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Effect of Corticosteroid Plus ACEI/ARB Therapy for Primary IgA Nephropathy. Pan Lulu, Cai Hui, Zhou Zhihong ,et al. Department
of Nephrology ,The Second Affiliated Hospital of Wenzhou Medical University, Zhejiang 325000, China

Abstract Objective To assess the effect of corticosteroid plus angiotensin converting enzyme inhibitors or angiotensin receptor
blockers (ACEI/ARB) therapy for primary IgA nephropathy patients. Methods Patients with IgA nephropathy confirmed by renal biopsy
were selected in long — term follow — up, and these patients who used other immunosuppressive agents or didn’t accepte ACEL/ARB thera-
py were excluded. All enrolled patients were divided into two groups, corticosteroid group and control group. The clinical index and labo-
ratory data of these patients were collected and compared. Results Totally 92 patients including 50 (54.3% ) women were enrolled, of
which 40 cases were in corticosteroid group and the other 52 cases in control group. The average follow — up time was 27. 8 months. At the
end of follow — up, no patient had doubled creatinine in corticosteroid group while 8 in control group, of which 2 cases accepted hemodial-
ysis. Before follow — up, the 24h hours urine protein and diastolic pressure in corticosteroid group were more or higher than the control
group significantly (P <0.05). To the contrary, at the end of follow — up, 24h hours urine protein, diastolic pressure and mean arterial
pressure were less or lower than control group obviously (P <0.05). In control group, the creatinine level increased at the end of
follow — up compared to beginning (P <0.05). In corticosteroid group, the plasma albumin increased (P <0.01) and 24h hours urine
protein decreased( P <0.05) obviously. The eGFR (estimated glomerular filtration rate) improved in corticosteroid group while declined
in control group and the difference between two groups was significant( P <0.05). Conclusion Corticosteroid plus ACEI/ARB can ef-
fectively decrease the urine protein and improve the prognosis of patients with IgA nephropathy.
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