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[ Abstract] Objective To explore the mutual relationship between serum uric acid (SUA) level with
metabolic syndrome (MD) and its factors among the physical examination population. Methods A total of
8 285 people undergoing the physical check-up in a hospital in 2013 were selected by sampling and conducted
the physical measurement and biochemical detection;the subjects were grouped according to the MS diagnostic
standard, gender and SUA. Then the correlation between SUA and MS was analyzed. Results The age, BMI,
SBP,DBP,FPG, TG and SUA in the MS patients were significantly higher than those in the patients without
MS, while the HDL-C level was significantly lower. The occurrence rate of MS in males was higher than fe-
males. With the increase of MS factors, the SUA level showed the overall rising trend; the multiple stepwise
regression analysis indicated that BMI,DBP and TG were positively correlated with SUA,and the HDL-C lev-
el was negatively correlated with the SUA level. The regression equation was Y = — 2. 135 + 0. 066X, +
0.010X,+0. 155X, —0. 379X, ; the MS detection rate in the HUA group was higher than that in the non-HUA
group;in the single factor Logistic regression analysis, the SUA level was significantly related with the MS oc-
currence (OR=1.007,95%CI 0.006—1.007,P<C0.05),in the SUA diagnostic value for M, AUC in male and
female were 0. 608 (95%CI 0.582—0. 634, P<C0.01) and 0. 744 (95%CI 0. 705—0. 783, P<C0. 01) respective-
ly,the MS best critical diagnostic points in male and female were 360. 5 and 256. 5, the corresponding diagnos-
tic sensitivities in male and female were 46. 49% and 71. 94 %, the specificities in male and female were
69.94% and 69. 94 % respectively. Conclusion The SUA level is closely associated with MS,and SUA level
has a good predictive effect for MS.
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