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ABSTRACT

It was conducted the experiment, divided into three groups as normal, poor and polycystic ovary syndrome, to
detect the change of protein patterns in follicular fluid on ovarian response following controlled ovarian hyperstimu-
lation for human IVF outcome. In the normal group, it was confirmed reproducible 57 spots in the detected total 81
spots. Then 1 spot was not found in the other groups. In the poor responder group, it was found reproducible 53
spots in the detected total 98 spots. 6 spots were down-regulation and 7 spots were up-regulation comparable with
normal group. There were not 5 spots in poor responder group comparable with other groups. In the polycystic ovary
syndrome group, it was expressed reproducible 53 spots in the detected total 80 spots and 3 spots were just expressed
in this group. However, 4 spots were not found in polycystic ovary syndrome. 9 spots were up-regulation comparable
with normal group. Significant up and down-regulation spots among the each groups were identified. The results were
a cytosolic carboxypeptidase, a signal-induced proliferation-associated protein 1, a ceruloplasmin, a keratin(type II
cytoskeletal 1), a polypeptide N-acetylgalactosaminyliransferase 2, a serine/threonine-protein phosphatase 4 regulatory
subunit 4. It was identified that 8 spots, 6 kinds of protein are corresponded with NCBInr database research, but 10
spots were failed in the identification. In conclusion, it has been confirmed change and expression of protein on the

ovarian response following COH of human.
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“‘31 oA el A A Ve T 27PX] ] g vk
"5}‘1“1 SAl BAEE A B 3o gada 2
e Rlo] HiAlE 7§—r°ﬂ A o]k ArkE
:\LL(poor responder)?] AT 7|4 FEAS 52 (basal
FSH) &% 12 mlU/ml °]4 S AFHd G2} 47 o]
& T hCG F9doll 8% estradiol(B) %7} 500
pg/ml H|TFd 9o Ao o] g}
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Clean-up kit(Amersham Biosciences, 80-6484-51, USA)
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g5 412 Foho] Pxlstel WeolA 1584k WA ¥,
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A Bolell FAshe] 2ol 1587 wheA1A HEA]
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sample. ©]-8-3to] 150 VellA| 10:3F 50 mAol|A] 6417
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Fig. 1. The image of 2-DE protein patterns of normal (A), poor response (B) and polycystic ovary syndrome (C) follicular fluid following
COH for human IVF outcome. A: A circle indicates that is just discovered in normal response compared with poor response and PCOS.
B: A circle indicates down-regulated protein quantity compared with normal response. Dotted circles show up-regulated proteins quantity
compared with normal response. C: A circles indicate that they are just discovered in PCOS compared with normal response and poor
response. Dotted circles show up-regulated proteins quantity compared with normal response.
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Fig. 2. Up and down-regulated protein expression of spot No. 48-53
among normal response(N), poor response(B) and PCOS(P) folli-
cular fluid following COH for human IVF outcome. (p<0.05)
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Fig. 3. Up and down-regulated protein expression of spot No. 36,
67 and 90 among normal response(N), poor response(B) and
PCOS(P) follicular fluid following COH for human IVF outcome.
(p<0.05)
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Fig. 4. Up and down-regulated protein expression of spot No. 87
and 88 among normal response(N), poor response(B) and PCOS(P)
follicular fluid following COH for human IVF outcome. (p<0.05).
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Fig. 5. Up and down-regulated protein expression of spot No. 82, 83
and 84 among normal response(N), poor response(B) and PCOS(P)
follicular fluid following COH for human IVF outcome. (p<0.05)



Table 1. Profiled proteins of follicular fluid from normal response, poor response and PCOS following COH for human IVF outcome

Spot . Accession Coverage MW.
No. Protein name No. Score (%) (Da) 2
Cytosolic
1 . Q8NEMS 2612 7.4 116012 9.0
carboxypeptidase
Signal-induced
49 proliferation-associated Q96FS4 5113 10.9 112150 6.2
protein 1
50 Ceruloplasmin PO0450 68583 8.1 122206 54
51 Ceruloplasmin P00450 1.81e+6 1.2 122206 54
Keratin, typell )
82 Cytoskeletal 1 P04264 1.11e+8 28.7 66039 81
% Keratin, typel PO4264 4446410 384 66039 81
Cytoskeletal 1 '
17 N-acetylgalactosaminyl- Q10471 3 51 64733 86
transferase 2
Serine/threonine-protein
118 phosphatase 4 Q6eNUP7 1294 8.8 99456 8.0
regulatory subunit 4
PCOS, polycystic ovary syndrome.
COH, controlled ovarian hyperstimulation.
IVE, in vitro fertilization.
2 47N ABAE 7R spots £ wrildee] 2 g vasgla, 1§ 24 APE el felHow g
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tase 4 regulatory subunit 42} x|} THTable 1).
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GTP7} A% 4oz Ags =], olu SPA-1& o]
Hhgol A GTPase EAQ1ZE AH8-3ht). SPA-1S 2R
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W RaplGIP 23 #gw fakho] AES FRlsig)
1, SPA-17F 29F AA 7152 712 9= Ao B
SF3ith. ®3F Kometani 5-(2004) Rapl Al H23}
s st g T8 e o, FHo Hx
=g 23o|A SPA-10] ARHH T-cell MY ZHo] A
ojuft= AL #8191 T, RaplF SPA-1L Aleke] 2¥w
oA T AL AT 5T 4 2AS AT ¢
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501, 519 spots< NCBInr database 4 A}, ceru-
loplasmin¥} ¥ 2]3}9lt}. Ceruloplasmina U9 ferro-
xidaseZ §F EAG 6~7709] F2|7} AgE o] 9 dk
Wdolt}y, A EFofA  a-globulin FE &3 o,
dell A Felo 52 Fdata, Egatho] & §lo]
Aol Atslahg It o] e] AEut Fo Fojgith FHo
AL F3l ceruloplasmin®] 7F, WelE, Wabd, glvkag
ol A3k, 7+, A2 13 ceruloplasmin®] -5
57} F7FebH(Aldred &, 1987), ceruloplasmin®] E] 2.8}
2t AR F A2 eE 548 i Ads
A A e] Jhsh Agol] AfHo R foisia, Pl
o) AL A ddmde] Alsle] REAHoR o
g Aoz AZHrh(Ehrenwald 5, 1994). Ceruloplasmin
o] A MBEAAY 4L HY & 33, AR A
Aohiide] s WP ES op|E ¢ i, hekER
Al 242 o] ceruloplasmin®] &} WA} 18]
ceruloplasmin A E#7] H3he] njojEA 938y
4= QI thFox 5, 1995).

8211, 90W spots<> keratin, type II cytoskeletal 13}
AA ). drtg oz o] thulge walg. &F . R
S Y FEY 71ES g5 dEE duA gl
t], protein kinase C&} 22 <14ks} &49} integrin be-
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SHE A%, SASA dukg, e Bass, A
¥ 7552 7HE, o5 &AM type I keratin ge-
ned] Wolg ##ET 4 glthBowden 5, 1995).

1179 spot2 polypeptide N-acetylgalactosaminyltrans-
ferase(GalNAc-transferase) 29} UX|3}3It} Polypeptide
N-acetylgalactosaminyltransferase 2% OZ2%d 2|9
Fdel Hx gE Siste 715 S /A gk 7 A
& obal Al Aol A galactosyltransferase] 7 1
F57F S7ksked, 1F 919 Agtel A= A FES
eRATE 28y GalNAc-transferase= 7+ A3} 83}
A F7FHA ¥thKim 5, 1972). AIE WelA O-gly-
cosylation®] 7JA|7} GalNAc -transferasecl] 2j&] 2%
HWandall &, 1997). GalNAc-transferase ¥<&2! Gal-
NAc-T92 oA EHH™M O-glycosylations Zufjgic)
(Toba %, 2000).
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118 spot serine/threonine-protein phosphatase 4
(Ser/Thr-pp4) regulatory subunit 49} YX|3I3iT} Ser/
Thr-protein phosphastaset™ 44 79| A ETo) A
0] 2(Ca”™, Na', K) Aol #efshH(Herzig? Neumann,
2000), T ME2] AZEATAL CD28% CILA49| &7
o] #oj3H=d), Ser/Thr-protein phosphastase &7#<] PP-
2AZ CD289] tyrosine QMAtshHe-& S4HoR 2Hd}

, 27} ARE 283 Jurkat leukemia T A% & §-
AEAEAo]l 22 Fol T AR 848 S7HIA
< ) Al PP2A 42 CD28el| ofl =¥ 1L, CD28
4 CTLA-49} 22 Mx" 8W 483% serine/threo-
nine phosphatases A}0]9] 43242 Ax 243 34
d AE ) s H2g wdshks 5ol 71%E o
E3}HChung -5, 2000). 3 serine/threonine protein
phosphataset= @A EA} @Al Bcl-29} Bd-X, L8]l
AZAL = GEQl BADE o83 432 F3l pro-
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umpp} Krieglstein, 2002). # A+ ®.iLo| &3k His-
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tein phosphatase 4l 2]3l] 4= ™(Zhang 5, 2005), =
7] WA, AL S, AEAL e 719 o Tl
t gt serine/threonine protein phosphatases®] 7ol tf
g #ilo] F7tstar vk Gallego®t Virshup, 2005).
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