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Abstract

Non-alcoholic fatty liver disease (NAFLD) is one of the most common chronic liver diseases not
associated with alcohol consumption. In recent years, special attention has been paid to the
molecular genetic mechanisms of NAFLD pathogenesis, including the role of diagnostic genes.
The article discusses the main genes associated with the development and progression of NAFLD,
their diagnostic value, as well as the prospects for the use of genetic markers in clinical practice.
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Chapter 3. Key genes associated with NAFLD
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Conclusion:
Genetic markers such as PNPLA3, TM6SF2, GCKR, MBOAT7 and HSD17B13 play an important

e | role in the pathogenesis and diagnosis of NAFLD. Their use in clinical practice can improve
Tl p p
diagnostic accuracy, predict disease progression and optimize treatment. The future of NAFLD
g’ diagnostics is associated with further development of molecular technologies and integration of
a genetic data into medical protocols.
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