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Research progress of correlation between interleukin 34
and clinical disease

Yue Wang, Li-wei Zhuang
(Department of Gastroenterology, the Fourth Affiliated Hospital of Harbin Medical University,
Harbin, Heilongjiang 150001, China)

Abstract: Interleukin-34, as a novel cytokine, has been widely discussed in recent years. As a proinflammatory
cytokine, interleukin-34 is involved in the occurrence and development of various diseases, especially autoimmune
diseases. However, the specific mechanism of interleukin-34 in diseases remains to be further studied. Therefore,
it is of great significance to summarize the relationship between interleukin-34 and clinical diseases, to study the
mechanism of interleukin-34 and to seek potential therapeutic targets for related clinical diseases.
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