rp R A PR YT A% hitp:/www.biother.org

Chin J Cancer Biother, Mar. 2022, Vol. 29, No. 3 . 245 -
. 42 K .
DOI1:10.3872/j.issn.1007-385x.2022.03.012 7T li

ZEFFMEEARISTETMME LML R PIER REANGIRMRIHR

Research progress on role and mechanism of ubiquitin specific protease 18 in the
development and progression of malignant tumors
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