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[ Abstract] Selenium-binding protein 1 (SBP1) is one of the family members of selenoproteins. It involves in the transport of seleni-
um in a variety of cells, and plays a certain role in the occurrence and development of malignant tumors. The expression of SBPI is in
a low level in a variety of malignant tumors. Recent studies have found that SBP1 may be a prognostic factor in some cancers, so it is
expected to become a new target for cancer control and screening. This article aimed to explore the relationship between SBP1 and oc-
currence, development and prognosis of tumor, explain possible anti-tumor mechanisms, and provide ideas for further study.
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BBl s 2, 5 A = AL 1, T il
fRILZH H SBP1 K3k W B F+ i, 1 GPX1 {E 1 5
SBP1 [3RB R A SC; HEUE R 45 R R, s
2, SBP1 35 H &K KF-5 BE R ORHT AFP K
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cadherin ) 223K 0, T % T 25 H ( vimentin ) 2% 75 B
B, RIAEE A SBP1 7] GE i o 4 i) EMT
WAV T s 200 JHL %) ST % 42 28 5 A 8 a2 T MUK PR A
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