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[ Abstract]

cells. Its content in various body fluids (cerebrospinal fluid, peripheral blood and umbilical cord blood, urine, saliva and

S100 calcium-binding protein B (S100B) is a calcium-binding protein secreted primarily by glial

amniotic fluid) is considered as a biomarker of various diseases, especially in acute brain injury, neurodegenerative dis-
eases, congenital/perinatal diseases, etc. The expression level of S100B is also an important indicator of the severity of

diseases. In addition, S100B is not only a biological indicator, but also a therapeutic target for diseases. In this paper, the

research progress of S100B and central nervous system diseases in recent years is reviewed.
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SEREIN, T AR AR bR B0, TBI (7] 454l
) Rz Jo e o ) A S IR ARE R v {6l T S T00B 32 PR i o/ B
5% S100B 4 Pt 7 7 32 15 1) e i fi o S 7 P A A T
S100B AHIVEF . PP T i 35 B & PR A T TBLIS
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WUAH 17 J2% b 15 (bipolar disorder , BD) Jg& — Ffi i 22
RS BIG , LA KA B B ATE /2 BT N R AE . 230
WF T 8 28 X558 30 BOR 175 2% s i 78 3 1) R g T 24 5
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