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Classification of diabetic disorders :

Primary diabetes mellitus

Type I: Insulin dependent

Type 11: Non-insulin dependent

Secondary diabetes mellitus
Gestational diabetes
-Hormonal imbalance
-Drug induced

-Pancreatic disease
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Pancreatic islets

blood vessel

beta cell

alpha cell delta cell

Normal islet

beta cells destroyed

Type 1 diabetes
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Somatistatinoma Growth hormone (somatotrophin)
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Noradrenalin induced inhibition =
of insuline release & increased {
peripheral resistance.

Cystic Fibrosis
Damage to
the pancreas Amyloidosis
\ Haemochromatosis ‘

Causes of
Secondary
Diabetes

—
Pheochromocytoma

1. Peripheral insulin resistance
2. Increased hepatic glucose
production as a result of

peripheral catabolic effects Polycystic Ovary Syndrome
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Cushing's Syndrome/Diseas
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/& Exogenous steroids

Chronic Pancreatitis

Pancreatectomy
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