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Antipsoriatic Effects of Psoriasis I on Imiquimod-induced Psoriasis-like Dermatitis in BALB/c Mice
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ABSTRACT Objective To observe the anti-psoriatic effects of Psoriasis I (P I ) on imiquimod
(IMO) -induced psoriasis-like dermatitis in BALB/c mice. Methods Thirty SPF grade BALB/c mice were
randomly divided into 5 groups: control group, model group, high, middle, and low dose P 1 groups, 6
in each group. Psoriasis-like dermatitis was induced on the shaved dorsal skin of BALB/c mice (except the
control group) by external application of 62. 5 mg 5% IMQ. Corresponding doses P I were administrated to
mice in the three P I groups by gastrogavage for 7 successive days. The changes of back skin lesion
thickness, lesion area, Psoriasis Area and Severity Index (PASI) were respectively evaluated. Histopatho-
logical changes were observed under light microscope. The levels of mMRNA and protein expressions of vi-
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tamin D receptor (VDR) and vascular endothelin growth factor (VEGF) were detected by gPCR and West-
ern Blot. Contents of IL-6, tumor necrosis factor « (TNF-a), and IFN-y were detected by ELISA. Results
Compared with the control group, the skin of the back skin of the model group was significantly thickened
with typical manifestations of psoriasis. The PASI score increased significantly as time went by. Compared
with the model group, the erythema and scales were relatively less, and the degree of infiltration was mil-
der in each PI group. The skin thickness and PASI score of the model area were inversely proportional to
the dose gradient. Results of light microscope showed that the epidermis of the model group was thick-
ened in line with typical pathological changes of psoriasis. Compared with the model group, the pathologi-
cal changes of high dose PI group were the lightest, followed by middle dose PI group. There were no
significant differences between the low dose PI group and the model group ( P>0.05). Compared with the
control group, mRNA and protein expressions of VDR decreased ( P<0.01, P<0.05), the VEGF mRNA and
protein of expression, contents of IL-6, TNF-a, and IFN-v in the peripheral blood significantly increased in
the model group ( P<0.01). Compared with the model group, the mRNA and protein expressions of VDR
increased ( P<0.05, P<0.01), mRNA and protein expressions of VEGF and contents of IL-6, TNF-a, IFN-y
in peripheral blood significantly decreased in middle and high dose PI groups ( P<0.01). mRNA and pro-
tein expressions of VEGF significantly decreased ( P<0.01), IL-6 content in peripheral blood decreased ( P
<0.05) in low dose PI group. There was no significant differences in mRNA and protein expressions of
VDR, contents of TNF-a or IFN-y in low dose P I group ( P>0.05). Conclusion Certain dose P im-
proved the performance of IMQ-induced psoriasis model mice possibly by inhibiting abnormal neovascu-
larization and inflammatory environment, which might be related to regulating VDR/VEGF signaling net-
work.
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