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Fig. 1. Structure of epidermis and stratum corneum (Bricks & Mortar Model).
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Fig. 2. Changes in the composition of lipids at the different layers of epidermis.
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Fig. 3. Processes during epidermal homeostasis.
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Peroxisome Proliferator-Activated Receptors: Fatty Acid and Ficosanoid Receptors

Fig. 4. PPAR agonists.
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Fig. 5. Biomarkers for potential beauty foods ingredients.
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Fig. 6. Effect of glycosylceramide on the skin moisture content and the change of ceramide ratio in the stratum corneum lipids.
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