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Abstract: Objective To explore the correlation of serum uric acid levels with sugar and lipid metabolism
in the Han population in Xinjiang. Methods 203 cases of rheumatology gout patients in the First Affiliated
Hospital of Xinjiang Medical University from 2016 to 2017 were collected,and 305 healthy controls from the
physical examination center in the same period were collected. The sugar and lipid metabolism indexes such as
serum SUA, TG and TC were detected by Hitachi 7600 automatic analyzer within 6 hours,and SPSS22. 0 soft-
ware was used for data processing and statistical analysis. Results The SUA levels in the gout group and the
control group were (501. 66+8.29) and (355.49+6. 81) umol/L,respectively. The HDL,LDL and apoB in the
gout group were (1. 0240.02), (2. 6320. 55),and (0. 96 0. 21) pmol/L, respectively. The HDL, LDL and
apoB in the control group were (1.33%0.04),(3.06+0.12),(0. 73£0. 24)mmol/L,respectively. There was
significant difference between the two groups (P<C0. 05). BMI and waist-ratio was also statistically different
between the two groups (P<C0.05). There was a positive correlation between SUA and lipoprotein (a) with
gout (r=0. 553,0. 153, P<C0. 05), while HDL, LLDL. and apoB were negatively correlated (r= —0. 495,
—0.170,—0. 324,P<C0.05). Conclusion Patients with gout are more likely to cause disorders of lipid metab-

olism. Increased blood SUA may be a contributing factor to the disorder of glucose and lipid metabolism or the
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interaction between uric acid levels and disorders of glucose and lipid metabolism.
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