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Expressions of survivin, PI3K and AKT in keratinocytes in skin lesions and their
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Abstract: Objective To explore the role of survivin and PI3K/AKT pathway in the pathogenesis of psoriasis vulgaris (PV).
Methods Plaque-like lesions collected from 22 patients with PV in progressive stage and 18 normal control skin specimens
were examined using immunohistochemical staining, Western blotting and real-time quantitative PCR for expressions of
survivin, PI3K and AKT in the keratinocytes, and their correlation was analyzed. A small interfering RNA (siRNA) was used to
knock down AKT in cultured HaCaT cells, and Western blotting was used to detect the changes in the expression of survivin.
Results Compared with normal skin, PV lesions showed obviously up-regulated expressions of survivin, PI3K and AKT in the
keratinocytes. Survivin expression was positively correlated with PI3K (7=0.4510, P=0.0351) and AKT (r=0.4423, P=0.0393) in the
keratinocytes in PV lesions. In cultured HaCaT cells, siRNA-mediated knockdown of AKT caused down-regulation of survivin
expression. Conclusion Survivin and PI3K/AKT signaling pathway may participate in the occurrence and progression of PV.
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Fig.1 Expression of survivin, PI3K and AKT in the keratinocytes inPV lesions. A: Immunohistochemical staining of
survivin, PI3K and AKT in the keratinocytes in normal skin and PV lesions (Original magnification: x 400); B:
Western blot analysis of survivin, PI3K and AKT in the keratinocytes in normal skin and PV lesions. **P<0.01, ***P<
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Fig.2 Correlation analysis of survivin, PI3K and AKT in the keratinocytes in PV lesions. Left: Correlation analysis
between survivin and PI3K mRNA; Right: Correlation analysis between survivin and AKT mRNA.
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Fig.3 Correlation between PI3K/AKT signaling pathway and
survivin in the keratinocytes in PV lesions. A: Real-time
quantitative PCR of AKT in HaCaT NC and AKT-deficient
sublines; B: Western blot analysis of AKT and survivin in
HaCaT NC and AKT deficient sublines.
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