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Effect of Febuxostat on the Level of Serum UA and Oxidative Stress in
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ABSTRACT Objective: To study the clinical efficacy of febuxostat in the treatment of acute gouty arthritis (AGA) and the effect of
on the serum uric acid (SUA) level and oxidative stress. Methods: 200 cases of AGA patients in our hospital from June 2014 to October
2016 were randomly divided into the control group and the observation group, with 100 cases in each group. The control group was
treated with allopurinol, while the observation group was treated with febuxostat, both groups were treated for 24 weeks. The serum SUA
levels, 8- hydroxydeoxyguanosine (8-OHdG), 3- nitro tyrosine modified protein (3-NT), triglyceride (TG), total cholesterol (TC), low
density lipoprotein (LDL), high density lipoprotein (HDL) before and after treatment at different time points were compared between two
groups. Results: After treatment, the serum SUA, 8-OHdG and 3-NT levels in the observation group at each time points were significantly
lower of than those of the control group (P<0.01), the serum TG, TC, HDL, LDL levels of control group showed no significant difference
than those before treatment (P>0.05) the serum TG level of observation group was lower than that before treatment (P<0.01), while the
serum HDL level was higher than that before treatment (P<0.01), serum TC, LDL levels showed no significant difference (P>0.05).
Conclusion: Febuxostat could effectively reduce the level of serum SUA, inhibit the oxidative stress, and improve blood lipid metabolism
in the treatment of patients with AGA.
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Table 1 Comparison of the serum SUA levels between the two groups before and after treatment(x=s)

Serum SUA level(pumol/L)

Group At 4 weeks after

Before treatment

treatment treatment

At 8 weeks after At 12 weeks after At 16 weeks after At 20weeks after At 24 weeks after

treatment treatment treatment treatment

Control group
(n=100)

Observation

547.83% 66.92 42435+ 70.81° 419.56+ 64.29°

55137+ 67.06  378.14+ 59.28°  380.49+ 60.44°

group (n=100)

P 0.00 0.00

415.92+ 66.13° 420.51% 62.08° 423.75% 58.63° 402.15+ 54.43°

37423+ 57.64° 37290+ 56.15° 376.44+ 55.80° 377.52% 54.26°

0.00 0.00 0.00 0.00

Note: 0 compared with before treatment, P<0.05.
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Table 2 Comparison of the serum 8-OHdG and 3-NT levels before and after treatment between two groups(xs)

8-OHdG(ng/ml) 3-NT(nM)
Group
Before treatment After treatment Before treatment After treatment
Control group (n=100) 2.01+ 0.87 1.13% 0.560 33.17+ 8.85 28.44+ 6.71°
Observation group (n=100) 1.98+ 0.84 0.84+ 0.41° 33.26% 8.90 24.15+ 5.28°
P 0.80 0.00 0.94 0.00

Note: 0 compared with before treatment, P<0.05.

® 3 FHEBEBTTHIE R MBS HEHR L B (ves, mmol/L)

Table 3 Comparison of the blood lipid indexes before and after treatment between two groups( x=s, mmol/L)

Time Group TC TG HDL LDL
Control group (n=100) 5.01% 0.62 3.54+ 0.58 1.13+ 0.27 3.07+ 0.52
Before treatment Observation group
497+ 0.61 3.57+ 0.55 1.16%+ 0.30 3.04+ 0.49
(n=100)
P >0.05 >0.05 >0.05 >0.05 >0.05
Control group (n=100) 4.57+ 0.56 2.80+ 0.43 1.22+ 031 2.87+ 0.45
After treatment Observation group N
4.39+ 0.53 2.37+ 0.38° 1.34+ 0.33° 273+ 0.47
(n=100)
P 0.18 0.00 0.00 0.20

Note: 0 compared with before treatment, P<0.05.
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