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Abstract: Objective To observe the effect of Shaoling Decoction (SLD) on guinea pigs propranolol—induced psoriasis—
like model and to investigate its regulatory effect on mRNA expression of I1.-6, IL-17A and IL-22 in HaCaT
keratinocyte cell line stimulated by ipopolyasccharide (LPS). Methods Baker scoring method was used for the
evaluation of Shaoling Decoction on the guinea pigs propranolol-induced psoriasis-like model, and real time
fluorescence quantitative PCR (RT-Q-PCR) was applied for the detection of mRNA expression of IL-6, IL-17A and
IL-22 in HaCaT line stimulated by LPS. Results Shaoling Decoction had an obvious effect on ameliorating the
psoriasis—like pathological changes in guinea pigs, and on down-regulating IL-6 mRNA expression in LPS-activated
HaCaT cell line. Conclusion Shaoling Decoction has certain therapeutic effect for psoriasis, and its mechanism may
be related with down-regulation of IL.-6 mRNA expression.
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Figure 2 Histological specimens of different experimental groups
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Figure 1 Baker scores of different experimental groups
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Figure 3  Effect of SLD on vitality of HaCaT line
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