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Regulation effect of Purslane extracts on skin barrier function in rats with atopic eczema”
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[Abstract] Objective To investigate the mechanism of Purslane extracts in regulating the skin barrier
function and its possible mechanism in the treatment for rats with atopic eczema. Methods 30 SD rats were
randomly divided into the normal group,the model group and the Purslane group with n=10. Acute eczema
model was established with dinitrochlorobenzene (DNCB) , except the normal group. After successful model-
ing, the corresponding drugs were given to each group. After medication, the amount of transepidermal water
loss (TEWL) in rats was determined by the tester. Immunohistochemical method (SP method) was used to
stain protease-activated receptor 2 (PAR-2) and detect its level semi-quantitatively by pathological image anal-
ysis system. RT-PCR was used to determine gene expression of flilaggrin (FLLG) in human skin. Results Af-
ter medication, the Purslane group presented alleviated acute eczema symptoms. Compared with the model
group,the levels of TEWL [(3.2540.47)g«h ' » m *],PAR-2 [(0.154 1+0. 006 8)pum* ] in rats skins in
the Portulaca group significantly decreased (P<C0. 01),and the expression of FLG gene(4. 34 £ 1. 21) in-
creased (P>>0.05). Conclusion One of the mechanisms of Purslane for the treatment of acute eczema may be
by increasing FLLG gene expression,lowering PAR-2 level reducing TEWL, and restoring the skin barrier func-
tion,
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