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ntranasal infusion (i.n.) is more effective (3-5 times) than intravenous infusion

3ALP (i.n.) is shown to transported from nasal cavity to blood capillaries in bra

3ALP (i.n.) significantly decreases body weigh and food intake especially in ob/
-ather than wild type animals

3ALP (i.n.) has an anti—obesity effect on DIO mice
3ALP (i.n.) does not induce visceral discomfort or unpleasantness

3ALP may play very important role in lipid metabolism
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