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Tab.1 Genetic association between IF abundance and risk of developing AML

Exposure Outcome nlVs method OR 95% CI(OR) P B SE

Dialister AML 2 vw 4.373 1.329 ~14.392 0.034 2.778 0.783
Veillonellaceae AML 9 vw 2.029 1.839 ~3.866 0.009 1.821 1.304
Lachnospiraceae UCGO08 AML 8 VW 3.827 1.107 ~13.228 0.040 2.342 0.633
Ruminococcaceae AML 9 VA 0.176 0.033 ~0.939 0.042 -1.739 0. 855
Peptococcaceae AML 8 VA 0.168 0.035 ~0.803 0.025 -1.784 0.799
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Tab.2 Genetic association between AML and IF abundance

Exposure Outcome nlVs method OR 95% CI(OR) P B SE
AML Dialister 2 VW 4.373 1.329 -14.392 0.034 2.778 0.783
AML Veillonellaceae 9 VW 2.029 1.839 -3.866 0.009 1.821 1.304
AML Lachnospiraceae UCGOO8 8 VW 3.827 1.107 —13.228 0.040 2.342 0.633
AML Ruminococcaceae 9 VW 0.176 0.033 -0.939 0.042 -1.739 0.855
AML Peptococcaceae 8 Ivw 0.168 0.035 -0.803 0.025 -1.784 0.799
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Fig.2 Scatter plot of the results of MR analysis of five bacterial groups and the risk of AML

The horizontal axis: the effect of SNP on exposure; the vertical axis: the effect of SNP on outcome; black dot: a different SNP.

£3 MREBHKIE KESHERIEER The abundance of gut microbiota affects

Tab. 3 Results of MR sensitivity test and horizontal pleiotropy test the risk of acute myeloid leukemia

Cochran’s MR-Egger Dialister
Exposure Outcome
(Q P value intercept P value Veillonell
T aceae
Dialister AML 0.783 0.090 Lachnospi Acu Ee y
1 r myeloi
Veillonellaceae AML 0.512 0.137 'l?éeGag()S legkemia
Lachnospiraceae UCGOO8 AML 0,399 0.223
Peptococc
Ruminococcaceae AML 0.871 0.091 Intestinal flora aceae
R 7 "
Peptococcaceae AML 0.621 0.371 P Cuarzle’g) co
No evidence was found that acute myeloid leukemia
affected the abundance of gut microbiota
3 g
B3 ZMRERTEE
ﬁﬂiE I'ﬂ w\j ﬁé ZIK MR s EE 7]’—&’( Ifk ﬂ N /J\ ﬂ: }% N Fig.3 Schematic representation of the results in this study
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Intestinal flora and risk of acute myeloid leukemia. a two-sample

bidirectional mendelian randomization study
Zhou Yanqun'?, Zhao Shibo'*, Huang Liming"”’
('The Second Clinical Medical College of Guizhou University of Traditional
Chinese Medicine , Guiyang 550000; *Dept of Hematology , the Second Affiliated
Hospital of Guizhou University of Traditional Chinese Medicine, Guiyang 550000 )

Abstract Objective To explore the causal relationship between the abundance of intestinal flora (IF) and the
risk of developing acute myeloid leukemia ( AML) using two-sample bidirectional Mendelian randomization ( MR)
methods. Methods The MiBioGen Consortium and FinnGen databases were utilized for the IF abundance and
AML genome-wide association datasets, respectively. The primary analysis method entailed variance inverse weigh-
ting, supplemented by weighted median test, while heterogeneity was assessed using Cochran's () test. Additional-
ly, MR-PRESSO was employed to identify any outliers, while MR-Egger intercept was utilized to evaluate horizontal
pleotropy. Results Higher abundance of genetically determined Dialister (P =0.034, OR =4.373,95% CI.
1.329 - 14.392 ), Veillonaceae (P =0.009, OR =2.029,95% CI.1.839 — 3.866), and Lachnospiraceae
UCGO08 (P =0.034, OR =3.827,95% CI.1.107 —13.228) were found to be linked to an increased risk of
AML. In contrast, Ruminococcaceae (P =0.042, OR =0. 176, 95% CI:0.033 —0.939) and Peptococcaceae (P
=0.025, OR=0.168, 95% CI.0.035 -0. 803) were associated with a reduced risk of this disease. Conclusion
Higher levels of the Dialister, the Veillonellaceae, and the Lachnospiraceae UCGOOS are risk factors for AML,
while the families Ruminococcaceae and Peptococcaceae are identified as protective factors against AML.
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