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Mendelian randomization study of risk factors

associated with hyperuricemia
LI Na*, DONG Jia - hui, GAO Yu - min, PANG Hui, ZHAO Yan - ping, ZHENG Hai — fang, ZHAO Ling — yan
" Inner Mongolia Medical University, School of Public Health, Hohhot, Inner Mongolia 010110, China

Abstract ; Objective To further investigate the risk factors of Hyperuricemia( HUA) using Mendelian randomization study and
its causal relationship, and to lay the theoretical foundation for the prevention and control of hyperuricemia. Methods In the
first, we regarded the HUA — related factors as the exposure and the uric acid as outcomes, and two — sample Mendelian
randomization analysis was made based on the data from genome — wide association study concerning European populations.
Then, the variable possibly bearing a cause and effect relationship to the outcomes in the Mendelian study was further analyzed
by multivariate Mendelian randomization analysis to determine the independent influence of the variables on the outcomes.
Results Two — sample Mendelian randomization study results showed that the increase in the body mass index, the
triglycerides level and the pork consumption and the decrease in the high — density lipoprotein cholesterol could lead to the
increase in the uric acid. Multivariate Mendelian randomization study results showed that the causality between the three factors
including BMI(b =0.246, P=8.89 x10™°), HDL(b= -0.074, P =0.046) and TG(b =0. 145, P=7.32x107") and UA
still held, while causality between pork consumption and UA showed no statistical significance (b = —0.074, P =0.096).
Conclusion Body mass index, high density lipoprotein cholesterol, triglyceride have a causal relationship with uric acid.
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Table 1 Characteristics of interest for inclusion in Mendelian randomization studies
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Exposure Method Beta SE #
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Table 2 Multivariate MR of different exposures with UA
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