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Abstract: Pancreatic cancer often has an insidious onset and difficulties in treatment, with various limitations in early diagnosis
and treatment. This article reviews the application of Mendelian randomization (MR) in exploring the risk factors for pancreatic
cancer, with a special focus on the causal relationships of factors such as gut microbiota, lifestyle, and metabolic diseases.
Leveraging data from large-scale genome-wide association studies (GWAS) , MR analysis has revealed several biomarkers
associated with the risk of pancreatic cancer. The two-sample MR approach is commonly used in current research, including the
methods such as Inverse Variance Weighted, Weighted Median, and MR-Egger, which helps to explain the causal network of the
disease from a genetic perspective. While MR strategy provides a new perspective for understanding the etiology of pancreatic
cancer, caution is still needed in data synthesis, selection of instrumental variables, and pleiotropy assessment. The use of
emerging analytical models such as BWMR, CAUSE, and MVMR offers new possibilities for the comprehensive evaluation of
multiple risk factors and their interaction. In the future, with the combination of these methods and the ever-increasing genetic
epidemiological data, MR analysis is expected to provide more solid evidence for identifying potential therapeutic targets for

pancreatic cancer and formulating prevention strategies.
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Figure 1 Model of the two-samples MR analysis
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Table 1 Gut microbiota MR

GM OR 95%CI P1H

boineng 1%
Senegalimassilia 0. 635 0. 406 ~ 0. 998 0. 049
Odoribacter 1. 899 1.157~3.116 0.011
Ruminiclostridium 9 1.976 1.128 ~ 3. 461 0.017
Ruminococcaceae(UCGO11) 1.433 1.072~1.916 0.015
Streptococcus 1.712 1.071 ~ 1. 736 0.025

WF5E l26]
Lentisphaerae 0. 726 0.553 ~0.953 0. 021
Lentisphaeria 0. 697 0.521 ~0.932 0.015
Victivallales 0. 697 0.521 ~0.932 0.015
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Table 2 Metabolic MR
EE PN Er 4 OR 95%CI PAi BIE
Shen %% 2 U PR Ik s 1. 240 1.090 ~ 1. 140 0. 001

Li %6 CRP 1.348 1.004 ~ 1. 809 <0.05 B82=0.3
i BMIJ5 CRP 1. 441 1. 064 ~ 1.950 <0.05 B4=0.37
4l CRP J5 BMI 1.341 0. 884 ~ 2. 037 >0. 05 85=0.29
BMI 1.484 1.021 ~2.157 <0.05 83=0. 39
CRP 1.393 1.320 ~ 1. 469 <0.05 B1=0. 32
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Table 3 Inflammatory and immune factors MR
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