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[ Abstract] Gestational trophoblastic neoplasia (GTN) is a group of rare malignant tumors. It was the first metastatic
cancer to be cured by chemotherapy. The choice of chemotherapy is based on risk stratification. The majority of low risk pa-
tients can be cured with single agent chemotherapy. In the updated GTN guidelines revised by FIGO in 2018, further stratifi-
cation of low-risk patients was highlighted. Higher FIGO score (5 ~6) and clinicopathologic diagnosis of choriocarcinoma are
both associated with an increased risk of resistance to single agent chemotherapy. Lowering the threshold for the use of multi-
ple agent chemotherapy in these low-risk patients can be considered. With the progress in cancer treatment, new drugs and
methods are also applied in GTN, but the data are still limited. Multi-drug resistance and recurrence patients remain difficult
to cure. High-dose chemotherapy combined with autologous stem cell transplantation may be an option for these patients. Re-
cent work suggests that checkpoint immunotherapies may also save some of these patients. However, the mechanism of
checkpoint inhibitors is poorly understood, and the long-term efficacy or side effects of treatment is under cleared. The status

of immunotherapy in the treatment of GTN remains to be ex-

lored.
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