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Substance P is released from the sensory nerve of the skin, and it is known that substance P induce
the inflammation of the skin. [n the patient with the atopic dermatitis, when blood substance P was
measured, substance P decreased by the standard treatment, and the m—RNA expression of degrading
enzyme of substance P was enhanced. And, in the mouse which gave the stress, the contact
hypersensitivity reaction enhanced, and L— selectin and substance P was indicated in the mechanism of

enhanced response by the stress.
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