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A Case of Slowly Progressive Type 1 Diabetes Mellitus With Foot Ulcer and Proliferative Diabetic Retinopathy

Emiko TACHIKAWA'?, Masashi HONDA', Yukiko OHNO', Yasuko TAKANO/,
Yayoi YAMAMOTO', Madoka ONO’ and Hiroko IKEZAWA'
'Department of Diabetes, Shiseikai Daini Hospital
*Department of Pediatrics, Tokyo Women's Medical University
*Department of Ophthalmology, Shiseikai Daini Hospital
‘Department of Orthopedics, Shiseikai Daini Hospital

A 71-year-old man with no family history of diabetes developed hyperglycemia in 2001, but left it untreated.
He noticed visual loss in April 2009, and also injured the sole of his foot when trying to treat a corn on his own
way in July 2009. Due to the worsening skin condition, he consulted a dermatologist in October 2009, and was ad-
mitted to our hospital for treatment of diabetes mellitus and complications. Conservative treatment which in-
cluded antibiotic therapy improved his foot ulcer. Because a rapid normalization of his long-term hyperglycemia
could possibly aggravate proliferative diabetic retinopathy, the minimum insulin injection and photocoagulation
were started without delay. Slowly progressive type 1 diabetes mellitus (SPIDDM) was diagnosed on the
grounds that he had a long-term course of diabetes mellitus and strongly-positive islet-associated antibodies. On
the other hand the patient’s history of heavy alcohol consumption and exocrine pancreatic insufficiency suggests
a relationship with chronic pancreatitis.

Key Words: slowly progressive type 1 diabetes mellitus (SPIDDM), glutamic acid decarboxylate antibody (GAD
antibody), islet cell antibody (ICA), human leukocyte antigen (HLA), chronic pancreatitis
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Fig. 1 Foot ulcer (findings of initial consultation)
The ulcer had passed from planta throught dorsum of right foot.
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Table 1 General laboratory data upon lg admission

Blood chemistry Peripheral blood

TP 7.2 g/dl WBC

Alb 36 gzdl RBC

T-bil 05 mg/dl Hb

AST 40 1U/1 Ht

ALT 56 1U/1 Plt

ALP 331 mg/dl

v-GTP 19 U/1 Urinalysis

CK 96 U/L Specific gravity
ChoE 180 U/L pH

BUN 19.0 mg/dl Protein

Cre 0.53 mg/dl Glucose

Na 138 mEq/I Ketone

K 4.3 mEq/! Bilirubin

CRP 0.02 mg/dl Occult blood
T-Cho 124 mg/dl Urobilinogen
TG 77 mg/dl White blood cell
HbAlc (JDS) 10.1 % Nitrite

glycoalbumin 346 %

Coagulation test

2,800 /mm?® PT 11.3 sec
375%x10* /mm?3 PT INR 097
12.2 g/dl
339 % Chest Xp
13.7x10* /mm?3 CTR 43 %
Consolidation (-)
CP angle sharp
1.017
6.0 Abd Xp
+) Abnormal gas (=)
4+)
(=) ECG
(&) Sinus rhythm
() PR 67/min, NAD
(%) ST-T change (—)
(—) Negative T (—)
() CVrx 38 %

Table 2 Diabetes-related laboratory data upon lst
admission

Meal tolerance test (1,440 kcal/day, detemir 4 v)

0 min 60 min 120 min
PG (mg/dl) 109 260 175
C-peptide (ng/ml) 0.6 2.2 27

Urinary C-peptide 27.8 ug/day

Immnologic test
GAD antibody 14,500 U/ml, ICA 1,280 U/ml,
TA-2 antibpdy 0.4 U/ml, TAA 125 nU/ml (0.4%)
HLA (DR Locus) DR-15 (2)

Visual acuity: Rt 0.06 (0.15), Lt 0.03 (0.05).

Anterior ocular segment findings: bil.cataract, Rt.rubeosis
iridis.

Fundoscopy: bil. proliferative diabetic retinopathy, retinal
edema (Fig. 2).

Renal function: Urinary alubumin creatinine ratio 18.6
mg/g * Cr, 24h Cer 130.6 ml/min, eGFR 103.59 ml/min.
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Table 3 Special laboratory data upon 1lst admission

Infection-related test: HBsAg (—), HBsAb (=), HCVAbD (+), RPR (—), TPHA (-)
Tumor maker: CA19-9 11.0 U/ml, CEA 1.6 U/ml, PSA 0528 U/ml
Endcrine data: freeT3 1.1 ng/dl, freeT4 2.7 pg/ml, TSH 1.97 wIU/ml,
thyroglobulin antibody (), TPO antibody (—), TSH receptor antibody 0.4 >,
TBG 24.9 pg/ml, calcitonin 23 pg/mi, glucagon 78 pg/ml,
adrenaline 0.01 ng/ml, noradrenaline 0.11 ng/ml, dopamine 0.02 ng/ml,
renin activity 0.2 ng/ml/h

Abdominal ultrasonogram: liver: edge dull, surface smooth, SOL (-),
gallstones (20 mm, 22 mm), splenomegaly (48 cm?),
pancreas: swelling (—), dilation of pancreatic duct (—),
kidney: n.p, mild prostatomegaly, ascites (—),
Upper digestive tract endoscopy: esophageal varices (=),
swelling at second part of duodenum (+)
Nerve conduction velocity:
MCV: median 37.1 msec, ulnar31.7 msec, peroneal lower than measure sensitivity
SCV: median 39.3 msec, ulnar - sural lower than measure sensitivity
PWYV test: baPWV (cm/s) Rt. 2,217 Lt. 2,062, ABI Rt. 1.17 Lt. 0.90
Carotid arteries ultrasonogram: plaque (+) (Lt. ICA), IMT: Rt. 1.7 mm, Lt. 1.2 mm
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Fig. 2 Fundus photograph on admission

Fig. 3 Clinical course
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Fig. 4 Findings of foot ulcer on admission (left) and discharge (right)
The ulcer became light by granulation.
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