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Abstract Objective To evaluate the efficacy and influence factors of severe acute gouty arthritis treated by Etoricoxib. Methods
During the period of January 2011 to December 2013, totally 94 patients diagnosed of severe acute gouty arthritis in the department of En-
docrinology in Nanfang hospital were enrolled. The patients were aged 20 — 78 (mean 45.1 +14.3) and all the cases were male, with
pain attacking within 72 hours. Etoricoxib 120mg qd was taken orally for four days, and the changes of pain, swelling and redness of the
joint were assessed before and after treatment. The fourth hour after taking drug everyday was defined as the observation point and a Likert
scale was used for evaluating the joint symptom. The factors that affecting the efficacy of treatment were also analyzed. Results Etoricox-
ib treatment effectively relieved joint pain, swelling and skin redness in patients with severe acute gouty arthritis (all P <0.05). The effi-
cacy of treatment is negatively correlated with the duration of disease, the BMI, the uric acid level and the gout attack frequency (all P <
0.05). Gout attacking in the first metatarsophalangeal joint might suggest a better efficacy (P <0.05). Conclusion Etoricoxib 120mg

qd for 4 days significantly released arthritis pain and inflammatory symptoms of severe acute gouty. Along with the same controlling condi-

tions of body weight and uric acid levels, earlier treatments result the better treatment efficacy.
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