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Research Progress of Promyelocytic Leukemia Protein in the Regulation of Malignant Tumors
Occurrence and Development

SU Lide"* SHAO Yimingl’za, HAO Rui'**, WANG Qianqianza, BU Na’, MA Liya4, NARANMANDURA Hua'-2>4*
(1.College of Pharmaceutical Sciences, Inner Mongolia Medical University, Hohhot 010000, China; 2.Zhejiang University,
School of Medicine, a.School of Public Health, b.Department of Pharmacology, Hangzhou 310000, China; 3.Department of
Pharmacy, Women's Hospital, School of Medicine, Zhejiang University, Hangzhou 310000, China; 4.Department of Hematology,
the First Affiliated Hospital, College of Medicine, Zhejiang University, Hangzhou 310000, China)

ABSTRACT: Promyelocytic leukemia protein(PML) is a tumor suppressor that involved in the regulation of various biological
processes such as cell apoptosis, cell senescence, and DNA repair. In several type of tumors, PML protein was found to be
significantly down-regulated, indicating that it plays an important role on preventing tumor formation. Although there are many
literatures focusing on the molecular mechanism of PML protein in regulating the development of malignant tumors, but it has
not been systematically summarized. In this review, the current research status, and comprehensively summarize the effect of
PML protein on tumorigenesis including the regulation of cell apoptosis, cell proliferation, cell migration and metastasis, cellular
senescence, and angiogenesis was analyzed. In order to provide a new idea for treatment of related malignant tumors.
KEYWORDS: promyelocytic leukemia protein(PML); tumor cells; cell apoptosis; cellular senescence; regulation of
angiogenesis; research progress
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Fig. 2 Structural representation of the PML gene and PML
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Fig. 3 Mechanistic representation of tumor angiogenesis
mediated by PML protein
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Fig. 4 Involvement of PML protein in IFN-mediated
cellular anti-viral response
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