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Abstract: Ovarian cancer is one of the common neoplasms of female reproductive organs. The mortali-
ty topped the list of all kinds of reproductive neoplasm. With the development of molecular genetics
and cancer genetics,the genetic diagnosis has become the important approach of malignancy cure.
Thus, learning the molecular genetics mechanism of ovarian cancer is of great meaning for the disease,
including the portent,the treatment and the prognosis of disease. A large number of clinical pathology
and molecular genetics experiments proved that there was close correlation between the abnormal ac-
tivities of ERK1/2 pathway and the cancer development. This review summarizes the latest study on
ERK1/2 pathway,mainly about the KRAS or BRAF mutation,and the development of ERK1/2 pathway
in low-grade ovarian serous tumors.
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Figure 1 ERK1/2 pathway signal transmission process
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