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Features
Source of secretion

Action on carbohydrate

Insulin
B-cells of islets of langerhans

Decreases blood glucose level by:
. Facilitating transport and uptake of glucose
by all cells except liver cells

-—

Glucagon
a-cells of islets of langerhans

Increases blood glucose level by:
1. Facilitating glucose transport into liver cells
2. Increasing glycogenolysis

i 2. Increasing peripheral utilization of glucose 3. Increasing gluconeogenesis
metabolism A R
3. Increasing glycogenesis in liver and muscle
4. Preventing glycogenolysis
5. Preventing gluconeogenesis
1. Facilitates amino acid transport 1. Increases transport of amino acids into liver
Action on protein 2. Accelerates protein synthesis cells
metabolism 3. Prevents protein catabolism 2. Increases utilization of amino acids for
4. Prevents conversion of proteins into glucose gluconeogenesis
Action on fat 1. Increases synthesis and storage of fat 1. Increases lipolysis
metabolism 2. No ketogenic effect 2. Promotes ketogenesis
Blood fatty acids Decreases Increases
Hypersecretion leads to  Hypoglycemia Hyperglycemia
Hyposecretion leads to  Diabetes mellitus Hypoglycemia
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