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Research Progress on Risk Factors Related to Gestational Trophoblastic Disease
Ayijiang-nuerlan', WANG Lin’

ABSTRACT: Gestation Trophoblast Disease (GTD) is a group of heterogeneous diseases characterized by abnormal hyperplasia of
the outer trophoblast layer, with extensive histological morphology and clinical biological behavior'!. This disease mainly comes from
placental villous trophoblast, which can include hydatidiform mole, invasive hydatidiform mole, chorionic carcinoma and trophoblast
tumor in placenta,all the lesions in GTD other than hydatidiform mole are collectively referred to as Gestation Trophoblast Tumor
(GTT) ™. Due to the rapid development and strong destructive power of the disease, it can pose a serious threat to the life safety of
patients. Some patients also need hysterectomy, which not only reduces the quality of life of the patients, but also causes great trauma to
their psychology. Even when a benign mole becomes cancerous, it can endanger a patient’s life. Therefore, it is of great significance to
understand the clinical characteristics of GTD and research the relevant risk factors of GTD, so as to protect the reproductive function,
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reproductive health and life health of women of reproductive age.
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