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Introduction UV radiation generates Oxidative Stress
« The UV component of solar radiation is the driving force of Skin Carcinogenesis . and mOdUIateS ﬂbroblast phenotype

 The incidence of Non Melanoma Skin Cancer (NMSC) is steadily increasing all over the world.

* New experimental data for improving the prevention and treatment of solar lesions are urgently needed.
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The TP53 Pro72Arg Polymorphism is not Peri-lesional (pre-neoplastic) tissues present high protein oxidation s 1oy = UVA025 Jom?
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The presence of Alpha and Beta Human Papillomavirus was evaluated according to Manos et al. (1989) and Berkhout et M en wen vee vew CTL UvBlh  Uvesn  uve2eh CTL UVBIh UVB3h UVB2Sh
al. (1995) respectively. These highly oncogenic epitheliotropic viruses are well known modulators of tissue response to
UV radiation (Perluigi M et al 2009) and to Oxidative Stress (De Marco F et al 2012) and may play a role in solar skin
carcinogenesis. Only HPV negative samples were used for redox- proteomic assays. MMP-2 FN3 MIMP-3 FN3
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UV exposure induce an elevation of mRNA expression of inflammatory cytokines and
of Matrix Metalloproteases.
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Response HSP72 (Hoat shoclrelated 70 kDa orotn 2) The combination of proteomics with Oxidative Stress biochemical related

i e techniques enables the assessment of the proteome oxidative burden.

TEM imaging reveals a marked increase of extracellular matrix upon UV irradiation.
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Gell profiferation Nucleolin: UV radiation, in addition to the well known mutagenic effect, perturb the proteome repairing
g activity and generates microenvironmental changes conducive to cancer. The UV component

Serpin BS of solar radiation can act as both a cancer initiating and cancer promoting agent.
Apoptosis/survival HS90B (Heat shock protein HSP 90-beta);

Oxidative damage mostly affects critical mechanisms in cancer promotion.
Namely: damage protection and repair of both proteome and genome.
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35;m‘é”jﬁﬁf?éagsswF}i}m ﬁ -, UV irradiation of human Fibroblasts generates a sharp increase of endocellular Oxidative
s Stress coupled with the elevation of inflammatory cytokines, increased expression of Matrix

Metalloproteases and an increased deposition of extracellular matrix, three distinct hallmarks
- of the Cancer Associated Fibroblasts (CAFs).
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