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Figure S2. Effect of CD on TLR7 in mouse skin. 

 

The qPCR analysis of TLR7 expression levels in dorsal skin of IMQ-induced psoriasis 

mouse model. CD did not reduce the TLR7 expression. The graph shows relative fold 

expression of mRNA normalized GAPDH. Each data point represents the Mean ± SEM 

of two independent samples. * p < 0.05 compared with IMQ-induced group only. IMQ, 

imiquimod; CD: Cudraxanthone D, Dexa: dexamethasone. 

 


