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£1 ARBBKRERRER
1. JR#eA: 3. IMiREeRE . BUN 13 mg/dl
protein (=) PT 120 % Cr 0.61 mg/dl
glucose (3+) Fib 268 mg/dl Na 138 mEq/1
ketone body (—) K 3.9 mEq/1
4. I b Cl 102 mEq/1
2. RHIMm : T-bil 0.5 mg/dl Ca 9.4 mg/dl
Hb 14.2 g/dl AST 19 U/L
RBC 454 10" /ul ALT 23 U/L 5. SREIME
MCV 91.6 fl LDH 237 U/L STS (—)
WBC 7,820 /ul CK 113 U/L HBs-Ag (—)
neu 57.0 % TP 7.0 g/dl HCV-Ab (—)
€0s 2.2 % Alb 4.3 g/dL Rk (—)
bas 0.8 % T-cho 249 mg/dl
mon 4.3 % LDL-C 141 mg/dl 6. EH~—T—
lym 35.7 % TG 239 mg/dl CEA-S 3.9 ng/ml
Plt 7.6X10" /ul HDL-C 62 mg/dl CA19-9 7 U/ml
Doz, RETYHRIBEETH - 72, PEMEMA TIE, GAD $ifK105.9U/ml, TA-251fK21.5

MG - BEIRI - SRIERLEMA 2 K 2 1ORT. N
WAL T, ﬁ?’ﬁig(quf“ TSH i$§f#|—11§{) free
TAIEFHEHTH o 72, BIE R EHEITIZI3IE#H
ﬂ@%ot.—ﬁ,%ﬁﬁﬁﬁﬁﬁfu,ﬁﬁhm%
140mg/dl, HbAlc (NGSP) 8.9%, GA 24.4% & I ¥
Y Ma = VIEAtST, ZBIERELFR C X7 F R1.0
ng/ml, JRH CR7F F38.4ug/H & A ¥ A1) ¥ 53
FEIET LTIV b ODEIEZ L TWwihholz, i

U/ml &[T, DL X b 1RIBERSE & B0 L 72,

TRAb (2 DI TIIREMETH o 72, IM/IRPUE X
g9 CTdH - 72. HLA typing Tl&, 1 BUBERRIR I
BIEZ D DR 2 A LTz,

BERRIZ® (1) (45T Rz, M
ARIGHR & AT, 6375 C HURIR M AR 25 hid T & .

PR ISHTEHEERTH 5. 625 THEIRIF & 2 S,

635% C GAD $uiRlEEA I L 72, 6 fEIE &k

&2 AR - FERR - REEERE

1. PoTimAs

3. SEIMLERA

TSH 7.4 ulU/ml TRAb-h <1.0 IU/L

free T, 0.94 ng/dl Tg-Ab 24.0 TU/ml

ACTH 13.9 pg/ml TPO-Ab 22.0 TU/ml

Cortisol 7.3 ug/dl GAD-Ab 105.9 U/ml
TA-2-Ab .5 U/ml

2. WERIWEEE ICA (=)

FPG 140 mg/dl ANA 1:80 (BEACHY)

HbAlc (NGSP) 8.9 % IRANYIETINES (+)

GA 24.4 % PA-IgG 23 ng/107cells

(s) CPR 1.0 ng/ml

(u) CPR 38.4 ug/H 4. HLA Typing

(u) Albumin 5.2 mg/gCr A2, B46, B54, Cwl, DR4, DRI11,
DQ4, DQ7

Nt B R IR IR A R B = A0 L,

62 20t BEAELT 1 TR & R L SR O
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LA F 0% 2 50ug
T4 1.7 ng/d| TSH  7.4uU/ml
T3 5.3 pg/ml T4 0.94ng/dl
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J1)XE F1mg
T RIN)V h4-3-3EfT
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J 7K AR

& 2571077 >50mg
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T, WEDE L e L, M/MRERIZ63mE D 4 5 /ul
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AT HA FEEEIZFT> T,
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ﬁ%ﬁ%%m%ﬁéné L% <, ITP O Wik

CEEHTOVERLE LW EDNSE L) THAS. HLA
typing I2C DR4 # -4 L TW-D3, Bt &hz5
Bl ARG % &t 3HITH - 72.

1 BUBEPRIE DFSREIZ B b 5 E{ER T X, HLA class
I® HLA-DR BX U HLA-DQ TH Y, HAAN1EE
JRI%TIX, DR4 (DRB1*0405)-DQ4 (DQB1*0401) &
DRY (DRB1*0901)-DQ9 (DQB1*0303) A% sk
NTERIALTEENDY . AOREERRBEEZ S
Bt % APS3 B2 DI, Hashimoto 5 & HA A
APS3 #1-¢i%, DRB1*0405, DRB1*0802, DQA1*01,
DQA1*03, DQA1*0401, DQB1*0401% A ¥ A& 12
WML DD EHmE L TB DY, DRB1*0405 &
DQB1*0401 234kl 0¥ BRI EZFTH 5. ITP
IZDOWTIE, HERAZ R & L72MEST, DRB1*0410
<> DPB1*0201 S ITP 3% CHEH NI NEHE T
Hol L DHENDH LY. APS3 I & Skl o g Bz
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K3 VEBERR - /Nt KUK - ITP #80F L /= APS3 B D AFRER &I
E wmEE (4F) EllE - 1 BURE R 7 AR NYRTS ITP Z DA PHE HLA %I
1 KALR 12 (1986) 38%% - & 315 307% 397% *
2 T At (1986) 38 - & 305% 297%. 38j% DR4
3 PR At (1997) 22% - L e REE 221% Evans DR9
4 2H ® (2004) 405% - L 407%; 4075, 407% DR4
; 6 e e 165% WA "
5 PR i (2005) 543 - % 528 o %)_’E?ﬁ 534 *
T 1™ (2006) 445% - 7L 4475% 4475% 395% x*
HiE fb® (2008) 487% - B 4475% 4675, 4675 ANA DQ6
" " 455% W "
8 B ERGl (2012) 687% - & 625 6255 T 457% ANA DR4
N 22~ 6815 DR4
BN 19864 LIk T 8 91 /17 3 fo]
N IR S PR AR A PSR B & A L

VOL.18 NO.1 MARCH 2013

Z0%, BEAFT 1 R AR L S ED O

RPN 3 B> 1



BEERY 256, 1 IBERROEA;I RSN LT
BB H Y, HENICHMH T ILEFHLEEZ LN
.

LD

N RIRIZITP & &0F L, #EEd 2R iRETT 1
BINEIRIA % FE9E L 72 APS3 TUD i % FE B % ey L 72,
»HBH—DODOHURERESROBIZIZ, o Rk
RO ET D LEND 5.

X ®

1) Neufeld M, Maclaren N, Blizzard R:Autoim-
mune polyglandular syndromes. Pediatr Ann
1980 ; 9 :154—62

2) RAGREEA, WIS, FHEFESE, il Graves
9§, IDDM |2 DD\ THEFEPE ML/ A P 28 B
% (ITP) % &7 L7- LIEBIORIESRE. HEIRF
1986 ; 29 : 564— 5

3) IR, RAGREA, MHEESE, B Graves
i, A 2 AN MREHEIRIE, € U CHREFE ML/ IR
DPERBER % Sk L 72 1 fiEfl. Diabetes ] 1986 ;
14 :110—4

4) BEsL=, FARE | HERWEES P T Y F—U X

N R RIS PRI MR A PSR BN 2 A 0F L,
T D%, FRIREAT 1 BRI 2 58 L 72 2Rt E C
RIREMERE 3 B 1 4]

5)

6)

7)

8)

9)

10)

11)

I, A3 ITP, DIC % %84iE L 7 Basedow
Jw, IDDM O 15EFI. BEPR 1997 5 40 : 613—
8

HHMET, @EFEW, Imree, i Nt FodE
&M/ IMRGRAE & A0F L 72 1 BUBE R IR O 161, I
BENEHERE 2004 ; 18 1 2731

VERAE, MEHEE, R, Nt N RE
ZE L 1 RUBEPRIGFSIE % MFE 2RO, Z 0B O%E
W ITP Z25845E L7z 160, BEIRIR 2005 ; 48 :
460

TR, AR, HFREET SRR MR
PEEEPERIC 1 BB IR G & N R & P L7z 1
FEGI. BEFRFE 2006 ; 49 : 83

BEHE, NUMF, B/, Ml RN
WO AMESRBER, Nt R gz &0F L7z 1 BURER
JHO 16, BERSE 2008 ; 51 649

B . 1 BBEREO$T_T 1 BHERRIE O,
W EymhE 1 BHERRIR A BE 5 H O s A,

HYUBERRSE 2009 ; 1 :98—105

AT, FEOE, NBER . BOREERNS W
BRAEMERE (18, 270, 3/ 4#). HEE B
M ILEREEETL 2006 5 3 @ 565—70

PEgbER], R IERE & B SSI M INCR A 1 SR B
(ITP) O EBEFROFIER TP OT ) Li#
M. M 7a 747 2009 ;19 : 873—81

Tokushima Red Cross Hospital Medical Journal



A Case of Autoimmune Polyglandular Syndrome Type 3
Complicated by Graves’ Disease and ldiopathic Thrombocytopenic Purpura
That Developed Slowly Progressive Insulin-dependent Diabetes Mellitus

Nobuhito NAITO, Yoshiko KANEZAKI, Sayo UEDA, Hiroki INOUE, Kanako NAKAUCHI,
Yu MIYAIL Naotsugu MURAKAMI, Sunao SHIMADA, Yasumi SHINTANI

Division of Metabolism and Endocrinology, Tokushima Red Cross Hospital

The patient was a 68-year-old woman. She was diagnosed with Graves’ disease at 45 years of age and treat-
ment was started. From this time, her platelet count was low at 3-8X10"/uL. At 62 years of age, examination
before subtotal thyroidectomy revealed that her platelet count was 4X10*/uL. Further testing including bone
marrow examination resulted in a diagnosis of idiopathic thrombocytopenic purpura (ITP). Diabetes, noted since
60 years of age, was initially controlled with diet and oral agents by the local clinic. However, her glycemic
control gradually deteriorated and she was admitted to our hospital. Her BMI was 25.8 kg/m’ platelet count
was 7.6X10*/uL, and HbAlc (NGSP) was 8.9%. Her insulin secretion was decreased as shown by a fasting
plasma CPR of 1.0 ng/mL and urinary CPR of 38.4 pg/day. Because anti-islet antibodies were positive (GAD-
Ab, 105.9 U/mL and IA-2-Ab, 21.5 U/mL), she was diagnosed as type 1 diabetes and intensive insulin therapy
was started. Further results included PA-IgG of 23 ng/10" cells, TPO-Ab of 22.0 IU/mL, anti-nuclear antibody
of 1: 80, and positive HLA-DR4. Although the condition of type 1 diabetes and autoimmune thyroid disease is
known as autoimmune polyglandular syndrome type 3, it is rare to be associated with ITP. It is interesting to

speculate the pathogenesis of these disorders based on autoimmune mechanisms.

Key words: Graves’ disease, idiopathic thrombocytopenic purpura (ITP), slowly progressive insulin-dependent

diabetes mellitus, polyglandular autoimmune syndrome
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