FPEIR AT 2475 2020 4E 8 1 45 41 B4 8 1 Chin J Epidemiol, August 2020, Vol.41,No.8

R /R BBV 3R R A T B SR HE T Y =2 0
E =N EERFEEmmrPkER

EEHR REE
d o AR A DA FRAITHRE R 211166
@BAZ 44 Mot &, Email : hbshen@njmu.edu.cn

[#HE] FE/REEVLIL (Mendelian randomization, MR) A 5% fdi FH i A% 78 A T B AR+,
Wik A 3R 545 )R Z [ A PR SR DG 2R |, RERE AT RIS IR TR 2 R 52 1) PRI 2R (R R BT S B D R o AR T, MR
W 8 T AR S R OGIBRPE ST PR RIHRA I 3 M OB . RIS O BAT. , MR PSR 7E
DRI SRSARE T o 9 1 3 32 3 A Ry R 5200 o 1G4, MR BIFSE 45 R B I s B TR b dle . A
SCHE FEIZE MR BIFSE I T AR AT ) 52 06 DR 3R FIF SR 4 SR A A2 0E A T 250 , LA oA MR RS 45
PSR

(Rim] HHERBEYL; ORI RIRIMEWT; G554 Rk

E&WH : HK AR 542 (81820108028, 81521004)

DOI:10.3760/cma.j.cn112338-20200521-00749

Challenges and factors that influencing causal inference and interpretation, based on Mendelian
randomization studies
Wang Yuzhuo, Shen Hongbing
Department of Epidemiology, School of Public Health, Nanjing Medical University, Nanjing 211166,
China
Corresponding author: Shen Hongbing, Email: hbshen@njmu.edu.cn

[Abstract]  Genetic variation is used as instrumental variable to investigate the causal
relationship between exposure and outcome, which can avoid issues of confounding and reserve
causation regarding Mendelian randomization studies. However, the instrumental variables in
Mendelian randomization studies must satisfy three core assumptions—the relevance assumption, the
independence assumption, and the exclusion restriction assumption. In addition to the plausibility of
core assumptions, the application of Mendelian randomization studies in causal inference is also
subject to other limitations. Findings from the Mendelian randomization studies should be interpreted
in the context of existing evidence from other sources. In this article we provide an overview of the
assumptions, limitations, and interpretation on causal inference that related to Mendelian
randomization studies that can be applied in studies of the same kind.
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