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®1  ARBIRERAE

1. MR T-cho 143 mg/dl
Protein (+-) TG 113 mg/dl
Glucose (4+) HDL 38 mg/dl
Ketone bodies (—) Alb 2.1 g/dl
BUN 89 mg/dl
2. FKigim Cre 1.8 mg/dl
Hb 12.1 g/dl Na 184 mEq/1
Ht 39.8 % K 3.0 mEq/1
RBC 38410 /ul Cl 139 mEq/1
WBC 9,690 /ul CRP 4.8 mg/dl
seg 71.6 % AcAA 18 umol/L
€0s 0.3 % 3-OH-BA 29 umol/L
bas 0.1 % W s ok 47 umol/L
mon 3.5 %
lym 2.5 % 5. PSR
Plt 11.6X10" /ul TSH 0.6 uU/ml
Free T4 1.1 ng/dl
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PT 72 % 6. BRI AR A

fib 149 mg/dl PG 634 mg/dl
FDP 24 ug/ml HbAic 8.4 %
AT-II 76 % Glycoalbumin 34.1 %
D-dimer >30 ug/ml (u)CPR 25.5 ug/day
PIC 13.9 ug/ml GAD-Ab <1.3 U/ml
TAT 10.4 ng/ml (u)Protein 210 mg/day
4., I ks 7. BIRIL AT A A

T-bil 0.4 mg/dl pH 7.42

AST 34 U/L  PaO2 73 mmHg
ALT 43 U/L  PaCOz2 43.1 mmHg
LDH 215 U/L  HCOs3™ 27 mmol
yv-GTP 45 U/L  BE 3.3 mmol
CK 176 U/L  Anion Gap 22.4 mmol
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1).
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An Elderly Patients with Type 2 Diabetes Mellitus Developing Hyperglycemic
Hyperosmolar Coma during Tube Feeding and Complicated
by Disseminated Intravascular Coagulation (DIC)

Yoshiko KANEZAKI, Eiji YAMAMOTO, Eri KONDO, Sunao SHIMADA
Tomonori YOSHIDA, Yasumi SHINTANI, Keiko MIYA

Division of Metabolism and Endocrinology, Tokushima Red Cross Hospital

The patient was an 88-year-old male. He was diagnosed as having diabetes mellitus at age 48, but he left
the disease untreated. In August 2007, he was advised to receive a detailed examination because of a high
blood glucose level (400 mg/dl). Three days later, he developed brainstem infraction. Gastrostomy was created
because of dysphagia, and tube feeding was started. In December of the same year, he was referred to a
nearby clinic. Two weeks later, his consciousness was clouded and blood glucose was as high as 1,126 mg/dl
He was thus admitted to our hospital. Urinary ketone body was negative, blood glucose was 634 mg/dl and
serum Na was 184 mEq/dl, thus indicating the presence of hyperglycemic hyperosmolar coma. Signs of dehy-
dration and nephropathy wee also noted (BUN 89 mg/dl, Cr 1.8 mg/dl). Intravenous fluid therapy and insulin
therapy resulted in improvement in consciousness level and blood glucose level, but his condition was compli-
cated by disseminated intravascular coagulation (DIC) on the second hospital day (Plt 6.5X10"/ul, Fib 120mg/
dl, FDP 41 ug/ml), thus requiring treatment with gabexate mesilate, etc. Because this patient had no known
factors (sepsis, malignant tumor, etc.), which could precipitate DIC, his DIC seemed to be attributable to
marked elevation of blood glucose level and dehydration. Because diabetes mellitus stimulates blood coagulation,

care is needed of complication by DIC when dealing with hyperglycemic hyperosmolar coma.
Key words : hyperglycemic hyperosmolar coma, disseminated intravascular coagulation (DIC), type 2 diabetes
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