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[ Abstract] Objective To explore the therapeutic effect of acitretin on psoriasis and effect of acitretin on
ROR~yt and Foxp3 genes of Th17 and Treg cells in peripheral blood mononuclear cells (PBMC) of patients ,to further
clarify the therapeutic mechanisms of acitretin. Methods Ninety cases of patients with moderate to severe psoriasis
vulgaris were treated with acitretin for 8 weeks. The efficacy of treatment was evaluated by Psoriasis Area and Severity
Index ( PASI) scores. The mRNA levels of RORyt and Foxp3 in PBMC were determined by quantitative real -time PCR
(QRT-PCR) in healthy controls and patients with psoriasis before and after treatment with acitretin . Results The
mean PASI scores were significantly decreased after treatment with acitretin ( P < 0.01 ). Compared with healthy
volunteers , patient with psoriasis vulgaris showed higher level of ROR yt and lower level of Foxp3 in PBMC (P <
0.01). The ratio of ROR+yt/Foxp3 in psoriasis group was higher than that in the volunteer group (P <0.01). After
treatment with acitretin ,level of RORyt and ratio of RORyt/Foxp3 were significantly decreased than before ( P <
0.01) ,and level of Foxp3 was significantly increased than before ( P <0.01 ). Conclusions  The pathogenesis and
severity of psoriasis vulgaris has a relationship with mRNA expression of ROR +yt increasing and Foxp3 descending in
peripheral blood. Acitretin was significantly effective in the treatment of moderate to severe psoriasis vulgaris . Level of
RORyt and ratio of RORyt/Foxp3 were significantly reduced by acitretin in patients with psoriasis . Acitretin can
down-regulate the expression of RORyt and progress the expression of Foxp3 ,which may be one of the mechanisms of

the acitretin treatment in psoriasis .
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