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Analysis of predictors of the time to hCG remission in patients with

gestational trophoblastic neoplasia”
LUO Qin »SUN Xinwei ,HAN Jian ,.GUO Jianxin®
(Department of Obstetrics and Gynecology sArmy Specialty Medical Center ,Chongqing 400042 ,China)

[ Abstract] Objective To explore the predictive factors associated with the time to human chorionic
gonadotropin (hCG) remission in patients with gestational trophoblastic neoplasia (GTN) ,in order to deter-
mine whether the hCG decrease post chemotherapy rate (HDPCR) can predict the time required for hCG re-
mission in GTN patients. Methods A retrospective analysis was conducted on clinical data of 121 cases of
GTN patients admitted to this hospital from 2010 to 2020. After each patient’s final chemotherapy session,a
six-month follow-up ensued. Patient age,nature of previous pregnancies,time passed since the previous preg-
nancy.pre-treatment hCG blood levels, pathological diagnosis, International Federation of Obstetrics and Gy-
necology (FIGO) score,presence of metastatic lesions, maximum diameter of uterine lesions, first-line chemo-
therapy regimen, HDPCR,and whether to perform hysterectomy before hCG remission, which could potential-
ly impact the time to hCG remission,were subjected to Kaplan-Meier survival analysis and Cox regression a-
nalysis. Results Among the included patients, the median time to hCG remission was 85 days, the median
chemotherapy course to hCG remission was 3. Kaplan-Meier survival analysis revealed that the time passed
since the previous pregnancy,pre-treatment hCG blood levels, first-line chemotherapy regimen, hCG decrease
post 1st chemotherapy rate (HDPCR1) ,hCG decrease post 2nd chemotherapy rate (HDPCR2) and whether to
perform hysterectomy before hCG remission were all associated with the time to hCG remission (P<C0. 05).

Cox regression analysis indicated that higher pre-treatment hCG blood levels (HR =0.627,95%CI ;0. 501 —
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0.786) was an independent risk factor for longer time to hCG remission,faster HDPCR1 (HR =1. 843,95 %
CI:1.342—2.531) and HDPCR2 (HR =1. 380,95%CI:1. 012—1. 882) were protective factors for longer

time to hCG remission (P<C0. 05). The nature of previous pregnancy,the time passed since the previous preg-

nancy, FIGO score, maximum diameter of uterine lesions,and the first-line chemotherapy regimen were all as-
sociated with the HDPCR1 (P <C0. 05). Conclusion The higher pre-treatment hCG blood levels is, the longer
hCG remission time. The faster HDPCR is,the shorter hCG remission time.
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