Skincare

The Non-Stop Search for

Efficient Whitening
Nowadays, what every woman wants is a complexion of pure porcelain. There is an ongoing consumer trend
to brighten the skin to give it a more even tone. Furthermore, skin lightening is considered to be an antiageing
facet of skincare. In Asia, there is significant demand for whitening products to either lighten the skin complexion
generally or to adjust variations in pigmentation. For Caucasian skin, whitening products are used to treat age
spots or other forms of hyperpigmentation, such as freckles or darkly pigmented scars.
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Figure 1: Effect of SulforaWhite on the expression of antioxidant enzymes. The
expression of NADPH:quinone reductase 1 (NQO1), heme oxygenase 1 (HO-1) and
thioredoxin reductase 1 (TrxR1) was measured using real-time PCR.
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Figure 2: Inhibition of melanin production in B-16 melanocytes.
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Figure 3: In vivo test results. Skin whitening was determined by chromametric
measurements after treatment with 2% SulforaWhite.
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Figure 5: In vivo test results. The melanin index of age spots was measured after
treatment with a 4% Delentigo cream.
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