may participate in the pathogenesis of deranged spermatogenesis. It also shows that differential expression
of protein at the 16 kDa peak could be used as a biomarker. Application of the SELDI-TOF MS technique
to study of differential protein expressions may lead to a better understanding of hypospermatogenesis
states in human male infertility.
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Background & Objectives: T M4 2o 2 A4 B4 Mo g Ada} 59 wda
o] AEEo] s FUtskalct ol wht obd T4 2

WA B glojA] 8-S bAoA 9} WA RALE
7F FoRA AL vk EHAM L o5 RS g eE A
71318 AlFetaat ek £ A7 g AE A
FdHolr] Aleg Bo TS L AN B g Bzl Aa s 2E HeAE kit &
O&L}

Method: 19981 7UHE] 2004'd SY7HA] obd 24 2 A B WIgE ok o} B
3k 14~a14] A Y FA BAb 1587 (2814), T T4 WEy (OML) 399, B4 54 9
(AML) 269, 34 FxA wigd (ALL) 189, A4 224 9d (SAA) 259, ¥] X
(NHL) 169, %éo]ﬁiﬂ% (MDS) 79, 118+ oM AlABE (MNT) 74, £4)2124 % (HD) 49, 7]E
%?{ A)\LA% % I:H/‘LOE 241},1 /\-1/\1__ z}c‘al
A om, ol J:Z} F A5 F gale 4o oga
BF3ict.

Results: $-212] B ol 2511564 (n=158)0]%1. 2.8 ©|E % 37.3% (59/158)7} Oligozoospermia,
77.8% (123/158)7} Asthenozoospermia®] ©. 5, 31.6% (50/158)7} Oligo-Asthenozoospermia2] A3/3-& 1}
WA A4 AN (WHO manual 7155)2] AAAHS VERE SR 12.7% 0/158)%1th ol #A59)
-%3‘::‘1 AN AL zhzk th-&at 29kth (Fd), volume; ml, count; < 10%ml2} motility; %: Mean + SD).;
CML (764, 2.911.6, 46.7+62.1, 30.9118.5), AML (368, 3.0£1.5, 30.3+34.6, 28.6120.4), ALL (307, 2.7+
14, 56.5+105.4, 23.7+20.5), SAA (463, 3.0£1.7, 51.4+42.4, 38.2+14.6), NHL (218, 3.4+1.7, 88.4%62.5,
39.0118.3), MDS (163, 2.7+1.4, 73.2+76.1, 39.1£18.6), MNT (132, 2.4%1.7, 33.41£37.4, 18.9£9.1), HD (9
2, 47425, 70.0£79.5, 22.14204), 71E} (343, 22412, 644143.0, 38.8%15.7). BAF 2 A AN 4
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A& ¥ A= CML 35.5% (27/76), AML 6.1% (2/33), ALL 6.7% (2/30), SAA 15.2% (7/46), NHL 28.6%
(6/21), MDS 25.0% (4/16), MNT 0% (0/13), HD 0% (0/9), 71E} 17.6% (6/34)°1 2. 7] 32t HAT4
AR AE A oln Az LFAC) tha $E AFE HYS & 7 AU (2814, 2.9£17, 467+
614, 31.1£18.8). 7] B} F FF o] F sg @H)olA AlgH ol7] Aled AAERoH, Bd
AxF BE 7)17HE 291153 otk HE 1661176709 GRS AFHF] B 96121707 FEH
a1, i 40120709 wjo}E ojAlsle, 53 F 38 (CML 2%, SAA 1) oAl A2l AdFaisii 29
o] ghajoll A 3ol 774k ofolg Ert (Zzh ol 1H g ol 1%, dof 11 Ao} s, 1L
AA galo] 718 Folct

Conclusions: ¢} 4 2 A4 B34 WY Fo2 Ad vh o AAL A5 A ofn| AHApo
Aol vlwA B2 Agg Rojxnt AR A AN 52 BEL dAo A il s A
g 9 A BeA7H] AAFEE REHE § e S Fag Fuo] 2 F dva 8¢
ot gebs G o T4 2 A B4 0 gxlol) o] AE AR W JRe] FHRE] A
Y9 FE vl FFE AXAI7lE Ao] dasitty AztEn
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Background & Objectives: H ]34 222} (vascular endothelial growth factor, VEGF)& g W25
of AT A Fad s 7 shus Aztgch a3 3N AAAL 84 (VEGF receptor,
VEGFR)¢ 2tz et5o] fdAdel s &9 Az1Ee) AFE AQls FujollA Zopr 7] of
2l AAolrt. olo] AQEL: AFWLE Fate] AN AFWHZEA A VEGFR-1, -2, -39 Ea%
R o]EY Yol AFAAE A v|A = 4FE vlazAElaa 2 7S A e
Method: 33 A 3, 4712 AATHAIEE L= BXEL ATFF (0=16)0.2 35 o0 5T
171 G o 2 AArPAES e 4ES YT =16 0.2 31t it Yoz
£ W4@AENA GnRH agonist (GnRH-a) 7] 2] AS-H UL Fpuighax o) mFr)e] 3a7)
“7] 56 tryptorelin, 0.1 mg®] hCG FU7A] Y HsiFAtEgic) ki =g 3 dxgss
08 FAAAETRE GEAFIEE (recombinant FSH, rFSH)0) A}2-9%1c}. GnRH-a Fo 2 ¢)

A7) F71l Ag Wtz Aol AgEglen o]g 202 VEGFR-1, -2, -3 mRNA 23 4
AR QArL FRELAHNS (realtime RT-PCR)S AHE-sto] Akl oz A ET}

Results: 34 A-guj2ol| A]2] VEGFR-1, -2, -3 mRNA z}zte] @&l &3] n)ste] Aguiuts
Ao A BF FosiAl w2 ROZ YERRT (p<0.001, p<0.001, p<0.001). 237t 35d TFA},
MITARLE, 43 5ol oM A723 2Tt 2polE HolA] gprh IR AAE3} &
BEE ATTAA thAh B2 Aoz YEgoy SAH foA-e Rl @ttt AFEE oA o
AT (0=5)7}F ¥l (=1 o2 BFe) vlas] Boke w FEzie] Fed Wk, MidA, §
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