 IR &
ARG %ot 5 9 XU T 8 R K. A, T S I A IR
Ji B B R AR R R B R KT S g W Bl D
TRIT TR IR B X I K R, X R — kR O
HI& LT AR ACRE ) TF IR L3 2 A R A o e it ,
FU UE GADA B A B Sl 530 2 19 TIDM L 75 /0
A, kG SE IR IS Y A £ R XURG )

T1DM T AITD 2 2 Fl i i ULAY H B Sl Pk PN 43 I 950 o
P 0 A IR S L APS3 (A% 0 8 . BEAT BF 5T B Af
APS3 % %% 5 HLA-DR . PTPN22 . CTLA4 . FOXP3 X 4 /> 4
Gy IBREERAHOG , 2 5 G 92 5 Ml AT 42 0 T 90 28 4 L 0% A, 0

AL 5 R (R 4 A, b AM IL2RA VDR Z53E L5 APS3
A K ABME LA T RABEST o

IAA  GADA 5§ T1DM A% Or B i 1 7™ Az F 5 IR AL Y 58
FIREYIHE, H TIDM B3 19 TPOAD P AR IR o) 6
VI DR 2 I A I RIS R 3, 571 750 T B GADA 1 /B 3%
TPOAD FHPEZR T, X U TIDM 5 HUR IR A Bkl 563
L[R5y BIE AR . ARk HRTHFRA A AR, Bz 2358
AR XSS 4 53 BT, H DR A A i) B %
WA

A I A AR, A 4G 008 R WA 7 T TIDM (B
A4 T P 23 WA AV A B OG T HVARAR DI RE , 5 HLAG:
0 FFCLR AR B TR (U0 TPOAD , TgAb) AT I BEFE AR (U0 TSH
FT4) , JF ST Sh A IR & | WAL BT AR R IR L DA
TR ATTD g XU | 52 B 22 IR A B S o 1 T 5
(Eiin

& % X M
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