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Tab.1 Correlation between SMYDS5 and diseases

Disease type Related factors Significance References
HCC SMYDS5 . RPL40K22 SMYDS is a potential biomarker for HCC. (8, 21]
GAC SMYDS5 . RPL40K22 High expression of SMYDS5 promotes malignant progression in GAC (6]
and suggests that targeting SMYDS5 could serve as a component of
combination therapy.
LC Key epithelial-mesenchymal transition , Matrix  SMYDS5 expression influences cell migration and invasion, making it a [7]
metalloproteinase 9, SH2B adaptor protein 3 key factor in liver cancer metastasis.
IBD SMYDS5 , peroxisome proliferator-activated SMYDS5 may regulate mitochondrial function and intestinal [31]
receptor-y coactivator 1-0.(PGC-1a.) homeostasis.
RA SMYDS3, Forkhead box protein O1 (FOXO1), SMYD5 is a novel regulatory factor in RA synovial membrane injury. [32]
hexokinase 2 Targeting SMYDS5 may provide a new local treatment approach for RA.
HIV SMYDS3,, trans-activator of transcription (Tat), High expression of SMYD5 promotes HIV transcription, and together [30]

ubiquitin-specific peptidase 11 (USP11)

with USP11, it may serve as a potentially valuable intervention target

for latent-state therapy.
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Biological functions of SMYDS and its role in disease
Zhang Fangfang', Liu Haodan', Yang Ruirui’, Li Xuan', Wang Changli', Ye Guangbin®, Bin Xiaoyun'

('School of Basic Medical Sciences , *Institute of Life Sciences, Youjiang Medical University

for Nationalities, Baise

533000)

SMYDS is a ribosomal methyltransferase with SET and MYND structural domains, which is a member

of the SMYD family and is expressed in a variety of tissues, including ovary and testis. This enzyme participates in

biological processes such as gene expression regulation, cell development and differentiation, and maintenance of

genomic stability through ribosomal protein methylation modification. In recent years, research on SMYDS5 has in-

creased in cancers including hepatocellular carcinoma, gastric adenocarcinoma, and lung cancer. Studies have re-

vealed that SMYDS5 exhibits high expression levels in various diseases including hepatocellular carcinoma, gastric
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adenocarcinoma, lung cancer, and inflammatory bowel disease, influencing the progression of these conditions.

This review summarizes the role of SMYDS5 in hepatocellular carcinoma, inflammatory bowel disease, and other

biological functions, aiming to provide a reference for related disease research.
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