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Insights into contribution of genetic variants towards the susceptibility of
metabolic associated fatty liver disease revealed by the nuclear magnetic

resonance-based lipoprotein profilin
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Abstract: Using the quantitative analysis of lipoprotein subfractions based on nuclear magnetic
resonance (NMR), it was found that metabolic dysfunction status may be a prerequisite for the
contribution of PNPLA3/TM6SF?2 variants to the development of liver steatosis.
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