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Abstract Objective To investigate the effects of combined therapy with activated vitamin D, ( calcitriol) and sulodexide in IgA ne-
phropathy patients. Methods Sixty eight primary IgA nephropathy patients of Lee’s Grade I to IV diagnosed by renal biopsy in our hospi-
tal were enrolled. All patients were randomly divided into two groups. Group A (19 males and 15 females) were treated by telmisartan
80mg per day,and Group B (17 males and 17 females) were treated by telmisartan 80mg, calcitriol 0.25ug/d, and sulodexide 600 LSU/
day intravenous drip for 2 weeks, and then 250 LSU twice a day for 6 weeks. The serum creatinine( Ser) , urea nitrogen( BUN) , phos-
phorus(P) , calcium(Ca’** ), 24 hour urinary protein ( Tp/24h) and coagulation function( PT, APTT, TT, FIB) were measured at the
experiment onset and 8 weeks later. Results There were no obvious adverse effects during the treatments in each group. There was no
significant difference in the serum creatinine, urea nitrogen, phosphorus, calcium, and coagulation function indexes between the two
groups neither at the experiment onset nor after 8 weeks (P >0.05). Compared to experiment onset,24h urine protein were both signifi-
cantly decreased (P <0.05) in the two groups after 8 weeks. Compared to group A(1.72 +0.46¢g) ,24h urine protein in group B(1.05 +
0.32g) was significantly decreased after 8 weeks (P <0.05). Conclusion Combination therapy with calcitriol and sulodexide can re-
duce urine protein excretion in IgA nephropathy patients, and its renal protective effect was better than only telmisartan treatment.
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