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MR E R L Tz, FA2MET7 I 5 —E13680
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BRIBERERR AT T B, KA AR AT 12 BT AST 60 U/IL,
ALT 75 U/1, LDH 554 U/1, T-Bil 1.22 mg/dl &£ B} »
NP REE £ % 80 7. B R UVEM 12 BUN 25
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YA A S, THIH L CPKIZ 1258 U/L, i 7
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Table 1 Results of hematological and biochemical examinations

Table 2 Auto -antibodies and indulin secre-

tion associated with type 1 diabetes

Hemagological Biochemistry

WBC  6,100/ul TP 6.9 g/dl Cl 96 mEq/1 GAD antibody : negative

RBC  460x10%/ul | AST 60 U/1 Ca 4.4 mg/dl IA -2 antibody . negative

Hb 14.2 g/d1 ALT 78 U/1 UA 4.8 mg/dl IAA . negative

Ht 42.3% ALP 317 U/1 CPK 1258 U/1 U-CPR 4.2 ug/day

Plt 15.2x10*/ul | LDH 554 U/1 AMY  253U/1 Glucagon loading test

Blood gas analysis yGTP  32U/1 FPG 305 mg/dl P-CPR 0 m?n 0.32 ng/ml

PH 7412 T-Bil 122mg/dl  HbA. 63% 6min _ 0.56 ng/ml

PO, 86.7 mmHg BUN 25 mg/dl CRP 0.036 mg/dl GAD : glutamic acid decarboxylase, [A-2 :

PCO, 49.5mmHg Cr 0.8 mg/dl

HCO, 28.6mmol/l | Na 137 mEq/1

Sa0, 96.6% K 4.1 mEq/1

Urinalysis

hematuria (+) total ketone bodies 4840 mmol/1
proteinuria (—) 3 - hydroxybutyrate 3840 mmol/1
glucose (—) acetoacetate 1010 mmol/1

ketone bodies (2+)

OSMO 300 mOsm/1

insulinoma -associated antigen -2, IAA :
autoanibody to insulin, U-CPR ! urinary C
peptide immunoreactivity, P -CPR . plasma
C peptide immunoreactivity

Table 3 HLA typing

RELTHRMETH -7z, Z2EREINUREE 1L 305 mg/dl, il
HIREE T 300 mOsm/1 Tdh o7z, F 72 WBC 6100/,
CRP < 0.06 mg/dl & KRR 2RO L r ol —7,
R bRz + EBETHD, MFEHRT b ofEFD 4840
mmol/l (3-t Fu ¥ P E&REE 3830 mmol/l, 7t b REER
1010 mmol/1 : 3-& Fu ¥ I Flk/ 7t MEERE>3) &
EEE R L Tz, A A58 AT/ ¢id PH 7.412,
PO, 86.7 mmHg, PCO,45.9 mmHg, HCO, 28.6 mmol/],
Sa0, 96.6% & acidemia DR -7z, TN L O
it &% Table 112779,

SAZRE R HT B B CPUAM A Tld GAD bifk, TA241
R, 4 2y yHCHUAE DICBEEETH -7 (Table 2).
EF e oMAeTIX, 7YV h T AR T C pep-
tide immunoreactivity (CPR) ® 04K U6 5 Eix#i#
10.32 ng/ml, 056 ng/ml&ZELIETLTEY, TR
MAIZBO T LR CPRIEIZ4.2 ug/ A 2 F L WK%
A L7z (Table 2). %72, HLA typing {2 BV THARAD
1 RUBE SR IS &2 TH % DR4, DROVSRED SN
(Table 3).

JEERHE T R E T EREFEOR S % B 2 580
Lotz BERFROEIHEOKRE IR OEXOEESH O
LRI (CVip) 131.68%, JRFET V7 I »id9
mg/g.Cr & FHZRDT, F7-IRKMRE T SRR
BRLAE % RED T o Tz,

Fak A 0 ABets, 1600 kcal/ H O BHHER A ~

HLA
ALocus A24 (99 A33 (19
BLocus B60 (40) B44 (12)
ClLlocus Cw3

DR Locus DR4 DR 9

20 1 H ARSI L Ak A R U GERIR
422 6-6-6Hf, FNRNEFNLER, hl( >~
A v e AL, BRI TE) ABB L. 2ok, g
DR E RS AL VA YRGB %2 A LREIIC
WM A 2) v 8-6-6HifL, FNEFNEZER, HH
Rl A 2 2) v 6B, JEFRTOHFELSICTT 18 HIZIZZEH
e, WIEH20EH, BAA, BAK2KE, 4 &N, 4
20, FATo &ML 21107, 235, 179,
114, 118, 156, 113 mg/dl& RifF& e o7z, T/, #F
BEfE1X AST 30 U/1, ALT 73 U/1, LDH 360 U/1, T-Bil 0.7
mg/dl L& L, M7 3 7 —¥MiE53 U/, iy CPK
fidb 64 UNEERL L. &FIRELLEL, 200247
H24 HBEE, DBHRTA v 2) ViBBe B LTY
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N : Insulin with intermediate action

EPG : Fasting plasma glucose

2 h-PPPG : Post - prandial plasma glucose (2 hour after meals)

AMY : serum amylase

CPK : Creatine phosphokinase

TPERBOLBMEHETH S 2 Eram Rz, Ly
Lo 1 RBERBORS B A Lo 5 EHCREN 1R
RIGEIEELY, ERERLOF TV F—YRAEEL
TABET 2T TCOMMEPEE LD THYIMTH - 7.
F72, BBIEHOMBEMEAT1123 mg/dl L EFIZEMETH
HIZHb 53, HbA MHIZS3%EBMEZRLTHEY,

BB & AT LT REREASRIE S e, BIHER
ML AT B GAD Hifk, 1A2HifK, 1> 2

YHOHEROWTRLBERTH LI E, MET I T—F
AER LT &%) KHEFNIIHRE, Imagawa 5"
DG L T2 IEE TRt RIEER 1 BUBE RGO RGRE LS
UL T3, A CRIERER 1 BB RIEIZTEE &
3) L. FIRFEEE YIRS TH S, 2.
A7V F=Y A% o TIEWICRABMIZEIET S, 3.
FEHERF I 20 NUPE % 326D B 12 B b 5 3 HbA, Ml 1
B, E2\E LRI & 5. 4R CPRAAIX 10
ug/day LLF & FEREA > 20 Y mbidsiig LT b, 5.
FREWH M AP BESL P WEER O LA A A LD L. 6. HKE
KuBOR . 7. BB T ) 33k x2 Tk L
T-HEIROBRMEEROLE LU LT E LT
BY, FEFNIEERE TIIHETL TRV, Ll
6, 7O RAIHR LB Lo 7208, ZOMOIEHEIZET
W7zl Twrz, DXy, AEFNIIEE SRt R a
1RIFEIRIG & BRI RETH A L EFEZ BN AHD, FIZZFD

EINCEE A ETLREL U TR BEIRM &
I NV R THIRBABRITONS. MG IEAERIZB
WTHIERED LR DL 0D, FiaE ok
A OBWRIERITED SN T, FABEMBERRATD K
LRI ASN Lo O BENTHEEEZEZ LN
%, BEOPTAMITE LAES L BPOFELRT
BISEAET A28, AR EHHE RS R, OBER
O BEOBEIELALNDBRNEMZREST,
BRI ORERED W I SHIE &Rk, HEMT
HrLEZOLND.

=0, AREFIIBVTRILIREI L& LT, 1000
mg/dlx B2 A2FLEIEEZEL TV EITA,
FHEEBUN, Cri LR LTEBY, BHERLEO RN
AHNTZ &, CPKA3046 U/l, JKEEMED 12.5 mg/dl
LR TEMEZRLTWZ &%, o E Bt
BIE TS 1 RO RIS OB DA O R b B bz 2 &8
¥ 5N 5. Imagawa bV AR L7296 B Ot g
SERY 1 BUBE PR B E L1 B O T & ARFEFI O X 5 1k
71000 mg/dl B 2 EBEb T 2B Lok <,
RAEBNI LR R r — R L £ 2 50, FL V@IS
L BWEDOBRE 2L, EATEEAS G K OSRRC Rl f#
JEA A U REMEDYE . ERE, T2 L DEAR
4 K U885 CPKUMAE X2 5 PR B ILAE 1 3 R 0 (2B S 7,
KEEBIOFHETH 5, IEHTHRIEEFRET | BRI
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DI DOWTIZBAEY 4 NV ARG E SN TH
", human herpes virus (HHV) -6 % herpes simplex
virus (HSV) OR5-°7 ZRET HWEN L SN T2
ARZHEM OB A BT 2o, KFEFITIIERY £V A
PUROMB I T b Tl v, FIERICE BERZ
BT S 2 e 7 AV A IEGE % Bl 5 IRIRFEIR 13780
SN hdhor, —F, FECTHREERER 1 BUHERAEO
KR EACRERTFTHLEVIEL LAY Y, £
ORPE L THCKIEM 1 AR R B IR L b
TV % HLA class I halotype 23 &I BT d FiK
MECALNLZEVRBITONT VA, REFITBNT
b HBE I H A AND 1B IR KD halotype T %
DR4, DROZALTHEY, HORERFEOHEIZE
WTHBRIBEVWITREEZ HNE. L2 LW OAED
MBI E LA Hmb L, 4%, 2OBRAIICD
WTOE L bHHPEENS.

S )

L 4, AWER4, @ CPKIME, B % i
o TEAMITRIE LR R 72 F— 3 20 15l
BRREEL 7o,

2. KFEFNIEF E V) BDTHWMTTY P 7 F
— Y ARRLTHED, T, FERIEMEE TR R
T, WINVPBEEED ARSI LS LY, R
WS LTV 2 IR E SRR 1 ORI ORI T
LEEZOLND.

3. JEH ORI 1 AR B T b AR O X
2 WSS E FE MU E Y 1000 mg/dl % 88 2 5 SE i LE iRy
WTh Y, RAEFNLIED D TEETH - 7272010

HLWHAKZEL, 8MEARE, MBHBAHEZ L
72bnEEZLNS.
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A Case of Non-Autoimmune, Fuluminant Type 1 Diabetes with
Acute Renal Failure and High Values of Serum CPK

Kohzo Takebayashi, Sadao Wakabayashi, Yoshihisa Inukai, Rika Matsutomo,

Kiiti Okumura, Yoshimasa Aso and Toshihiko Inukai

Department of Medicine, Koshigaya Hospital, Dokkyo University School of Medicine, Koshigaya, Saitama, 343 - 8555 Japan

We present a 40 year male patient who developed diabetic
ketoacidosis with acute renal failure and high serum values of
CPK and uric acid. Because of acute onset of ketoacidosis dur-
ing several days with an elevation of serum amylase, negative
findings of antibodies associated with autoimmune type 1 dia-
betes mellitus, he was diagnosed of a non - autoimmune, fulu-

minant, type 1 diabetes mellitus, which is a newly established

subtype of type 1 diabetes mellitus. Since the patient's post -
prandial plasma glucose was extremely high (1123 mg/dD
when he developed ketoacidosis, the severe dehydration due
to extreme hyperglycemia might have caused acute renal fail-

ure and rhabdomyolysis.

Key Words : non - autoimmune, fuluminant type 1 diabetes

mellitus, acute renal failure, rhabdomyolysis



