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JKF- (17 513.52 £ 4 846.85 ) pmol/L] } hCG /J\%Uiéﬂ,%% [ (20 384.11+7 754.78 ) pmol/L] & 25 &= T X FR4L &
[ (16 678.67 +3 826.79 ) pmol/L] (P=0.000), PIFFTLERIFRINEL. 2PN . IRAGEL. DL LR Tr S Txt
M4 (P<0.05), [ hCG RFIEANMZEILE T hCG /ML (P<005). hCG KFIFA . /NS H 5% R
20 = 1 17) 91 5 BE 2R A HE (OHSS ) # (13%., 05%. 29% ) KAERILE, 2RILHEH¥EX (P>005),
L5 X T GnRH $5P0RI 7 R m RN B, RABUEIC S IEHEIN %, nl S e S n ARG, A3
OHSS %A%,
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Effect of induced ovulation by using GnRH agonist combined with hCG on clinical outcomes in the in vitro
fertilization of high ovarian respond
LI Xin, LING Xiufeng, ZHAO Chun, ZHANG Jungiang, ZHANG Juan.
( Center of Reproduction Medicine, Nanjing Maternal and Child Health Care Hospital Affiliated to Nanjing Medical
University, Nanjing 210000, China )

[ Abstract] Objective To investigate the effect of gonadotropin-releasing hormone agonist (GnRH-a)
combined with low-dose human chorionic gonadotrophin (hCG) on the clinical outcome of in-vitro fertilization-embryo
transfer (IVF-ET) in patients with high ovarian response. Methods A retrospective analysis was performed on the clinical
data of 546 patients who underwent controlled superovulation stimulation via (IVF/ICSI) in our hospital from December
2016 to December 2017. Patients adopting GnRH-a + 5 000 IU hCG dual-trigger (hCG high dose group, n=159) or
GnRH-a + 2 000 IU hCG dual-trigger (hCG low dose group, n1=212) were enrolled. Those using the standard hCG 10 000 IU
trigger were involved as a control group . The treatment outcome of each group was compared. Results There was no
significant differences in basic dosage or medication time of gonadotropin trigger among the three groups (P>0.05). The
serum levels of estradiol (E,) on ovulation induction day in the high-dose hCG group [(17 513.52 + 4 846.85) pmol/L]
and the low-dose hCG group [(20 384.11 £ 7 754.78) pmol/L] were significantly higher than those in the control
group [(16 678.67 =3 826.79) pmol/L] (P=0.000). The number of retrieved oocytes, number of 2PN embryos, number

of embryos, number of high-quality embryos, and rate of high-quality embryos in both test groups were all significantly
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higher than incontrol group (P<<0.05). The rate of high-quality embryos in hCG high dose group was significantly larger

than in hCG low dose group. There were no statistically significant differences in clinical pregnancy rates (53.7%, 50.0%,

51.9%), ectopic pregnancy rates (10.3%, 14.3%, 0%) and abortion rates (10.3%, 0%, 7.1%) among the three groups,

Tnumber of ovarian hyperstimulation syndrome (OHSS)and the incidence of OHSS rate (2.9%, 1.3%, 0.5%) were not

significantly different (P>0.05). Conclusion For patients with high response to GnRH antagonist regimen, the use of

low-dosage dual-trigger can increase the rate of high-quality embryos and the number of transferrable embryos without

increasing the incidence of OHSSs.

[ Key words ] GnRH antagonist; gonadotropin-releasing hormone agonist; hyperreaction; dual-trigger
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iH B2 (n=175) hCGRFIEA (n=159) hCG/NFIEAH (n=212) FfH Pl

AEEE (%) 2897 +3.56 2838 +3.48 2834+292 2041 0.131
ANFAERR (4F) 337+245 344+285 2.88+1.97 3.140 0.055
BMI (kg/m®) 21.99 +2.83 22.85+3.30 2206 +3.25 3.849 0.067
FERHFSH (U/L) 7.82+205 798 +4.41 734+2.18 2372 0.094
FERILH (UL) 455174 5.09+5.22 4778 +2.43 1.074 0.342
JERHE, (pmol/L) 180.0 +94.37 17937 + 146.22 185.07 = 100.30 0.146 0.864
AFC (4>) 1337 £ 8.49 14.40 +4.27 14.67£525 2212 0.110
Gnffi FHIE] (d) 9.39+1.57 927+ 151 946 +1.52 0.682 0.506
Gnjflit (U) 2 148.50 + 547 43 2066.20 + 465.34 2078.24 + 535.38 1.275 0.280
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i H XHRZ (n=175) hCGRFEAL (n=159) hCG/MilEY (n=212) FifE Pl
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PR 244+2.32 503 +3.31° 478 £3.99" 32264 0.000
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