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[ Abstract]  Objective To evaluate the clinical efficacy of target therapy of uric acid upon the renal
function in gout patients complicated with stage Il[-IV chronic kidney disease (CKD). Methods Clinical data
of 44 gout patients complicated with stage Il[-IV CKD were retrospectively analyzed. All patients received uric
acid level-lowering therapy for 12 months and were divided into the target group (serum uric acid level <360
pmol/L) and non-target group ( serum uric acid level =360 wmol/L). The renal function after uric acid-lower-
ing therapy was statistically compared between two groups. According to the uric acid-lowering drugs, all pa-
tients were divided into the benzbromarone, febuxostat and allopurinol groups. The clinical efficacy of each
drug was statistically compared among three groups. Results In the target group (n =21), the estimated glo-
merular filtration rate( eGFR) was elevated from (40.54 £12.16) ml/(min - 1.73 m*) to (55.79 +15.70)
ml/(min - 1.73 m®). In the non-target group(n =23), the eGFR was declined from (38.32 +14.20) ml/
(min + 1.73 m*) to (36.39 +15. 11)ml/(min - 1.73 m*). Statistical significance was noted in terms of post-
treatment eGFR between two groups (P <0.05). No statistical significance was identified in achievement rate
of uric acid therapy, serum uric acid and eGFR after 6- and 12-month therapy among use of benzbromarone, fe-
buxostat and allopurinol (all P >0.05). Conclusions Target therapy of uric acid can enhance the glomerular
filtration rate in gout patients complicated with stage Il[-IV CKD. Administration of benzbromarone, febuxostat
and allopurinol yields identical clinical efficacy in lowering uric acid level and preventing the progression of
CKD.
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ML IUAT (mmol/L)
1BYTHI 176. 19 +63. 89 177.13 £57. 41 0.616
iRIT 6 A 148. 69 +50. 21 204. 25 +108. 40 0.023
BIT 124 H 133. 12 £41. 39 207. 81 +£127.22 0. 007
eGFR[ ml/(min - 1.73 m’) ]
BT R 40.54 £12. 16 38.32 +14.20 0.515
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