A R BENAEARE AR O (AR RS 1)
i 7 12 A o ) B

i

‘:|—
[

A B KT R, B A (L PREL RS SRR, 7O T 5300005 2. 77

FREE 2 K2 B FCAERE, TV B 530000 )

WE: RSB AT (metabolic associated fatty liver disease, MAFLD) ¥ FRrAE
ARG VERG W YEATYH  (non-alcohol fatty liver disease, NAFLD) , f&—Fa W o AT A5
i, HERIRZEBE BT, 7RG R 2= TR o B AL G WS AT T4
7N T R ZANAFLD A — € 5200, SR 46 2 Tovk ikt e L E A 1 R PR, iR A%
RIE . MR E K A FUIR R R . d i8R BT 782 B RT0T 78 R R G R 1) — Filog 77
%, FEMHPZERZ SN TREE, 5] SO 85 R 2 R 7 fa ke R &
5EBIEFRR KRR AR SO R R R K TNAFLD ) AR BE WAL 7T 24T 245, DA
PR T AN [F] f [6: TRl 22 S NAFLD [a] (1) R 5 o6 R P B

K ARUHAHOC CIEWIRG 1) MR PE e SE/RBENLL: PR G R

Application of Mendelian randomization in metabolic dysfunction-associated (non-
alcoholic) fatty liver disease
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Abstract: Metabolic associated fatty liver disease (MAFLD) was once called non-alcoholic
fatty liver disease (NAFLD), which is a common liver disease. The incidence rate is
increasing year by year. It is necessary to understand its risk factors for disease prevention.
Traditional observational studies have revealed that certain controllable factors have an
impact on NAFLD. However, it has never been able to avoid its inherent limitations such as
confounding factors, measurement errors, and reverse causality. Mendelian randomization is a
new method for studying causal relationships, mainly using single nucleotide polymorphisms
as instrumental variables to replace modifiable exposure factors in studying the causal
relationship between risk factors and diseases. This article summarized the published
Mendelian randomization studies on NAFLD, in order to provide assistance in exploring the
causal relationship between different risk factors and NAFLD.

Keywords: Metabolic dysfunction-associated (non-alcoholic) fatty liver disease; Mendelian
randomization; Causality
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