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Wangzheqi Zhang, Haoling Zhang, Yan Liao, Shuya Jiang, Haolong Zhang, Chenwei Huang, Zhijing Song, et al. 2026.
Microbial metabolites in tumor epigenetic regulation. iMeta 5: €70115. https://doi.org/10.1002/imt2.70115
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“iMeta” launched in 2022 by iMeta Science Society, impact factor (IF) 33.2, ranking top 65/22249 in world and 2/161 in the
microbiology. It aims to publish innovative and high-quality papers with broad and diverse audiences. Its scope is similar to Cell,
Nature Biotechnology/Methods/Microbiology/Medicine/Food. Its unique features include video abstract, bilingual publication, and
social media with 600,000 followers. Indexed by SCIE/ESI, PubMed, Google Scholar etc.

“iMetaOmics” launched in 2024, with a target IF>10, and its scope is similar to Nature Communications, Cell Reports,
Microbiome, ISME J, Nucleic Acids Research, Briefings in Bioinformatics, etc.

“iMetaMed” launched in 2025, with a target IF>15, similar to Med, Cell Reports Medicine, eBioMedicine, eClinicalMedicine etc.

Socigty: http://www..imeta.-scie.nce | | R @ofﬁce@imeta.science
Publisher: https://wileyonlinelibrary.com/journal/imeta IMetaScience imetaomics@imeta.science
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