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M-11 Efficacy of Recombinant Human Follicle Stimulating
Hormone (rhFSH) in Human IVF-ET Program

Han KS, Lee HB, Yoo KJ, Park YS, Byun HK, Jun JH, Koong MK

Division of Reproductive Endocrinology & Infertility, Department of Obstetrics and Gynecology,
Samsung Cheil Hospital, Sungkyunkwan University School of Medicine, Seoul, Korea

Objectives: Recently, recombinant FSH (rFSH) has been manufactured using a Chinese hamster ovary
cell line transfected with the gene encoding human FSH. Both 1FSH and urinary gonadotrophin (uFSH)
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could be used for controlled ovarian hyperstimulation (COH). However, uFSH implies a number of disa-
dvantages, such as batch-to-batch inconsistency, no absolute source control, dependence on large amounts
of urine, low specific activity, and low purity. The purpose of this study was to evaluate the efficacy of
rFSH in human IVF-ET program.

Materials and Methods: A total of 508 infertile women was enrolled in this study. They are classified
into TFSH group (n=177) or uFSH group (n=331), and all of them were matched by age and cause of in-
fertility in same period. The Puregon® (Organon, Holland) was used as rFSH and the Metrodin-HP® (Serono,
Switzeland) and Humegon® (Organon, Holland) was used as uFSH. The outcomes of IVF-ET program
were analyzed using the statistical package for social sciences (SPSS).

Results: There was no significant differences in the level of estradiol on hCG injection day, the numbers
of retrieved oocytes, matured oocytes, fertilized oocytes, transferred embryos, frozen embryos between the
two groups. The total dose (IU) of gonadotrophin for COH was significantly lower in the tFSH group
compared to uFSH group (1339+5491.1 vs 2527.811075.2 IU, p<0.001). Clinical pregnancy rate per
embryo transfer in the tFSH group showed increasing tendency, compared to the uFSH group, but there
was no statistical significance (35.2% vs 29.3%).

Conclusions: The ovarian stimulatory effect and clinical outcome of recombinant FSH was similar to
that of the urinary gonadotrophin. The IVF-ET cycles with significantly lower dose of gonadotrophin in
rFSH group showed comparable results. Therefore, we suggest that recombinant FSH is more potent and
effective than urinary gonadotrophin.

M-12 Accumulation of mtDNA Deletion (AmtDNA4""")
Showing Tissue-Specific and Age-Related Variation
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Objectives: Controversial arguments exists on both the case for and against on the accumulation of
mtDNA deletion in association to tissue and age. The debate continues as to whether this mutation is a
major contributor to the phenotypic expression of ageing and common degenerative diseases or simply a
clinical insignificant epiphenomenon. The objective of this study was to determine whether the accumulation
of mtDNA deletion is correlated with age-related and tissue-specific variation.

Design: A prospective study

Materials and Methods: One hundred and fifty-seven tissues from blood, ovary, uterine muscle, and
abdominal muscle were obtained from patients ranging in age from 31~60 years. After reviewing the
clinical reports, patients with mitochondrial disorder were excluded from this study. The tissues were
obtained at gynecological surgeries with the consent of the patient. Total DNA isolated from blood, ovary,
uterine muscle, and abdominal muscle was amplified by two rounds of PCR using two pairs of primers
corresponding to positions 8225-8247 (sense), 13551-13574 (antisense) for the area around deleted mtDNA
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