Sun Protection and

anti-ageing
SunActin is a combination
of organic sunflower
sprouts and natural
liposomal alpha-tocopherol.
Mibelle Biochemistry
designed SunActin to be a
complementary suncare product
as it can counteract the negative
effects of UVA and UVB
radiation and protect the skin.
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Sunflower Sprouts to
Complement the Protective
Effect of Sunscreens
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enhances a suncare product’s ability to
boost the protective effect of sunscreens
by increasing its SPF; it therefore offers
formulation options to reduce sunscreen
filter quantities while neutralizing its oxidant
effect on skin cells.

UV Radiation: The Main Cause
of Premature Ageing
Photoageing is the main cause of skin ageing.
Solar UV radiation is known to be responsible
for 80% of skin ageing. The consequences
of acute exposure of the skin to UV radiation
can range from sunburn to pigmentation
modification, inflammation and even immune
suppression and tissue damage. Continued
exposure to UV radiation for a period of years
intensely affects the dermal connective
tissue, which leads to premature skin ageing
(also called photoageing). Chronically sundamaged skin is characterized by having a
thick and rough appearance, deep wrinkles
and discolourations combined with a yellow
complexion (hypo- and hyper-pigmentations).
It is acknowledged that both UVA and UVB
light contribute to photoageing by generating

The Failings of Sunscreens
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Figure 1: Inhibition of MMP-3 production.
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Neutralizing the Oxidant
Effect of Sunscreens
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increased the MED compared with the
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placebo; the skin tolerated a 24% higher
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UV dose, which corresponds to increasing
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the SPF from 10.3 to 12.8 (Figure 4).

Figure 3: Reduction of sunburn cells in skin explants.
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oxidative effect of UV filters (Figure 2).
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Decrease in the Number of
Sunburn Cells

be used in personal care product

The capability of SunActin to protect

consumers as the awareness of sun

the skin against UV-induced stress was

protection and the need for early

assessed by determining its influence

antiageing prevention in both sexes

on the creation of sunburn cells in the
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skin. These apoptotic keratinocytes form
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when compared with the control. The
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regulation of MMP-3 gene expression

test products were then quantified by

was shown. Thus, SunActin protects the

microscopic counting of the sunburn

extracellular matrix proteins that form

cells. Results showed that the radiation of

the skin’s connective tissue and whose

the skin explants led to the appearance

degradation accelerates photoageing.

of 10 times more sunburn cells and

The sunflower shoot-based ingredient was

that the application of the SPF30 sun

shown to neutralize the oxidative effect of

cream resulted in a much lower number

UV filters and to boost the SPF. PHM

formulations for both young and mature

cream strengthened its protective effect
as the formation of sunburn cells was
further inhibited (41% higher protection
compared with the sun cream alone)
(Figure 3b).

Protection Against UVInduced Stress
The capacity of SunActin to protect
the skin against UV-induced stress was
evaluated by determining its influence
on the minimal erythemal dose (MED)
— a measure of the resistance of the
skin against UV. MED was determined
by assessing visual skin redness 24 hours
after UV irradiation using a sun simulator.
At the beginning of the study, MED was
determined on the untreated skin of
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20 volunteers aged from 19 to 63. Then,
the test areas were treated once with
an SPF10 cream with and without 2%
SunActin. Subsequently, the skin was
irradiated with UV doses whose intensities
were in the range of the MED multiplied
by the SPF. One day (24 h) later, the
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Figure 4: SunActin’s SPF boosting effect.
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