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Clinical Characteristics of Diabetes Mellitus in Korea
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Table 1. Etiologic classification of diabetes mellitus by American diabetes association

I Type 1 diabetes”(B—cell destruction, usually leading to absolute insulin deficiency)
A. Immune mediated B. Idiopathic

II. Type 2 diabetes”(may range from predominantly insulin resistance with relative insulin deficiency to a predominatly
secretory defect with insulin resistance)

1. Other specific types
A. Genetic defects of B-cell function

1. Chromosome 12, HNF-1 ¢ (MODY3) 2. Chromosome 7, glucokinase (MODY2)
3. Chromosome 20, HNF-4¢ (MODY1) 4. Mitochondrial DNA
5. Others
B. Genetic defects in insulin action
1. Type A insulin resistance 2. Leprechaunism
3. Rabson-Mendenhall syndrome 4. Lipoatrophic diabetes
5. Others
C. Diseases of the exocrine pancreas
1. Pancreatitis 2. Trauma/pancreatectomy
3. Neoplasia . 4. Cystic fibrosis
5. Hemochromatosis 6.- Kibrocalculous pancreatopathy
7. Others
D. Endocrinopathies
1. Acromegaly 2. Cushing’s syndrome
3. Glucagonoma 4. Pheochromocytoma
5. Hyperthyroidism 6. Somatostatinoma
7. Aldosteronoma 8. Others
E. Drug- or chemical-induced
1. Vacor 2. Pentamidine
3. Nicotinic acid 4. Glucocorticoids
5. Thyroid hormone 6. Diazoxide
7. B-Adrenergic agonists 8. Thiazides
9. Dilantin 10. e -Interferon
11. Others
F. Infections
1. Congenital rubella 2. Cytomegalovirus
3. Others
G. Uncommon forms of immune-mediated diabetes
1. “Stiff-man” syndrome 2. Anti-insulin receptor antibodies
3. Others
H. Other genetic syndromes sometimes associated with diabetes
1. Down’s syndrome 2. Klinefelter's syndrome
3. Turner's syndrome 4. Wolfram's syndrome
5. Friedreich’s syndrome 6. Huntington's syndrome
7. Laurence-Moon-Bied! syndrome 8. Myotonic dystrophy
9. Porphyria 10. Prader-Willi syndrome
11. Other

IV. Gestational diabetes mellitus(GDM)

YPatients with any form of diabetes may require insulin treatment at some stage of their disease.
Such use of insulin does not, of itself, classify the patient.
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Table 2. Annual incidence of Korean type 1 diabetes in
subjects younger than 15 years old per 100,000
population according to sex{(95% Confidence interval)

Data in Seoul Data in Korea
(Ko et al.(3), 1985-1987) (Lee et al.(4), 1994)

Total 0.70(0.55~0.89) 1.86(1.28~2.30)*
Male 0.58(0.42~0.90) 1.45(0.82~2.09)
Female 0.78(0.56~1.09) 2.16(1.35~2.98)*

*vs Data in Seoul p<0.05

Table 3. Annual incidence of type 1 diabetes per 100,000

population by age(Lee et al., 1994)
. 95% confidence
Onset age(years) Incidence interval
0~4 0.37 0.16~0.57
5~9 0.60 0.35~0.84
10~14 2.08 1.63~2.53
15~19 1.37 1.03~1.72
20~24 0.96 067~1.24
25~29 0.95 0.66~1.24
Sum 1.08 095~1.21
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Table 4. Prevalence of diabetes in Korean subjects older than 40 years old

Author Kim et al.(6) Kim et al.(7) Park et al.(8) Shin et al.(9)
Article year 1971 1990 1993 1995
Age Male Female  Sum Male Female  Sum Male Female Sum Sum
30~39 06 05 05 26 5.0 40 43 2.8 34 48
40~49 2.0 05 1.2 52 8.2 6.8 6.9 6.3 6.6 81
50~59 36 0.4 2.0 6.7 11.2 9.2 15.0 105 124 14.2
60~69 44 2.0 3.0 78 12.7 10.7 155 103 12.5 1838
=70 6.2 - 2.0 6.2 10.7 9.0 135 124 129 207
Sum 2.5 0.7 15 5.1 8.7 79 106 79 9.1 12.8
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Fig. 1. Time trend in the number and percent of the population
with diagnosed diabetes, U.S., 1958-93(ref. 5)
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Table 5. The causes of starting hemodialysis in chronic
renal failure patients

Percents (%)
1990 1991 1992 1993 1994 1995
Chronic glomerulonephritis 242 276 253 214 255 241
Diabetic nephropathy 81 132 195 192 261 315
Hypertensive nephrosclerosis 65 96 154 146 208 185
536 410 286 322 178 166

Cause

Unknown cause
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Fig. 7. Acute insulin response to |.V. glucose load in normal,
PCOD and diabetic subjects subgrouped by fasting glucose
levels.
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