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[Abstract] Persistent infection of high risk HPV (human papilloma virus) is a major cause of cervical cancer.
However, growing evidence indicate that HPV infection alone is not enough to cause the malignant transformation of
cervical cells. Change of the expression levels in other genes is also involved in the occurrence and development of
cervical cancer. Recent studies found that many miRNAs were involved in the pathological process of cervical cancer.
Among these miRNAs, the high-expressed miR—-21 in cervical cancer plays the role of oncogene by inhibiting the ex-
pression of multiple tumor suppressor genes such as PTEN, PDCD4, TPM1, CCL20 and LATS1. The article here

makes a brief review on the research progress on the relationship between miR-21 and cervical cancer.
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