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[Abstract] Objective To investigate the causal relationship between transforming growth factor— B (TGF-B) level and left ventricular
end—diastolic volume (LVEDYV) after acute anterior myocardial infarction (AAMI) by Mendelian randomization (MR). Methods TGF-f and
LVEDV data were selected from genome and epigenome association study (GWAS/EWAS) database. TGF-B data included 982 samples and
LVEDV data included 35 407 samples. Significant loci independently associated with TGF- were selected as instrumental variables, and MR
analysis was performed using inverse variance weighted, weighted median, weighed mode and MR—Egger regression respectively. Results
The inverse variance weighting (IVW) method showed that TGF— increased risk of LVEDV expansion after AAMI (OR=1.021, 95%CI: 1.007-
1.035, P=0.004). The conclusion of different methods was consistent: weighted median method (OR=1.017, 95% CI: 1.008-1.026, P=2.26X
10™); weighted mode method(OR=1.014, 95%CI: 1.000-1.028, P=0.043). The intercept of MR—Egger regression was —0.002 (95%CI: -0.018—
0.014, P=0.791), indicating that there was almost no pleiotropy in instrumental variables. Both scatter plot and funnel plot suggested that the re-
sults were stable and reliable. Conclusions There is a positive causal effect between TGF- level and LVEDV after acute phase of AAMI,
that is, the increase of TGF—f can lead to the expansion of LVEDV after acute phase of AAMI.
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