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Clinical Efficacy of Febuxosta in the Treatment of Uric Acid Nephropathy
HE Zhihong, YI Jianwei, YUAN Feng, et al

[ Abstract]
admitted to our hospital from October 2014 to February 2016 were randomly divided into control group and treatment group in

Objective To observe the clinical effect of Febuxosta on uric acid nephropathy. Methods 66 patients
equal number. The control group was treated with allopurinol tablets, and the treatment group with Febuxosta. The latter
group was subdivided into groups A and B based on the two dosages: 40 mg and 80 mg, respectively. The index changes and
adverse reactions were compared between the groups. Results he uric acid among respective 35.1% , 68. 7% and 33.4%
of the patients in group A, group B and control group was decreased to below 360 umol/L: The effect of B group was signifi-
cantly better than the other two groups (P <0.05) and group A and the control group presented the same curative effect. In
Group A and B, the uric acid was decreased by (43.2 £21.6)% and (53.4 £18.7)% , respectively. Group B was signifi-
cantly better than the control group (44.2 +15.1)% (P <0.05), but Group A and the control group showed insignificant
difference in curative effect. There were significant differences between the three groups in terms of glomerular filtration rate,
serum creatinine, 24 — hour urine protein quantitative comparison (P <0.05) but no significant difference in terms of the in-
cidence of adverse reactions between them (P >0.05). Conclusion Febuxosta may reduce uric acid in the patients with u-
ric acid nephropathy. On the other hand, it may act to protect kidneys effectively.
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