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| Endocrine Regulation of Metabolism

Hormone Blood Glucose Carbohydrate Metabolism Protein Metabolism Lipid Metabolisir
Insulin Decreased T Glycogen formation T Protein synthesis 1 Lipogenesis
| Glycogenolysis | Lipolysis
| Gluconeogenesis | Ketogenesis
Glucagon Increased | Glycogen formation No direct effect T Lipolysis
T Glycogenolysis T Ketogenesis
1 Gluconeogenesis
Growth hormone Increased 1 Glycogenolysis 1 Protein synthesis | Lipogenesis
1 Gluconeogenesis 1 Lipolysis
| Glucose utilization 1 Ketogenesis
Glucocorticoids Increased T Glycogen formation | Protein synthesis | Lipogenesis
(hydrocortisone) T Gluconeogenesis T Lipolysis
1 Ketogenesis
Epinephrine Increased | Glycogen formation No direct effect 1 Lipolysis
T Glycogenolysis T Ketogenesis
1 Gluconeogenesis
Thyroid hormones No effect T Glucose utilization 1 Protein synthesis No direct effect
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Hyperglycemia results from
increased hepatic gluconeogenesis
and decreased glucose uptake in
the peripheral tissues.

Triacylglycerol

Ketosis results from the massive
mobilization of fatty acids from
the adipose followed by hepatic

Diminished effects of
insulin on target tissues
as a result of insulin
resistance.
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Glucosuria 3 2 JsSsish (uld B
Y ¢ (1180 mg/dl) S sSU dpmdall 40 sl )| Sl oy Lladl Chinaia plige yiiay )l ¥ (8 556N a5 0
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Condition and disease that often cause both Hyperglycemia and
Glucosuria or Glucosuria in the absence of Hyperglycemia
Hyperglycemia and Glucosuria || Glucosuria and Normal plasma glucose

Septicemia
Hypercortisolism Pregnancy ( renal threshold is reduced)
Pancreatic cancer Vitamin D- resistant rickets
Glucagonoma Osteomalacia ( proximal tubular
Acute pancreatitis malfunction )
Somatostatinoma Hepatolenticular degeneration
Phenochromocytoma
Primary aldosteronism
Hyperthyroidism
Acute myocardial infraction
Acromegaly
Cerebral hemorrhage
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