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EiREEEIEE (HHS) ORETH 72, REMCBI2EKNDIZ- &) LavREEIA

RO a103 1 BRI 2 HHIC B &, TELZMZ 2T, B 2 N E 2 179 2

Bhd5b.
F—TJ— R AREEINAR, 1 BRI

i U &I

Type 1 diabetes mellitus (T1DM) T3 ¥ %IiE
KzR3 5790, TIDM ThHWHEMEZ ZRB LR
L, RN EROGEIZ 2D 5T, BWdE
NHZEDHrY. R TH 1 RUBERNE OIS e
FEIZEROK) 20% &< Y, FEGFRA iR B3
DGENE L BWDPEND Z ENL VY. DD
HZWsWEETH ), EELLTrOREAINS
A DIER I Em. SRS 2 AR T 7 AR
P4 b7 ¥ F—3 X (diabetic ketoacidosis, DKA)
THRAENDL EVwbTW3? . 40 1% 10 » H
WARE R INAS B % 2RI M S 7z TIDM o 1 6
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JERERE © BEAERT EYIB O 72 0 E R % 37 3 3 H,
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n, PBREfEAkt v ¥ — CTRBEBIZE o T/ 1
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2RI ETH LV L IKAEEDN SRR E RO
7208, BEETHo7-0OFRKIIEFETHL LITE-
TWaholz, F2REEN S BEEOE S A H D
I o T, ZOHROESL TORERMAR
WEAEHE L TSR BIE L o Tz 1% 10
PHEREMNTHICHICRA ) L35 EWETIIRS
N VATEN b RO 72720 OB TFE L ) <
PRt v ¥ — %22 L7z, 2O 1 H 3O
BEICMZTIH2ROMEZ L\wb Z & DHERS
N7z SERAL L EOEHEAZHEIL TWzIiZd 2
DOFTHRERDAHHLEEE (K1) d@BH6N0
TWiz7z0, WEIEE BB HN S e
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KBERE, ABEBE, HWICKDEHD I ETDHEVS
72 %R DFERD B D IRE WA, IRGEERO-. &
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74kg (-00SD), Kaup $8%%12.81, fkif 359TC,
IR¥%% 128 bpm, FEUL%EL 26 8] /min, ILE 88/46
mmHg, Eikl ~V JCS 10, IPEkEEE - OE  #Z
ML, KE YNVI—VIKTZRL, MRER, O
M 72 U, MEERPIHK, BFPREZ L, AR R
HEERL.

ABERE D E AT W (K1) @ BIRERE %M
I IAE, w4 bV E, RIEEO EAZ R 7.
HbAlc ¥ 141% & L& LTz KR <
R RIRO Lo 7z, MEAT A G5HTIET ¥
F—=3 233D SN h o 7.

ABEta e (1K2) © mhHEae AR T ISk 9 = I AE,
B I MAE & B LN % Blga 3 % & 361, e
B D72 ORA RS L7z, 155 IR B IR
AT AR AR X ) BOKRE, R E
To7z. BB LCid, ARe 3 BRI &A S Hish
WA 2 > 005 U/kg/hr Tl G- 2 Baa L, I
P T ICEN A 2 V&, 7 Rk SRR
BAfofz. IifE - BRESIEEIL L2 E 2R L
ABE 24 WE 20 © RN Z BIgh L7z, FRETEIL

HARDOND. PG, EFHIERA VA VY RLEROMRE L
# 1 ABEREMAARAS

< I ERAg AR > <AAbF>

WBC 6,300 /ul Alb 6.7 g/dl 7 R 747 umol/1

RBC 5,340,000 /ul Glu 723 mg/dl 3t Fo¥ Vg 2,934 umol/l

Hb 132 g/dl BUN 14 mg/dl VAN E NI 0.3

Ht 40.2% Cre 0.16 mg/dl ACTH 74 pg/ml

PLT 163,000 /ul Na 126 mEq/1 INVF =) 236 ug/l
Cl 89 mEq/1 IGF-1 21 ng/ml

<ML A A 55341 > K 59 mEq/1 TSH 0.468 uIU/ml

pH 7462 Ca 9.3 mg/dl F-T3 2.37 pg/ml

PCO. 29.7 mmHg i-P 46 mEq/1 F-T4 0.83 ng/dl

PO, 35.2 mmHg AST 38U/1

HCO; 20.7 mmol/1 ALT 21U0/1 <Ol PR 35 3 . >

BE — 2.2 mmol LDH 293 U/1 HbAlc 14.1 mg/dl
ALP 822 U/1 CPR IliLiFE 0.11 ng/ml

<JRAgAE > T-Cho 189 mg/dl LAYV 1.1 uU/ml

pH 5 HDL-C 42 mg/dl Pt GAD itk 394 U/ml

W 1.047 TG 740 mg/dl L IA-2 PLik < 04 U/ml

b +4 CK 47 U/1

A RAV - CRP < 0.03 mg/dl

7 hv +2 OSM 306 OSM/kg

I - NEFA 2.14 mEq/1
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72LZh, HRTH Y EFENEDILE L o7z
ZE, AVA) VLEEWPETHDH Z LD AR
4HE»SA ¥ A1) AFRE TiHEA#EE (Continuous
Subcutaneous Insulin Infusion, CSII) T ILHESS B %
79 2 L 2B 72, ABEFOIMEH A T HbAlc
EH, Y7V E I UBBUR RS (Glutamic Acid
Decarboxylase, GAD) PufkFz%, 1% CPRO.11 ng/ml,
Mg A4 > 21 11 uU/ml &4 YR V53T %
R 7z7z, 1 BUBERIE & B L7z, RKik~h— R
Hhr v MZEBA VR CROEE, Yy 72 FA
BT B R U¥E, AR & RS R O xS 12
DWTOFEEITWAPBE 23 H HCRBEEL . b
EOCHE I, REEMS RO (K1), hE
B RS S Em E 20, 3 3 2k
MTHESZ3cm (-19SD) FCTUEBRS N
HIAEERE 520 H TH 5%, HbAlc67 ~ 76 %FEET
IV PA—=LVTETWS. &8, BETHHLEREK
ERIROAKGFED T H T FEN LI 0o 72

£ =K

HREMIMAR LB S NZHE TSR 4 02 H &k
# L 72 TIDM @O %) RH % s L7z, 2Riio
TIDM Tid, ZWoEND S 7825 DKA OIRRE
THERERBEVWDbRTWA? ((2). 72, W%k
1 BUBE PR RIS B W THIZ 2 S0 £ TIZ 24 I
ML EZE L7234, DKA ORRELRMD 55 512 A4
Hrwbh sy, AAEFTIEIBAR I I R %
JE3EME#E (hyperosmolar hyperglycemic syndrome,
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£ 2 1 BUFERR OFEAEER & DKA OE &

SRR AR
chanced nonDKA DKA %
0 21 2 4 14 70
1 42 2 9 30 73
2 55 0 38 15 28
3 68 2 44 18 28
4 60 5 35 18 31
<5 246 11 130 95 40
5=10 286 65 165 47 16
10= 231 66 114 45 20

Matsuura et al; Pediatr Diabetes2: 2001 (—&Bii)
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fk, ZIR, KEBLTHY, REFTD 1K 1H
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DHLBWIIIHEEELL. A6 20AL Lo
YR CHRERDZ K- THREDS B, TIDM E4E
WICHbLZEELEBRE LTHEST SR TWA.
FIEBIORER DL, WZREO HAlcH, £k
BR - BB & v o Z2IEIRO B2 5 TIDM D FHE
WKEsbobkEz 507 7B TIDM O3EHEHE
Brnwboo, FUBENIBIF A EREMINAR T
TIDM Z @B e LCTaEE < 2 &, FM 2
ZORER, FERM ZRAEIRD 2 WA T b MU E =
BBV ETHDLEEZONL.
KIEFIZBWTEHICENDTD 5725 DD,
DKA ~O#EATHNICZH S -8 & LT, #lf
W27 AV A&7 &0 TIDM HSE0EIZE LT 5 X
) RIBPIEZBETE L e o722 b, T RRBIAR
SLEDA VA YT Y PO — VB TE TV
=2 e D, FEROMEITHREETH - 72 REEATR
iz, 2O ELARERIE TIDM OH T
FRIEAELT 1 BUBERSE (slowly progressive insulin
dependent diabetes mellitus, SPIDDM) O] gtk
HEZ SN2, SPIDDM Okl LCid, 1) #%
BOEZHOMEETT VY I VBRI (GAD)
ik d L I3 SMBgPifk (islet cell antibody,
ICA) »BtETH D, 2) BIRFOFRIE (b LI
W) K, 7 b= ABLLIET T Y F=Y R
%<, 7REBIESIERIED DA ¥ R VR
ML 7 5 R WIERI & 72 5 T 5Y. SPIDDM T
RTINS B - YGRS X ARG S
505, AIEFITIEZZBREOMBMRATA » A V455
WEETLTBY A v A VDT &% 2 W
MoA YA VPR AT o 72, SPIDDM (A8
JRIZBWTHEREINE Z 0% L, SIRMICIZE
B2 MRS e \v/z®, SPIDDM 28HREEhTwb
WHEMEDSH B L 2 5D, AIER TR OKE
BIMARZEEHRLE LTES 2t v ¥ —D3L
RS L ) REEBIEPT Th 72T L, WE LR
oo e AKX R R R E R LR L, FELD
LR IR v ¥ — 223 LB E#RD
BEDNH o722 & TDKA ZIZES TICRINI B
B CEL-EEZ LN

381

)

PREIINA B % ZRI T ISR - 72401 1 BUBEIR
R U7 AIERICIMAEBIMA R ZEH S
THOUEZZECTICAPHEE L. YR TE
SROAREIGINAR K% 5850 72 %5 5 B RGO W EVE % &
BH I & MRS S0 IR AR Y 2 R MY 1 24T ) Bk 7S
HrLEZLNT.

FEB/R
FIRAIZ RS A FRFHIEH ) A,

X #

1) Sundaram PC, Day E, Kirk JM, et al. Delayed
diagnosis in type 1 diabetes mellitus. Arch Dis
Child. 2009;94:151-152.

Matsuura N, Yokota Y, Kazahari K, et al. The
Japanese study group of insulin therapy for
childhood and adolescent diabetes (JSGIT):
initial aims and impact of the family history of
type 1 diabetes mellitus in Japanese children.
Pediatr Diabetes. 2001;2:160-169.

EFE, E, L ER/N RN R A
FRZHa e v A H 4 K54 >~ 2006 ~ 2008.
H/hR4EE. 2008;112:114-123.

Lokulo-Sodipe K, Moon R]J, Edge JA, et al.
Identifying targets to reduce the incidence of
diabetic ketoacidosis at diagnosis of type 1 dia-
betes in the UK. Arch Dis Child. 2014;99:438-
442.

Pawlowicz M, Birkholz D, Niedzwiecki M, et al.
Difficulties or mistakes in diagnosing type 1
diabetes mellitus in children? The consequences
of delayed diagnosis. Pediatr Endocrinol Diabe-
tes Metab. 2008;14:7-12.

Quinn M, Fleischman A, Rosner B, et al. Char-
acteristics at diagnosis of type 1 diabetes in
children younger than 6 years. J Pediatr. 2006;
148:366-371.

Usher-Smith JA, Thompson M]J, Zhu H, et al.
The pathway to diagnosis of type 1 diabetes in
children: a questionnaire study. BMJ Open
(Internet). 2015:5:¢006470. (accessed 2017 Sep
19) https://bmjopen.bmj.com/content/5/3/
e006470

HHE—RB, KIS, REEW, (3. %R
HEAT 1 BUBESR (SPIDDM) O Witk (2012)
1 BRI R AN IE R B S (B AEAT 1 BUBEIR
W) il BERRIE. 2013;56:590-597.

2)

3)

4)

5)

6)

7)

8)



AN B 13

A CASE OF INFANT TYPE 1 DIABETES DIAGNOSED
WITH POOR WEIGHT GAIN

Rei OGAWA, Masahiko KODAMA,
Yoko FUJIMOTO and Keiichi ISOYAMA

Department of Pediatrics, Showa University Fujigaoka Hospital

Abstract —— In type 1 diabetes mellitus (T1DM) it is said that 90% of patients at first visit have
polyuria / polyuria and 50% of patients have weight loss, but infant type 1 diabetes often exhibits non-
specific symptoms, and it takes a time until diagnosis. We experienced infant type 1 diabetes diagnosed
with poor weight gain. A case is a girl of 1 year and 6 months. She was diagnosed with diabetes melli-
tus at 1 year and 10 months, although it was pointed out that poor weight gain was pointed out at the
medical examination and it was observed as a follow - up despite accepting multiple drinking in addition
to weight loss at 1 year and 8 months. At the time of diagnosis, it was hyperosmolar hyperglycemia
(HHS). If you are aware of uncertain weight gain defects in the growth phase, you need to make inqui-
ries carefully and actively measure blood glucose with type 1 diabetes in mind.

Key words: poor weight gain, type 1 diabetes mellitus
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