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Study progress on the relationship between hyperuricemia
and nonalcoholic fatty liver disease
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Abstract : Hyperuricemia is caused by disorder of purine metabolism. NAFLD is one of the most common
chronic liver diseases,and the prevalence is on the rise. Epidemiological studies indicated that the prevalence
of NAFLD in HUA population was increased and the lesion degree was aggravated. HUA was also an inde-
pendent influencing factor for the occurrence of NAFLD. It was found that the interaction mechanism may be
related to lipid metabolism disorder, oxidative stress injury and decreased insulin sensitivity of liver cells
caused by HUA. At present,there is no animal experimental model in which HUA directly induces NAFLD or
in which increased uric acid aggravates NAFLD. The specific mechanism of the interaction between the two is
still unclear and needs to be studied.
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