TAME 8 F0] 15.1%E Holojalo] JFeHrolA 182%RTH Axd Ao Yehdon (p<0.0l),
1 PN#} 3 PNOJ &9 glojA e Zh2} 2.6%, 73%E ESTh 53] 3PN H|Eo] oAl wfofo]2]d]
AEE TANE 18%F B9 £ AFAIGNA et wjotoldel AT T3 {AXE RAT
(P<0.01). 3+ 131571004 dape) AFellr) 1] ¢& Ao @ ek on ofr)elis severe granulation,
degenerative sign, abnormal morphology 5°) EHTE A3 540l YT AAE /AL ICSIE N Y
g A5 477715101 o] f £Ao] AF o]Foix|z] o} wlolE oA F FUTE HAFY ol
T 8 47T viotol Ay AlgoRel ARAAN Yl AR Jehdt

Conclusions: ICSIE A|F3 F wljo}Z o]t 4 ¢l 790 lojA tlR2 dlol Fxpe s
7V FA FAY AR BEAo] A2 A9 YehE Aoz AlgHr.

P-4 The Comparion of Clinical Outcomes between GnRH
Agonist and GnRH Antagonist in Normal Responders

CW Park, HO Kim, KJ Yoo, JY Jeon, IS Kang, MK Goong
@it osojsh, AYAL YU AR, YA 2 e

Background & Objectives: To assess and compare the clinical outcomes between GnRH agonist short
protocol and GnRH antagonist multiple dose protocol in normal responders,

Method: Retrospective clinical study. From January 2001 to December 2002, IVF cycles with normal
responders who were basal FSH <10 mIU/ml and below 35 years were included. 782 cycles (679 patients)
were performed controlled ovarian hyperstimulation (COH) by GnRH agonist short protocol in which
GnRH agonist was intiated on menstrual cycle day 2 followed by exogenous gonadotropin on cycle day 3.
58 cycles (53 patients) were performed by GnRH antagonist multiple dose protocol in which multiple doses
of 0.25 mg GnRH antagonist were intiated on follicle >14mm or E2 >150 pg/ml. We compared the clinical
results such as total gonadotropin dose for COH, E2 on hCG administration, the numbers of retrieved
oocytes and the pregnancy outcomes such as implantation rate (IR), clinical pregnancy rate (CPR), delivery
rate {DR) per embryo transfer cycles between two groups. Statistical analysis was performed using Student-t
test and Chi-square, p<0.05 was considered as statistically significant.

Results: There were no differences in mean age, infertility duration, basal hormones between GnRH
agonist and GnRH antagonist groups. There were no significant differences in E2 on hCG administration,
the numbers of retrieved oocytes and cancellation cycles between two groups but significantly higher
gonadotropin dose for COH were needed in GnRH antagonist group (30.21+12.2 vs. 41.1118.4, p<0.001).
There was significant difference in the IR (13.6% vs. 19.3%, p=0.028). The CPR (30.9% vs. 40.0%) and
DR (26.2% vs. 30.9%) were higher in GnRH antagonist groups but statistical significances were not found.

Conclusions: Though more gonadotropin doses were necessary for COH in GnRH antagonist group, the
IR was significntly higher than GnRH agonist group. The significantly higher IR may induce higher CPR,
DR in GnRH antagonist than GnRH agonist group. GnRH antagonist multiple dose protocol would be an
alternative method for improved pregnancy outcome compared with GnRH agonist short protocol in
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