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Abstract Pycnogenol is used as a dietary supplement based on various medical research studies
suggesting health benefits. In recent years, it has also been used in cosmetic products, but the clinical
research on its dermatologic effects has been insufficient. This study was designed to determine the
effectiveness of pycnogenol topically applied to skin of individuals with acne in their teens and
twenties. Cosmetics containing 0.2% pycnogenol were applied to a group of 11 clinical subjects for 6
weeks and their skin conditions were assessed. The group that used cosmetics with pycnogenol showed
decrease in P—Acnes, acne causing bacteria, phorphyrin index, a metabolite, and the pigmentation and
redness index. This study confirms that pycnogenol extract is effective dermatologically in decreasing

acne bacteria and reducing redness and pigmentation of skin affected by acne.
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Table 1. Ingredients and compositions of toner

Compositions (wt%)
Phase Ingredients
Control Pycnogenol
Water g.s to 100 g.s to 100
Glycereth—26 3.00 3.00
Glycerin 1.00 1.00
1.2 Hexandiol 0.50 0.50
Phase A D—Panthenol 0.20 0.20
Trehalose 0.30 0.30
Hydroxyacetophenone 0.30 0.30
Sodium hyaluronate 0.02 0.02
Trisodium EDTA 0.02 0.02
Ethyl alcohol 4.00 4.00
Phase B Octyldodeceth—16 0.50 0.50
Fragrance 0.10 0.10
Phase C 1,3 Butylene glycol 3.00 3.00
Pycnogenol 0.00 0.20

Table 2. Ingredients and compositions of ampul

Compositions (wt%)
Phase Ingredients
Control Pycnogenol
Water g.s to 100 g.s to 100
Dipropylene glycol 3.00 3.00
Glycerin 2.00 2.00
Phase A D*I?anthenol 0.40 0.40
Sodium hyaluronate 0.02 0.02
Hydroxyacetophenone 0.30 0.30
1.2 Hexandiol 0.50 0.50
Trisodium EDTA 0.02 0.02
Glyceryl stearate SE 0.90 0.90
Cetearyl alcohol 0.90 0.90
Sorbitan olivate 0.20 0.20
Cetearyl olivate 0.40 0.40
Phase B Glyceryl stearate 0.50 0.50
Polysorbate 60 0.40 0.40
PEG—100 stearate 0.50 0.50
Sorbitan stearate 0.30 0.30
Cethylethyl hexanoate 4.00 4.00
Squalane 2.00 2.00
Phase C 1,3 Butylene glycol 3.00 3.00
Pycnogenol 0.00 0.20
Phase D Fragrance 0.10 0.10

Table 3. Ingredients and compositions of cream
Compositions (wt%)
Phase Ingredients
Control Pycnogenol
Water g.s to 100 g.s to 100
Glycerin 4.00 4.00
Dipropylene glycol 3.00 3.00
1.2 Hexandiol 0.50 0.50
Phase A |D—Panthenol 0.50 0.50
Sodium hyaluronate 0.05 0.05
Trisodium EDTA 0.02 0.02
Hydroxyacetophenone 0.30 0.30
Polyacrylate—13 0.10 0.10
Polyisobutene 0.02 0.02
Glyceryl stearate SE 0.90 0.90
Cetearyl alcohol 1.00 1.00
Glyceryl stearate 0.50 0.50
PEG—100 stearate 0.30 0.30
Polysorbate 60 0.50 0.50
Phase B [Sorbitan stearate 0.30 0.30
Cetearyl olivate 0.40 0.40
Sorbitan olivate 0.20 0.20
Caprylic/capric triglyceride 3.00 3.00
Cethylethyl hexanoate 4.00 4.00
Squalane 3.00 3.00
1,3 Butylene glycol 3.00 3.00
Phase C
ase Pycnogenol 0.00 0.20
Phase D |Fragrance 0.10 0.10
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Table 4. Pre—analysis of skin homogeneity
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Pycnogenol(n=11) Control(n=11)
Skin condition t—value P
M SD M SD
Pore index 352625.00 58292.745 365564.00 97514.632 —.378 .710
Number of sebum 507.91 170.994 508.00 385.883 —.001 1999
Number of porphyrin sebum 817.36 410.180 829.27 683.303 —.050 .961
Pigmentation index 114723.82 34322.713 117822.00 49021.587 -.172 .865
Skin flushing index 1211.27 22.240 1216.18 43.735 —.332 743
Skin moisture index 25.27 8.661 24.09 6.935 .353 728
Table 5. Changes in the pore index
Before(0 week) After(6 week)
Group t—value D
M SD M SD
Pycnogenol(n=11) 352625.00 58292.745 344030.82 58132.895 1.253 239
Control(n=11) 365564.00 97514.632 369367.00 90311.607 —.795 445
Table 6. Changes in the number of sebum
Before(0 week) After(6 week)
Group t—value D
M SD M SD
Pycnogenol(n=11) 507.91 170.994 487.36 193.668 .639 537
Control(n=11) 508.00 385.883 510.64 366.700 —.152 .882
Table 7. Changes in the number of porphyrin sebum
Before(0 week) After(6 week)
Group t—value D
M SD M SD
Pycnogenol(n=11) 817.36 410.180 587.00 319.105 3.032" .013
Control(n=11) 829.27 683.303 890.18 680.717 —2.344 .041

'p<.05
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Table 8. Changes in pigmentation index
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Before(0 week) After(6 week)
Group t—value D
M SD M SD
Pycnogenol(n=11) 114723.82 34322.713 103201.18 32287.995 3.483" .006
Control(n=11) 117822.00 49021.587 121121.73 54630.745 —1.097 .298
“p<.01
Table 9. Changes in the skin redness index
Before(0 week) After(6 week)
Group t—value D
M SD M SD
Pycnogenol(n=11) 1211.27 22.240 1151.64 61.479 3.988™ .003
Control(n=11) 1216.18 43.735 1222.36 42.847 —1.092 .300
“p<.01
Table 10. Changes in the skin moisture index
Before(0 week) After(6 week)
Group t—value D
M SD M SD
Pycnogenol(n=11) 25.27 8.661 14.18 4.094 4.375™ .001
Control(n=11) 24.09 6.935 15.55 5.429 4,772 .001

p<.01
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