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Promotion of resveratrol on psoriasis like skin damage by down-regulating
expression of Keratin 17
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Abstract: Objective To observe the therapeutic effect of resveratrol (Rsv) on psoriasis like skin damage induced by imiquimod
(IMQ) and study its mechanism. Methods BALB/c mice were randomly divided into four groups: control group, Rsv group, model
(IMQ) group and Rsv treatment (IMQ + Rsv) group with six mice in each group. Psoriasis like skin model induced by smearing IMQ
in the mice’s ear for 8 d, 20 mg Rsv cream were gave at the same time for treatment. Observe erythema and psoriasis degree, and
measure ear thickness with vernier caliper. HE staining was used to observe tissue change, real time quantitative PCR (QRT-PCR) was
used to detect K17, IL-17A, IL-19 and IL-23 mRNA and Western blotting were used to detected K17 protein expression in tissues.
Results Compared with the model group, mice erythema area and the thickness of epidermal scale decreased significantly in Rsv
treatment group; HE staining results showed that, Rsv significantly reduced ear marginal tissue epidermal thickness, and diminished
severity of the psoriasis-like skin inflammation. qRT-PCR and Western blotting confirmed a Rsv dependent decrease of in K17,
IL-17A and IL-19 in mRNA level and protein levels of K17. Conclusion Rsv improves psoriasis like skin damage by
down-regulating expression of Keratin17.
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Table 1 Genes and specific primers
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Fig. 1 Ear thickness and score (X s, n = 6)
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Fig.2 Evaluation of promotion of Rsv on psoriasis like skin damage with mouse ear erythema and psoriasis score (X %5, n = 6)
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Fig. 4 Effect of Rsv on expression of K17, IL-17A, IL-19, and IL-23 mRNA (X £s, n =3)
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Fig. 5 Western blotting were used to detected K17 protein

expression in tissues (X £s, n =3)
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