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. Type 1 diabetes* (B-cell destruction, usually
leading to absolute insulin deficiency)
A immune mediated
B idiopathic
I Type 2 diabetes™ (may range from
predominantly insulin resistance with relative
insulin deficiency to predominantly secretory
defect with insulin resistance)
Il Other specific type
A. Genetic defects of B-cell function
1. Chromosome 12, HNF-10 (MODY3)
Chromosome 7, glucokina (MODY2)
Chromosome 20, HNF-40. (MODY 1)
Mitochondrial DNA
Others
B. Genetic defects in insulin action

A S A

Type A insulin resistance
Leprechaunism
Rabson-Mendenhall syndrome
Lipoatrophic diabetes

Others

C. Diseases of the exocrine pancreas

IS A

Pancreatitis
Trauma/pancreatectomy
Neoplasia

Cystic fibrosis
Hemochromatosis
Fibrocalculous pancreatopathy
Others

D. Endocrinopathies

Acromegaly

N o kN

Cushing’s syndrome
Glucagonoma
Pheochromocytoma
Hyperthyroidism
Somatostationoma
Aldosteronoma
Others

© N oA h

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. O-Interferon

11. Others
Infections

1. Congenital rubella
2. Cytomegalovirus
3. Others

. Uncommon forms of immune-mediate diabetes

1. “Siff-man” syndrome
2. Anti-insulin receptor antibodies
3. Others

. Other genetic syndromes sometimes

associated with diabetes
Down’s syndrome
Klinefelter's syndrome
Turner’s syndrome
Wolfram's syndrome
Friedreich’s ataxia
Huntington’s chorea
Lawrence Moon Beidel syndrome
Myotonic dystrophy
Porphyria

10. Prader Willi syndrome
11. Others

® NG N

©

IV. Gestational diabetes mellitus (GDM)

“Patients with any form of diabetes may require insulin treatment at some stage use of insulin does not itself, classify the patient

AUATUNTIITNS 2542; 14(1) ® Srinagarind Med J 1999; 14(1) 53
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* Normoglycemia _ Hypeérglycemin
‘ - Diabetes Mellitus
G ”Not lnsullu‘ - Insulinrequiring  Insulin requiring
requiring _ forcontrol for survival
1. Type 1 < >
2. Type?2 < >
3. Other specific types « >
4. Gestational
Diabetes - >
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Initiation factors

- Genetic of insulin
resistance

- Fetal malnutrition in
utero

| Insulin resistance

Initiation factors

- Genetic of insulin
deficiency

- Fetal malnutrition in
utero

B-cell defect |

; [ i
Progression factors . Glucose toxicity . Progression factors
- Age - Age
- Obesity - Pregnancy
- Glucose toxicity Hyperglycemia - Glucose toxicity
- Diabetogenic - Diabetogenic
drug Impair glucose drug
- Hormone tolerance - Hormone
ﬁ - Amyloid deposition
v Type 2 DM v
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80-120 < 80
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Step 1
Non-pharmacologic

Diet control and exercise

/

~.

Step 2

/

.

Oral monotherapy Obese Non-obese
FPG<160 FPG>160 FPG<160 FPG>160
Acarbose Metformin Acarbose Sulfonylurea
Step 3
Combine oral therapy Acarbose Acarbose
+ +
Metformin Sulfonylurea

T~

Metformin
+

Sulfonylurea

T~

Sulfonylurea
+

Metformin

Step 4
Combine OHA/insulin

Metformin
+

insulin

T~

Sulfonylurea
+

insulin

/

Step 5
Insulin therapy

insulin monotherapy

=l o a = o a a
gﬂ'ﬂ 3 uﬂﬂ'lumiwmim’]Laﬂﬂmiiﬂ‘lﬁ’fiiﬂl.mm']umum‘n 2
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