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Abstract:Objective To explore the predictive value of anti-Mullerian hormone and sex hormone in pre-
dicting ovarian responsiveness and ovarian responsiveness during controlled ovarian stimulation. Methods A
total of 300 patients who underwent in vitro fertilization (IVF) or intracytoplasmic sperm injection (ICSI)
were enrolled. The patients were tested for serum AMH,FSH and E2 levels on the 3rd to 5th day of menstru-
ation. The age,body mass index (BMI), gonadotropin (Gn) days, total Gn, the number of eggs obtained, the
number of mature eggs,the number of high quality embryos were recorded. All patients were treated with gon-
adotropin-releasing hormone agonist (GnRH-a) long protocol. According to the number of oocytes retrieved,
they were divided into three groups:low response group (the number of oocytes retrieved <{5), normal re-
sponse group (5<C the number of oocytes retrieved <{15) and high response group (the number of oocytes re-
trieved >>15). The correlation between each index and the number of the number of oocytes retrieved was e-
valuated,and the cut-off value of each test index to predict ovarian response was analyzed. Results There
were no significant differences in BMI and Gn days between the 3 groups (P>>0. 05). The age and total Gn
dosages in low response group were less than normal reaction group and high response group (P<C0. 05),the
number of mature eggs and the number of high-quality embryos in high response group were more than normal
reaction group and low response group (P<C0. 05). There was no significant difference in E2 between the 3
groups (P>0.05), AMH in high response group were more than normal response group and low response
group (P<C0.05),FSH level in low response group was more than normal response group and high response

group (P<C0.05). The number of eggs obtained was significantly positively correlated with AMH, and nega-
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tively correlated with age,FSH and E2 level. The ROC AUC of AMH, Age,FSH and E2 for predicting ovarian
low response were 0.814,0. 705,0. 638 and 0. 588, respectively. The diagnostic thresholds of AMH, Age and
FSH for predicting ovarian low response were 2. 3 ng/ml.,37. 6 years and 7. 3 mIU/mL, respectively. ROC
AUC of AMH, Age,FSH and E2 predicting ovarian high response were 0. 706,0. 676,0. 607 and 0. 563, re-
spectively. The diagnostic thresholds of AMH, Age and FSH predicting ovarian high response were 3.5 ng/
ml.,30.5 years and 8. 4 mIU/mL,respectively. The combined prediction of AMH, Age and FSH was 0. 816 for
low reaction ROC AUC and 0. 732 for high reaction ROC AUC. Conclusion The predictive value of AMH is

better than other sex hormone indicators.
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