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Whole Course 225 U Recombinant Luteinizing Hormone Application can Decrease Serum
Vascular Endothelial Growth Factor Level on Qocyte Pick Up and Embryo Transfer Day
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Abstract; [Objective] To investigate the effectiveness of luteinizing hormone (LH) in decreasing serum vascular endothelial
growth factor (VEGF) level during controlled ovarian hyperstimulation (COH). [Method] Comparing serum VEGF level on COH
starting day and comparing elevated serum VEGF level on human chorionic gonadotropin (HCG) administration day, oocyte pick up
(OPU) day and embryo transfer (ET) day between 20 patients with whole course 225 U LH application and 50 patients without during
COH. [Results] Serum VEGF level on starting day and serum VEGF level elevated on HCG day was comparable of two groups. However,
serum VEGF level elevated on OPU day (P =0.017) and ET day (P = 0.009) of study group were significantly lower than control group.
[ Conclusion] Whole course 225 U LH application during COH can effectively decrease serum VEGF level on OPU and ET day.
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Table 1 Demographic and clinical characteristics of

patients (xxs)
Characteristic Study group Control group P
Female age/years 27.05 £4.16 2738 +£2.70 0.696
BMI/ (kg/m?) 20.62 +3.83  20.22+2.26 0.597

Basal FSH/(mU/mL)  5.33 + 1.09 4.89 +£1.19 0.158
Basal LH/(mU/mL) 3.82+1.44 4.64 £3.18 0.273
Basal PRL/(pg/mL) 17.03 + 6.62 18.78 £9.78  0.467
Basal E,/(pg/mL) 34.05 £12.36 31.23 +11.38 0.367

Basal T/ (ng/mL) 0.62 £ 0.22 0.64 +0.39 0.825

%2 MiE VEGF kK¥F

Table 2 Serum VEGF level (x+s,pg/mL)

Characteristic Study group  Control group P

VEGF at stimulation 660 + 121 763 £ 148 0.121
VEGF elevated on HCG day 63 +43 185 + 64 0.136
VEGF elevated on OPU day 49 + 74 386 + 98 0.017
VEGF elevated on ET day 277 + 50 494 + 83 0.009

BB RNARR (B PCOS ) ,47 4 g
TR 30 44 B E T BT, 21 4 B H AT R,
20 £ BHIGIRIE YR, 345 15 Ai577L,5 ZBHE
B2JE OHSS, 1 £ B E 1 E OHSS, 11 4 B3 d i
OHSS, I 4T YR e R AT U 256 B 1 7% 4 ) 40
WP R SR 22 RS2 X MR
YA . T OHSS K RAMT, IR U6 41
OHSS KA RALT X HRAL (P < 0.05,% 4),
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Table 3 Type 1 clinical outcomes of participants =x

H+
P

a

Outcome Study group  Control group
19.47 £ 8.32 21.80 +12.89 0.468
13.68 + 6.01 14.10 = 8.34 0.843

8.95+5.07 10.62+5.89  0.278

Oocytes retrieved
Oocytes fertilized

Embryos utilizable

F4 GRERLE
Table 4 Type 2 clinical outcomes of participants
[n/N(%) ]

Outcome Study group  Control group P

Pregnancy rate 12/16 (75.0) 21/30(70.0) 0.720
Clinical pregnancy rate 10/16 (62.5) 20/30(66.7) 0.777
Live birth rate per ET  12/16 (75) 15/30(50) 0.126
Mild OHSS rate 0 5/47(10.6) 0311
Medium OHSS rate 2/18 (11.1)  1/47(2.1) 0.183

Severe OHSS rate 0 11/47(23.4) 0.027
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