SO IR R 2%k 202443 F 263255631 SR RAE . hitp://www.syxnf.net 43 -

- iBFE -

PR S MM LR AR LR ey
T REA 18 /R BEHLAL 53 4 S
?%?**f’ﬁf
i+ — o
RER, EME, AR, HEY, KRER HEEL
EZHAL: 1.250014INARA TR T, ILARPEZ RS 2.276800111 R4 H HR T b B B 5 b = 20 Rt
WEEHR. KZERL, E-mail: r2zxz@163.com

(HE] BH RHWFEAGRE/REIL (MR) /0SB WS LML (CH) MR CR, Ak
i T AR BOE 4R F MiBioGen R B AT S8, 88 K1 053 032 560 HIRZ A1 (SNP) 3 CHEIEEER A

RORRA I 280 72, H695 20 167 676 1SNP, AFIT BRI 7 22 Ak (TVW) i FMRAMT, LA IE B
HESCHMEN R E R, IERAMIREZIR (FDR) KIEPMH; HIK, UUMR-Egger[lT, IAOh A% (WME) |
TEAREE: (WM) L fRIEAENE (SM) fERIVWRIRNE ik . RAIVW .. MR-Egger[nl I3 4347l 1 B R -5 CHIY R 1]
FRXR. ER VWIS R EA, MR TECHWERFZR (OR=1.786, 95%CI (1.154~2.764) , P=0.009,
Prpe=0.046 ) , ZERREE 1ECHAEI N ZE [ OR=0.563, 95%CI (0.355~0.894) , P=0.015, Py,;=0.074) , RIATH
J& . EAIRICEIES . 94 B BRI B UCGO03H 5 CHEAWMTERHEL (P<0.05, Ppp>0.10) . HMR-Egger[lJH. WME,
WM, SMIY B EHSIVWIY B H 7 —2. FMRANIEERE/R, CHEMLRE]. #EREEL. BB EE . HHIKK
HB9 . BRI E UCCOO3H AFEAE R M R R (P>0.05) . £ LRI TECHIER N, 2R 8 1ECH
FIPRTRZE, RIS . 35T IRIRRE . I8 H BRF R UCGO034] 5 CHEA T FE SRk

[kgim ] MEMIIN; BmERUEwY; WHiEwR; SR BFERCR

[hE4S2EE] R741.041 [ >C#EfFRIZE] A DOI: 10.12114/.issn.1008-5971.2024.00.0611

Causal Relationship between Intestinal Flora and Cluster Headache: Two—Sample Mendelian Randomization Analysis
GUO Yumeng', CUI Yanglin', KONG Yuchen', GAO Lei’, ZHANG Xianzhong’
1.Shandong University of Traditional Chinese Medicine, Jinan 250014, China
2.Classic Department of Traditional Chinese medicine, Rizhao Hospital of Traditional Chinese Medicine, Rizhao 276800,
China
Corresponding author: ZHANG Xianzhong, E—mail: rzzxz@163.com

[ Abstract] Objective To analyze the causal relationship between intestinal flora and cluster headache (CH) by two—
sample Mendelian randomization (MR) analysis. Methods The intestinal flora dataset was from the MiBioGen consortium,
involving 1 053 032 560 single nucleotide polymorphisms (SNPs) . The CH dataset was from the R9 version of the Finnish
database, involving 20 167 676 SNPs. In this study, inverse variance weighting (IVW) was used for MR analysis to investigate
the potential causal relationship between intestinal flora and CH, and the P value was corrected with false discovery rate (FDR) .
Secondly, MR-Egger regression, weighted median estimator (WME) , weighted mode (WM) , and simple mode (SM) were used as
supplementary methods for IVW. IVW and MR—-Egger regression were used to analyze the reverse causal relationship between
intestinal flora and CH. Results IVW analysis results showed that, Actinobacteria was a risk factor for CH [OR=1.786, 95%CI
(1.154-2.764) , P=0.009, P;,z=0.046] , Coprococcus 1 was a protective factor for CH [OR=0.563, 95%CI (0.355-0.894) ,
P=0.015, Py,z=0.074] , Parabacteroides, Prevotella 9 and Ruminococcus UCG003 group were potentially associated with CH
(P <0.05, Py > 0.10) . The B values of MR—Egger regression, WME, WM and SM were consistent with the 8 values of IVW.
The results of reverse MR analysis showed that there was no causal relationship between CH and Actinobacteria, Enterococcus
1, Parabacteroides, Prevotella 9, Ruminococcus UCGO03 group (P > 0.05) . Conclusion Actinobacteria is a risk factor for CH,
Enterococcus 1 is a protective factor for CH, and Parabacteroides, Prevotella 9, Ruminococcus UCG003 group are potentially
associated with CH.
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Table 1 Results of five MR analysis methods for causal relationship

between intestinal flora and CH
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Figure 1 Scatter plots of the results of five MR analysis methods for the causal relationship between intestinal flora and CH
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