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Abstract: objective To observe the expressions of retinoid-related orphan receptor (ROR) yt and interleukin (IL)-17
and the regulating effect of calcitriol on them in rats with IgA nephropathy. Methods Out of 30 male Wistar rats,20 were
randomly selected to set up the model of IgA nephropathy including IgA nephropathy group and calcitriol treatment group
(n =10 each), and the remaining 10 rats were served as normal control group. Calcitriol was administered by gavage
(10 ng/100 g body weight ) in calcitriol treatment group,and no treatment was given in the other groups. All rats were killed
two weeks late. The kidney was taken and cut into pieces after salt water washing to detect the expression levels of RORyt
mRNA and IL-17 mRNA by reverse transcription-polymerase chain reaction (RT-PCR). The 24-hour urine protein, urine
red blood cell count and serum creatinine were routinely examined before killing the rats. Results  Confirmed by light mi-
croscope and immunofluorescence examination,the model of IgA nephropathy was successfully established. The content of
24-hour urinary protein, urine red blood cell count and the expression levels of RORyt mRNA and IL-17 mRNA in IgA ne-
phropathy group increased significantly compared with normal control group(all P <0.01). The aforementioned indexes in
calcitriol treatment group decreased significantly compared with IgA nephropathy group (all P <0.01) but were still higher
than those in normal control group (all P <0.01). Conclusions ROR~yt and IL-17 may participate in the occurrence and

development of IgA nephropathy. Calcitriol may play a therapeutic role for IgA nephropathy by down-regulating the expres-
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sions of RORyt and IL-17 directly or indirectly.
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