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[ Abstract ]
in residents aged 18-59 years is 9. 8% , and that in the elderly over 60 years old is 5. 5% -19. 3% . Asymptomatic hype-

The prevalence of asymptomatic hyperuricemia is high. In China, the prevalence of hyperuricemia

ruricemia can cause urate crystals to deposit in tissues, resulting in chronic inflammation. It is closely related to the comor-
bidities such as hypertension and renal insufficiency. At present, the diagnosis and treatment of asymptomatic hyperu-

ricemia remains controversial. This paper analyzes and evaluates the definition, metabolism, effects on immunity and

organs, and current controversies in diagnosis and treatment of asymptomatic hyperuricemia.
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TR PR FRIGY T 415 R AUM B, 7E 108 J5] B rh
TR ST R 2B K R AR (0. 91%  vs 5.86% ) o
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BREIRBRIAYT , X T JCAE AR 5 IR IR I AE (1l )R B2 >
6. 8 mg/dl I ) [BF FRAFAVFIE LT A USRS SFE IR
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RPN, EULAR 451 G R F X %7 25 (The
Italian Society of Rheumatology , SIR ) $5 5 LA JR iR 7K
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BRI ILAE e Ay i U 55 R A 3R AL AIK, P PR IIR
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