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[Abstract] HMGAZ2 is a cell cycle regulatory protein, a member of the high—mobility A—group protein family,

2 Cangzhou People's Hospital

which is highly expressed during embryonic development, while almost non—existent in normal tissues and
organs of adults, and is basically undetectable in well—differentiated or mature tissues. In addition, HMGA?2 is
highly expressed in a variety of tumor cells, and is also closely related to the occurrence, development, metastasis,
and invasion of cervical cancer. High expression of HMGA?2 is positively correlated with the degree of cervical
lesions, and high expression of HMGAZ2 leads to poor prognosis of cervical cancer. HMGAZ2 is an important
factor in the occurrence and development of cervical cancer, miRINA and estrogen regulate tumor cells by

regulating the expression of HMGA2, and HMGA2 also regulates the proliferation, apoptosis, invasion,

metastasis and drug resistance of the cervix through a variety of mechanisms.
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