in-situ hybridization(FISH g o2 24314
1232 ¢} ICSI programel A M€ & 1561709 ¢
25 12357404 ICSIE Al3)ste] 9637001 A
& #BFslgow, 1PN 5270(5.4%), 2PNo} 89274
(926%), 3PNo| 1970(20%)2 Jebgoh Ao A
of W& IPNY HHEL OATSTANA 3.2%(5/15),
SOATSTAM 44%(13/296)2 34T 1.9%(3/155)
of ®& ¥& ZAFLE EPou, MESATA
87%(4/48)9t TESER oA 87%(21/310)2 AT
of wisl =gttt AAdAlA 1PN dAHES
6.3%(31/490) 0.2 |4 datel 44%(21/473)k 2
ol7b itk E# g 28749 1PN sjol2R-g
249 78 Beste FISHEYHo2 d4e ¥
Aatgich. o] #ad 2879 ¥FF 237014
FISH signal®] Welstz, 1281 g4A2 probed
o] &3 FISH A 10719 &F-olA haploid(43.5%)7}
BEHAeY, 9Nl  diploid(39.1%), 47414
polyploid(17.4%)7t B2 5t Y dHA9] probe
& o]&% FISH A 2/1(87%)9 &+dA FISH
signalol #EEIATH oj4tel AL Bo}l ICSIA
A% FARFAA UdeptE diFEe] IPNS Wz}
o] 444 gAd s dAsY, 1 4AL
B NsAoel A% AAYPY AHz Agd
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Apoptosis 2}
FSHoll o|st o{x &3}

Hd 4w, ggoista YEey

orpigl 7 olaXW, wEo ge’

Yty o2 FSHE H3l FAdA Evso] o
A Y Hxd HEdEe gy suiogy
GY AR "ad o 283 4F AzY
AE AFEo, =8 LH $44 $4¢ A3s
o Wzte] Hs& FEHCG FH FSHE AF <
A2H ol AASE dE Y HY(atresia) Ao
dojupm, thA) MU Z FSHE Foslyd ol
¥ Ay d4¥o] dAsE Aoz Budn U
olgig ol Hy PAAL #d 4Tl apoptosis

s} #dol glen, o Fdd 3 HAY AT
apoptosisy: FSHel o8l 9As5E Aoz Biy
T Qloh. weEA B Ade Ao 3y-3FAst
AEE ol gdte uigsar AgFHoR dojus
Y-8 AT apoptosiss: #¢8T FSHE
28t apoptosis HA AFHE LopR Sl

b AHA de DY-FAI AEE 4%
percolle Azt FF HEE AAT F 10%
FBSE T &% dMEMoIA wiodstsict. wigsa
A FSHE x4 Aztd2 A3 A apoptosis
Ax wFHE zArstgc vigd FYP-FA3 A
¥ = in situ apoptosis detection kits(ApopTag,
Oncor)& o183l apoptosis FEE RAMEISAL,
£3 #Y-g43 AEA DNAS F53¢ ¥ A
714% % A 83 DNA ‘Jaddering& #UsAd.

ke #Y-FA3 ALolA apoptosisE &
g A3 wjok 3 3 UdA AA Aolgle AES 20
- 30%7} apoptosisE€ ®glon], FSHE Helg #
AqME 1% oldtz AdAHE AL YT F U™
o}, E& FSHE AHzsdA 7 48 wigd 243
REZo] 8B%E FSHE AsiA &L 2 (6%l
vd] foEAd F7td Aoz ¢ 4 AUk e
o2 apoptosis7t dojyd woM HrYFLEZ
DNA ‘laddering'® #A¥ 4 Jqov, AH0
738}oll A ‘apoptotic body'E& 7Hd AlXES FFE
4 91tk ojatel Axtz v Alge #HY-#
ek AFaA v ME e AEH
apoptosis® #e&8 £ Yo, =3I ol
apoptosist= FSHell ol Algds REg #9%
F At
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Ay Xprl2 wesiA Rstn diRE 2 A2
oA gAde] AP} ol A4S 9o
A9 3lUE oxygen free radicals® Z7i7 &
e Aoz gEA 4. ojF wlep 4%
¥ oxygen free radicals’t M X9, ¢l Al
22 biological systemol] A3E Fo| sjo} ug
o 4L vjxe Aoz LA dovd, A2 A
T e AMEW oxygen free radicals F7teE
DNA fragmentationg d27l& Aoz A g}
.

£ GFdME AR 24E7 Avld 58
wlo}E Aol wickald g Ayl wE
oxygen free radicals level® ZA &g 1, ¥ul7i7
A9 SEgE ZAstn Tupl @EFE A4S
Hok =3 #ddn 24FE7] A7le] 58 vojd
free radical scavenger® 3}l superoxide
dismutase (SOD)& ¥ ol Artste 2z dgd A
7192 free radicals level % 2@83 oy @
F4E F43e] SOD7L ol ¥l vAE g
£ ol wgttl oxygen free radical 2R& 2
7-dichlorodihydroflurescein diacetate(DCDHF-DA)
& o839 440nm® “excitation”® 510nm2
“emission” 3% 4 Quanti-cell 500(Applied imaging
CoUK)o2 ©d el ATUelA LAsie
oxygen free radical level® A#Ho=2 ZA3 9
o} E§ ¥uj7]9] ool A ombined nucler and terminal
transferase  mediated DNA  end  labelling(TUNEL)
methodE ¢} 8319 379 DNA fragmentation®
9% E in situ detection¥ 24 27| wohy F
7}e oxygen free radicals$} apoptosisehe] AuA
& golrgiol
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Expression of c—kit in the Ovary

and Testis of Fetal and Adult
Human and Subhuman Primates

Eeolgl A3 University of California,
San Francisco

ol

A st<=, Collin B. Smikle, Robert B.
Jaffe ‘

Gametogenesis in the mature ovary and testis
is regulated primarily by follicle stimulating
hormone secreted by the anterior pituitary.
Gonadotropin-regulated autocrine and paracrine
factors may mediate communication between the
various cell types within the microenvironment
of the gonads, and these coordinated events may
influence follicular development, egg maturation
and cyclic release of ova from selected follicles
during each menstrual cycle in the ovary and
spermatogenesis in the testis. Recently, stem cell
factor(SCF) and its receptor, c-kit, have been
proposed as not only in
gametogenesis, but also in the migration of germ
cells from the hindgut to the gonadal ridge in
embryonic development. Although the ontogeny
of c-kit has been studied in the reproductive
tract of the rodent, it has not been studied in
the human and subhuman primates. Therefore,
we examined the ontogeny of c-kit in the testis
and ovary of the human and subhuman primate.

We determined the localization of c-kit in the
testes of 4 human fetuses(15-22 weeks’
gestation) and 7 adults(35-82 years old), and in
the ovaries of 6 human(13-23 weeks’' gestation)
and 2 rhesus monkey(90-165 days; model for
late gestation human fetus) fetuses and 5 aduit
human(35-62 years old) and 1 adult rhesus

critical elements

monkey by immunocytochemistry using a highly
specific polyclonal antibody to peptides 145-158
of the extracellular portion of the c-kit molecule.
In the testes, c-kit was expressed by the
fetus and by the

spermatids and spermatozoa in adults. The level

spermatogonia in  the

of c-kit expression did not appear to change in
the different age groups studied. In the ovaries,
staining for c~kit was limited to the oogonia and
oocytes  in

Furthermore,

human and  rhesus
fetal life,
abundant staining for c-kit in the oocytes which
diminished after birth and was seen only rarely
This
in staining mirrors the age-related
decline in the number of oocytes that occurs

with aging. Interestingly, c-kit staining in

monkey.

during there was

in the ovaries of postmenopausal women.
decline
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