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[Abstract])
with high mortality and disability rate, and seriously threaten human health. Although it can be effectively controlled by

Subarachnoid hemorrhage (SAH) accounts for 6% to 8% of all cerebrovascular accidents (CVA),

surgery or intravascular therapy, delayed cerebral ischemia still has a high incidence, which is still the main complication
and cause of death of subarachnoid hemorrhage. Since erythropoietin (erythropoietin, EPO) and its receptors in the cen-
tral nervous system have been found, many evidences have shown that erythropoietin has a series of functions, such as

anti-apoptosis, anti-inflammatory, anti-oxidation stress, promoting neurogenesis and promoting cerebrovascular generat-
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ed, nerve nutrition etc. It exists as a protective factor in the brain and has a big potential nerve protective effect.
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[Abstract]

clude macrophage colony stimulating factor 1 receptor, receptor-like protein-tyrosine phosphatase (RPTP-&) and synde-

Interleukin 34 (IL-34) is a novel cytokine that was identified in recent years, and its receptors in-

can—1. At present, it is known that IL-34 and colony stimulating factor 1 have similar but not identical biological activi-
ties and play an important role in the occurrence and development of various tumors and autoimmune diseases. In addi-
tion, it has been found that IL-34 also plays a role in bacterial, fungal and viral infectious diseases. Therefore, studying the

mechanism of IL-34 in various infectious diseases is conducive to providing new directions for the diagnosis and treat-
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ment of various infectious diseases. This article reviews the biological activity of IL-34 and its role in infectious diseases.
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