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A two-sample Mendelian randomization study on Crohn’s

disease and risk of hidradenitis suppurativa

Han Mengqi, Zhu Wenpeng., Zou Yunfei
(School of Public Health , Wannan Medical College » Wuhu 241002, Anhui, China)

Abstract: Objective To study the causal association between Crohn’s disease and hidradenitis suppurati-
va by two-sample Mendelian randomization. Methods A summary dataset of Crohn’s disease and hidradeni-
tis suppurativa was obtained from the IEU Open GWAS database, with sample size of 212 356 and 211 548 par-
ticipants, respectively. Genetic factors were used as instrumental variables with two-sample MR study, 5
methods, namely, MR-Egger method, weighted median method, inverse variance weighted method, simple
model and weighted model were used to explore the causal association between Crohn’s disease and hidradenitis
suppurativa.  Results Six single nucleotide polymorphisms were selected as instrumental variables, and the
results from IVW, weighted median, and weighted model supported the causal association between Crohn’s
disease and increased risk of hidradenitis suppurativa. The IVW results showed OR =1.64,95% CI :1. 28~
2.09, P <C0.001; The weighted median method showed OR =1.71,95% CI :1.24~2.35, P <<0.001; The
weighted mode showed OR =1.74,95% CI :1.21~2.50, P =0.032. The results of Cochran’s Q test showed
IVW (P =0.412) and MR-Egger ( P =0. 322), which indicate that there was no heterogeneity between the
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SNP. The results of MR-Egger regression ( P =0. 607) showed that there was no horizontal polymorphism of

genes in the study results.

Conclusion The results of two-sample Mendelian randomization study support the

causal association between Crohn’s disease and increased risk of hidradenitis suppurativa.
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