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ABSTRACT : Objective To observe the change of Th immunological gene in renal transplant recipients
after the treatment of cyclosporine ( CsA) and tacrolimus ( FK506). Methods The peripheral blood lym-
phacytes just before and 24 hours after CsA and FK506 treatment were isolated. The total RNA of them were re-
verse-transcripted and examined by real-time quantity PCR array. The results were analyzed by bioinformatic
methods. Results The TLR4, CEBPB, IIAR, IL1R1, IL18R1, and ILIR2 genes were remarkably upregu-
lated, whereas IL-2, CCL5, CD27, CCRS5, CCR4, CD4, RPL13A, TGFB3, CD86, CCR3, STATI,
NFATC2IP, I123A, IL15, IRF4, and TFCP2 were downregulated 24 hours after CsA treatment. The IL18,
IL7, PTPRC, TNFSF4, SPP1, GFIl, TLR4, ILI3RA1, TNF, INHBA, LAG3, IL13, IL1R1, SOCS5,
IL10, YY1, TBX21, FASLG, IL18R1, and IL1R2 genes were remarkably upregulated, whereas IL-2, IL-3,
IL-4, IL-6, CCRS, CD4, CD27, CD40LG, IL15, CCR3, CD86, CCR4, and IRF4 were obviously down-
regulated 24 hours after FK506 treatment . Conclusion CsA and FK506 exert their therapeutic effectiveness

by regulating the expressions of a series of target genes.
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