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Abstract

Objective: Autoimmune polyendocrine syndrome is a rare disease, to improve clinicians’ under-
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standing of the disease, promote the treatment of the disease and improve the prognosis by ana-
lyzing the characteristics and treatment methods of the disease through case reports. Methods: A
case of APS type II with diffuse goiter with hyperthyroidism and type 1 diabetes mellitus was re-
ported. Results: According to the clinical manifestations and auxiliary examination, the patient
was diagnosed as “autoimmune polyendocrine syndrome type II": diffuse goiter with hyperthy-
roidism and type 1 diabetes mellitus. After admission, hypoglycemia, fluid rehydration, acid cor-
rection and hormone replacement therapy were given. Blood glucose control was stable, and thy-
roid function did not change significantly. Conclusion: Autoimmune polyendocrine adenopathy syn-
drome refers to the presence of two or more endocrine diseases in the same patient; due to the in-
sidious onset, early detection and standardized treatment is conducive to improve the prognosis.
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1. 518§

H B s 22 4 29 A IR 254 1L (autoimmune polyglandular syndrome, APS)J2&fi i T H & gz, [6—
BE R R /DAEAE 2 Fhak 2 A i . PAS MIRFIE 2 RIGEE . 252 21 ZUE 2% B 1ok L i i »
A FHAMTERE[L]. APS ZFING, X T WM HHRE, TATH) B RS R HRI PAS. b R SE
RAFBARIRTT ORGP TR B 1 41 LLVR ISP HUR IR A FOIR IR D) e TOERE AN 1 BO0E IR A
FERIL APS N RIHGEL T .

2. ERFGER
2.1, —HgEE

B, 1, 38%, A “ORILMPE SRR 5 K7 e TImiT i AN RER A W50 R . &
5 RETEAAR RIS S, 2918 mmol/l, fEE.0 MR, IXEHNEY, =71, OF. BT, 58k
T2 &M 7~: PH7.17, PCO, 31 mmHg, PO, 152 mmHg, BE —16 mmol/l; L% }{7~: CO, 10.3 mmol/l;
JREAR(++), ZEUL “HERFEERERR H 8”7 IR, B R, T2 Wit i st R P o ik ok
Tomif e e O s, JEIRHTRR S R s, HRIEW, SOBER k.

22. X

AR 36.1°C, fikiH 130 ¥]/4y, PP 18 YR/4y, IfLE 101/66 mmHg. #EiELE, FEHCIRESKREE, BUIR
BN B, BT, RATKZETT, TME RS, MRS, KL TESE, OF 130 KI5,
ST, B, EETH, TR ROBE, FFRRAh &, SUR SR M, s #RAE B 1
2.3. SHEIEE

231 RBFRE
O UM SR I REER . RTFREE R . Lo ME IR R e I ko B X I w,  HUIR
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Figure 1. 24 hours dynamic iodine uptake rate
B 1. 24 N EHFS IR AR

232 ZRERE

o + B3 + Mk + BfEfs: 2SEIME 11.67 mmol/l (IEF#{H 3.90~6.10 mmol/l), If1%H 3.46
mmol/l (IE# & 3.5~5.3 mmol/l), Ifi%% 135 mmol/l (1E% {& 137~147 mmol/l), ifil %A 4kH% 20.1 mmol/l (IE#
fB 22~29 mmol/l), RIGFFIET . RUTEGRR: JREAE 4+, RS 4+ B2 ES 9.1% (EH/E
4.0%~6.0%), C Jik 0.100 ng/ml (0.81~3.85 ng/ml), [k & & ifk 6.37 IU/mI (IEFH{E 0.41~20 1U/ml), 4%
Ji R EEHA 280 1U/MI (IE#1E 0.51~30 1U/mMI). HTR: W B =B IR R 2R 18.13 pmol/l (IE# 18
3.5~6.53 pmol/l). it & FFUIR AR 2% 44.303 pmol/l (IE# A 11.5~22.73 pmol/l). HUR BRI ALk > 1300
IU/ml (IE# 18 0~60 1U/ml). & R AR & 32 A btk 38.910 IU/L (IE# 1 0~1.75 IU/L). I FE. M.
C-MEF . WASE A BRI BPARARTH A IR bs AR 578 .

24. BIrRd

NBEJE T HEPRI RS EE, NI, R, /R B 2 S Ay TR T R, B D E AR b, (R
BT H SRR ST R IR R A e SR BRERR A IR fS, SR 1A R B 28 =48 00 K PR B A HORE i By 3=
W ) B VR SR o) B, e IR BhAE 8 mmol/l 247, HRIRAR SRR AT T W] AR, 4k F ARk
BIT, AR B EMER I 8~10 mmol/l, HIhuR: F & =M H R AR FE 2R 11.15 pmol/l. 7 &
HUIR R 37.29 pmol/l.

2.5. &R
WRIENG R RIS AE G, 2Wih “8B S 0BEt2 Wam ISt 11 B o oRi8 o B IR i £ H
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H B s 22 4 29 A IR 2554 1L (autoimmune polyglandular syndrome, APS)J2: 1 i1 T H & iz i 52 A
RS8R — B A B e 5 I 2 Rk 2 Fh DL B B G v 9 20 WA s R0 =1 A 3 6 Ji P — LI PG
fE[2], BT APS (1) 5 %N 1:20,000, 4F R ZN 1~2:100,000 [3]. AR I AR 72 BRI I8 A& B S5 1A
[, APS 734 APS | B4 APS 11 BY[1], &F % E IR HAFAER APS 1 AU APS IV AU[4], - TAHL
fE2E8 5, JEME AN APS 11 8. APSI 2 —Fh 2 LB G AR Ba i [5], 5 H B Sy i 11 45 (AIRE)
BRI GBRADG, ZBEE R E LR A I R I, (H2 R 08 5] E AL IG AR R I IR,
TFHIFRERIE L, FESRIGREIRP) 7 &IE. APSI 2 IBIENE Whitaker [6]F7 14 () = BEE (12
PR B D S BR T . HOIR S IR D) e s R AN B b B T ol ) th & /b =00 2 IS TR dE . n RS 1
HHKARMEF, KRR =BAER—NMLSGR R 2 Wi[7]. APS | BF ML Gy idte, RISt L
NBER ST WL, AR XN AR RS H . flin, {E3EE, | B B2 1:100,000 [8]; 1E
SFEER T HLX, HRAT R L 4 25,000 BIHRA 1 EI[9]; fEIREL 9 JI NHLAE 1 HI[10]. X T APSI i
BIT, EEARE: WEREMRIBIT PURYYRIT . REHNEIT 1],

APS Il U@ RN Addison i 1 BUBEIRIE . E B G Be Ve HURIREE, 21X 3 P AT 2
FRERTSWI[2]. BhAh, APS I BUERIUN H B et B 5 AR VERR T BEIRIE S 3 Py 4314 88 1 5L
A 1 B S B M [2]. A —TUSEE T 360 1] APSI HRE (I R« IR AT I 2% P LIRS 27 H50Hhs AR T 95 [8] %
B, APS Hg i WIBR L G 1 BN R AN B B St ORI . i BAE R ZHUEE T, 1 BUBEIR
W APS I RERIL, 215 P B 1 48%. Schulz L ZE[12]#KiE 7 1 GI “IR s e, okt ”
M2 15 % B %, KM BERIT Ri2k Nt Addison J%. Graves J5 [ APSIH; 28 i S 45 [13]4RE T 1 4
Addison JE A HR AR T REIGE A E BRI APS-II B ASCIRIE T 1 B “ R BLIIKE = A% O R it
SR, TR H L 1 2R PRI AN IR BRI o

APSII BYLESE [E 1) B %29 1:20,000 [14], HoApth B 58 55 #38 HOR R 28 SORAT IR 5 MRS W T &
P, 532t 1:3 [15]. APSII £ 20~60 & I Rk & fe iy, FER AR =S8R U4 5 1 AL,
[ BSAEH WL, Tf7 H N BB AR R AR, B 2R R A . B TCIRIE[16], PAS 11 A5 EEH LU
PN AR 9 N2 1 G T JER (H LA J2 R 1 5 e 25 57 35 R 25 W) A [ 17 o

APS Il 1 H S Ry A N2 2 R 1 FRENLEIRT TR BI[14], A BB FERYH M 2E R R b S A
BbIG, 2R R HLA | 3EE0 1 BA PR i Be R Gtk R 38 B o st 50— 5 T ik e 47 5
FePE Th 40H(Th2) FIsilid B itk EL 4 Bk fl oAk v S il B, 55— 5 T A M 3 14 T kS 40 i (Tha)
AN e S S, O B T B B2 A R ik 2 R AR H B B, TERLE B e, axd
SR G R G0 AR IR R

APS Il BE[RIT 2> =FPiBHL[18] [19]: — & Graves J5 (1 & (6T 5 S BB AT 0% VR IT i —
s | AR AT BEIRIE (007 W R AR Th REVGE . Addison %5, EZEMIEIT T R EBNRIAIT
SR TARAE B 5 e e HOR AR T BEVR 10 BB 2, DA UELTE T A6 1R YT HOR IR Th RSB AE A A 25 AR T
BB DRIA FRODR M 2R3 7 O H B R PR R AR I, BT DA R & 3697 10 R BEA & B E T IR
RIS 8UE KBRS LIRESR[20].

Gouveia S Z5[21 )8 ik —2H 1 BUBE LRI (TIDM) B 1776 Hoth B B S B V0w RS b R B, Lotk
) APS HI [ S e e R IR 2 B i, RS B B S PuiE B, SRR RBRIETUE 2 A5G,
LORIGRERITTE TIDM BEFAIT IR T, HLEHAT APS Mifdr. BEAAEEEI [8]1%R M, X aH
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GPENEA 73 WBIR B AT R e e AT A, AT DR R IR PASIE R 1 B8 I AT RENE,  H AU
0 A T EE AIRE R sl A AT B S A, indiTP0 R P i B 7 Huid S il E . Frommer
L SE[14]H9mE TR gt , T APSII 835 AT AR FRst A 5, KD B 5 B PR AT REA — L L A AN
HERRB S5,

AR FEEN B G G Bk 5 H AR A IR i P v, ARG 0 I SR B TR A 22 57 DA

P VEAE G PRIIRE, AL — PGB 70 WA [ (835 B W BE AR 73 — A B B S ge Ve, (A, B 4EE
A9 5141 T 5 AR U ) LA

S Hk
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