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= Abstract =

Objectives: To determine whether the body weight, body mass index (BMI), and basal serum
level of LH, FSH, testosterone (T), dehydroepiandrosterone sulfate (DHEA-S) are related to the
ovarian response to clomiphene citrate (CC) in patients with polycystic ovarian syndrome (PCOS).

Materials and Method: From January 1996 to June 1997, total 57 patients with PCOS were
enrolled in the present study. Women who had other infertility factors were excluded from our
study. The ovulation induction using CC was used in all patients. The patients were grouped into
50 mg group, 100 mg group, and 150 mg group according to their daily CC dose. The patients
were also grouped to ovulatory and non-ovulatory group. The body weight, BMI, and basal
serum level of LH, FSH, T, DHEA-S were measured in all patients on the 2nd or 3rd day of the
menstrual cycle. Results were analysed with Student's t-test and Fisher's exact test.

Results: The body weight and BMI of the nonovulating group were significantly higher than
those of the ovulating group in all groups (50, 100, 150 mg of CC). However, there were no
significant differences of the level of LH and FSH between ovulating and nonovulating groups
in all CC groups (50, 100, 150 mg). The level of T of nonovulating group was significantly
higher in 50 and 100 mg of CC groups, but not in 150 mg group. The level of DHEA-S of the
non-ovulating group is significantly higher in 50 mg group, but not in 100 and 150 mg groups.

Conclusion: The body weight and BMI could be useful predictors of ovarian response to CC

in patients with PCOS, and basal T and DHEA-S also might be useful in cases of low-dose CC
treatment.

Key Words: Polycystic ovarian syndrome (PCOS), Clomiphene citrate (CC), Ovarian response,

Body weight, Body mass index (BMI), Testosterone (T), Dehydroepiandrosterone sulfate
(DHEA-S)

-141-



M B

tha A w4 %% 7 (polycystic ovarian syndrome,
PCOS)e AlAshe-d st G4 2 (hypothala-
mus-pituitary-ovarian axis, HPO axis) % 52 (adr-
enal gland)ell 754 o]’do] zujsio] HuUA
{oligomenorthea), -4 7 (amenomhea) 52 V73 #
of (menstrual disorder), $+4 §9} gt (chronic ano-
vulation)© & 918 B9 H(infertility) ¥ R F
(hirsutism) F YA ) FHe] TRt o] Ve
spe 2FEee oddn Ao hE ey
o2 p9r= 2482 (hyperandrogenism) 2 £}
¥ B35 2 (luteinizing hormone, LH)¥} 7 4
e A4d dEATZ2E (follicle stimulating
hormone, FSH)el ¢]sle] LH/FSH H]7} 2-3 o] 4}
o2 F7Hel gl A7t @i, 2gateld
29| thdA (polycystic) Wske} A i b
(stroma)?] F7HE E It} (Adams ef al., 1985; Con-
way et al., 1989).

EYE e PCOS #Ae) A ae W s=
(ovulation induction)® 33k Hota g
2o £8E 2o $HHY TR YANS Fh
A7l e B4 A A8, a8n AIFH
Al € (in vitro fertilization and embryo transfer, I[VF-
ET) 537 Z& BxAd& (assisted reproductive
technology, ART)E & 4 Ut} o) 81 d B& oA
YAA A8 e AYe R rt Hn, o
2 clomiphene citrate (CC)&= thE uj & ol k=
ANA 1960 Tl HE] F-BEA AHEE, HA A o]
o Foisl BHskm FWF Ul A7
Fgglol PCOS Aol Al S4B 02 A|ed §
Sl WMol CCel A& o B 75~80%2] PCOS
ool M wiE dod 4 gov (Frank ef al,
1988), 67§4zte] 4 A& (cumulative preg-
nancy rate)2 40~50%% B 1% 3 Ut} (Mahesh
& Mills, 1986). “18|1} PCOS B2}e] 2090 4 =
Y CC250 mg 01749 &S Tt x ¥Hg
o] §lv= A7) i (Buvat er al., 1989), o] & 3k
S 2E 9948 AAAFIEE 58 AMEE
A F5H B AdFHAEo] AGH7 =
ghc} (Bider er al, 1993).

o] 2 & PCOS o] Wi &f A2 CCE ALE
& o, g wEe o F QQARA viv, "3
LH T+ testosterone (T)2] ¥ % S3to] #AE

AAE A7 Bt dRd v (Lobo et al., 1982
Garcia-Flores & Vanquez-Mendez, 1984) 44 =&
o] glel &1, CCo| FEol mE 47| Aot
G whgol] dig A vlad =8 Aot

oo B HAS-L v Fulehd Futd PCOS
S g e g CCE FAFA JojA et
A% CCof &332} FAte) A F, WREA R (body
mass index, BMI), 7|# ¥% LH, FSH, dehy-
droepiandrosterone suifate (DHEA-S), testosterone
(M) sxge] A8 dolB i, WA ¢
A v PGAlF Atele] vl ABEE TA H]
w@ated o] g QAR Eo] WA FHjFEe T
PCOS #haloll Al CColl th g A whg-& o 53}
= f&Ado] A dotiuzt & ATE A
gt

AT Cat W Y

1. 917 oy
1996\ 1958 19973 69714 SAhehn
oFajer e AR EYEAH S

WES FASFT U FHEE FW3 PCOS
P4 5788 e s B A3E Agalge o
g B 259 2742 dae gy wWslet
Wl G2 e 2718 Holk PCOS AR
o] EAS Holm 9193l (Adams er al, 1985),
PCOSE Q1% vy Fulgt ojflole U
#a9 o P ARbE 23 9A Pgtow, A7
Aspo] Gape vl dgta folo datel e
w8 gl A #xEF CCof whg-ste] |
Po] Ao Fedddtn ddtd A folls
AA L 9l AF7 1 F5A (intrauterine in-
semination, [UD-& A} 3§ 8155 t}.

9H S7TE S e g AFE Aldaan. Ad
Hol ¢Ae] gl FAEdA = progesterone in
oil (Progest, Samil pharm., Korea) 200 mg& %
s 294 28E fUsgT 94 77
A 2~3Y #RE A5 AGE SHsIn
ol & il BMIE Altsilen, 714 €% LY,
FSH, T, DHEAS §& =43stx Ay z2g3
(Leopard, B & K, Denmark}& A3t PCOS
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FEAE dad) 54 woln YeAE B
StETh €% LHS FSHe % & SPAC-S LH
and FSH 1mmun0radiometric assay (IRMA)(Jeil, Japan)

ol

£ o] &35ttt o] ZA ol glo] LHe FSH £3
9] RWZEE 0.5~200 mlU/mlo] 23 interassay

variance= 2tZ} 3.7%9} 2.4%°)%) ©. 1, intraassay
variance= 2}Z} 2.8%9F 1.5%°) ¢t} &= Te] =
%4 TESTOSTERONE MAIA radioimmunoassay
(Biodata, Italy)E o] €3t¥ 2 W& & 0.064 ng/
mle] 1 2™, interassay variance:= 2.41%, intraassay
variance:= 4.49%°]%t}. €% DHEA-Se &% &
Coat-A-Count DHEA-SO4 radicimmunoassay (DPC,
USA)E o] 831 &4 o] vtz 1.1
ug/dle] 21 2 ™ interassay variance® 4.6%, intraassay
variance= 3.8%°]} ¢t}

473 F7) A 5YNE 44
phene, Serono, Switzerland)E 5
g F=stdth CC Fo 3

o] &3} o) ”%}% /”‘]
¥ (leading follicle)] 4
S AV B o 70730] 17 mm ©
o] AE AFollE CCol ukgo]
Edtn 0% LHE S ta] wjgk
g9sln 8= LH7} oAl AL Oﬂf human
chorionic gonadotropin (Pregnyl, Organon, Holland)

<
=

=

331 mw

1

©.
©

10,000 TUS 2§ FA}8ba 12~184)7F 3, 24
¢ ZAS-olE 36~4042F ¥ OIUIE Akt

IULE ¢ &t A Ate) &2 = percoll gradient ¥ &
o] &34t} Percoll Y (Pharmacia Inc., Sigma
Chemical Co., St. Louis, MO, U.S.A.)S ©}-8-3}
90%, 70%, 50% percoll &o8-& whi= & o] & 15
ml polypropylene centrifuge tubeol} 1 mi® @& &

=

o] 2ol WgH FoS ¥ 600 g0 1527 9
Arelssith ARRY F 429 AA e
47 2 FA9E A Tubed] EHEL IUI

£ =3 (Markler cannula, Sefi Medical, Israel)o]]
7 IUIE A& elksict.

1l o

S T —r‘

ghH, dd CC 50 mg o2 9 do] Lo}z
@e FAEE e F7elE 42U CC 100 mg
e Hhdo g Eosgdn , ©] *9“‘1}“01!/\1E wko
Al F& SAEAE 2 CC 150 mge 22
PHor Felsie Mg frE B

dalel Bele [UIF A 11~12¢0] &3 B
hCG F=5 Z4etaL, ojm 3 mlU/ml o} do)s
154 F7E i 44 2295 Ageld ¢
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& (gestational sac) %! Eje}r} &<ls]x Bleoleo) A
A uhEo] FaE AL QANE o2 GAko] oA
o] AAIg I FAgsd ofsto] We]x2 g4
o2 "o} z2lo] FE AFE A Al
(clinical pregnancy)o. 2 A st} A& Al
o= dd #ae d4Al 9 Byikel Aas S
vkl ettt 7 BhCGY 542 hCG

MAIJACLONE kit (Serono Diagnostics, MA)E ©]
&3 IRMAZE AREH A ow, 250 glo] inter-
assay variance®} intraassay variancet= z+z} 10%9}
5% E- Lﬂ;(] o}ol—r)r

FEAAQ A4 0103 H kel ¥l ool & Stu-
2-&9] W] el &= Fisher's
d2e 98 2
regression
g7 e

dent t-testE

=9
=

exact testZ =

O

analysis&

o= 9

k=]

199613 1€ RE 1997d 6¥Y7tA] &
A—q_EH—G]_ }\‘1 [} Zo}tﬂ oJ ’:'013?4%
4 RS FHHE PCOS B} & 57
o= AF2 APtk WIS AF
o] g8 VEoZ 50 mgE T3
A 1o 2 3k, 50 mgoﬂ vhe-3}1x)
meE FolIAY BAEE A 2202 sl
100 mgel = w8314

v

A
K% =]
= Hoy’\_'_‘
KN
=

15 (CC 50 mgel A A BA) ST S
14m0] Wekeo] 24%9] M A& WG ol
] C{;/;lg]sdu} A 23 (CC 100 mg)e 439 %
2wo) WeAHYT (51%), 490l LA en
Al 37 21 F 108 o] WA AN 47%) ©1F
14 o] 914159l ch (Table 1).

zkz¥el CC §-#ol tste] wjgho] dojd shx}p
GRS vete] olupx] @e Bap (P

2y 7be] A%, BML, 7] 4 82 LH, FSH, T, ~L&]
1 DHEAS 5 938l iebel vm #4819
o} A 1929 Fuj @t 431 Hg =L 677
+ 9.0 kgo. = W&k 148 2] 546 + 5.2 kgof| H]

w

[e]



Table 1. Clinical characteristics

of patients

Group I Group I Group 1L
No. of patients 57 43 21
Age of patients (yrs) 287 £ 55 292 + 4.0 29.1 + 338
Age of husbands (yrs) 318 + 6.8 324 &+ 57 332 4+ 4.0
Duration of infertility (mos) 86.9 £ 680 649 + 418 722 £ 430
No. of ovulating patients 14 (24%) 22 (51%) 10 (47%)
No. of pregnancy 3 4 1

Values are means + SD.

Table 2. Comparison of clinical and endocrine parameters between ovulating and nonovulating groups in daily

CC 50 mg group

Ovulating Nonovulating p value

No. of patients 14 43
Age of patients (yrs) 282 £ 26 283 £ 2.8 NS
Age of husband (yrs) 321 + 35 324 + 35 NS
Body weight (kg) 546 = 5.2 677 = 9.0 p<0.0001
Height (cm) 162.5 + 39 162.8 + 4.2 NS
BMI (kg/m’) 353 +£ 22 40.5 + 3.1 p<0.0001
Basal hormone level

LH (mIU/ml) 89 + 16 91 + 1.5 NS

FSH (mIU/ml) 52 + 07 56 £ 1.0 NS

T (ng/ml) 0.7 + 01 13 + 05 p<0.0001

DHEA-S (ng/ml) 907.2 £ 2482 1478.3 X 560.1 p<0.0001

Values are means + SD.
NS: not significant

BMI: body mass index, LH: luteinizing hormone, FSH: follicle stimulating hormone,
T: testosterone, DHEA-S: dehydroepiandrosterone sulfate

o] FeslA 7 Eo] 023 (p<0.0001) BMI
o vl ol MK 353 + 22 kg/m*$} 405 = 3.1 kg/
m’ = —‘%Bﬂ %Hloﬂ»ﬂ oul A = (p<0.0001).
aefuh Ao gloja= o 7l fo) gk Aol
7t %_‘@EW kot T3 714 W TE R
I ) estoll A 2hzE 0.7 + 0.1 ng/mio} 1.3 +
0.5 ng/miz FHjetZoA fFolatA F3how
(p<0.001), DHEA-S 8% %% 217} 9072 *
248.2 ng/mi®} 1478.3 + 560.1 ng/mig F-uj &
AN LAn A F7FE o A2 (p<0.0001), Hi
S e zte] 714 8% LHY FSHEE
e Foe Aolzb YA @3t} (Table 2,
Fig. 1, 2, 3).

A 2o A
6.6 kgo| i

A9 WgtFde] JF A Fe] 583 &
Zulghze] i AEo] 68.6 +
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10.1 kgl & Faj oA G & 5o v A
Z7t5) 0} 912t} (p<0.0003). BMI &} A B 36.8
+ 2.4 kg/m*S} 40.2 + 3.4 kg/m’ 2 Fu) gkl A
AR ugiAl wkey (p<0.0001) 217
o deiM e & w3l fo @ Aolrt ERHA
goreh @3 Te vy waaa Fajadol
A Zbzk 1.0 £ 0.4 ng/ml$} 1.5 + 0.5 ng/mlE ¥
w) el A fre) B k%kw_ﬂr (p<0.0004), |
1737} @] DHEA-S 5 5= §9] 8 x}o] & Ho
=] ekoich &= LHSH FSH~ A 173 wR27HA
2o P 2T AolE ER|A @t
(Table 3, Fig. 1, 2, 3).

S, Al 3ol A wjEgte]l H A Fo] 64.5

+ 7.1 kgol 3 Tl WH H Fo] 757 £
7.5 kgo.w Bajebe] A on)elAl ke

.L

J =20

o
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Fig. 1. Comparison of the body weight and BMI between ovulating and nonovulating groups in three groups

according to the CC doses.

Table 3. Comparison of clinical and endocrine parameters between ovulating and nonovulating groups in daily

CC 100 mg group

Ovulating Nonovulating p value

No. of patients 22 21
Age of patients (yrs) 282 + 23 284 + 32 NS
Age of husband (yrs) 30.1 £ 23 325 + 39 NS
Body weight (kg) 583 + 6.6 68.6 = 10.1 p<0.0003
Height (cm) 161.6 + 4.1 1623 + 4.4 NS
BMI (kg/m’) 368 + 2.4 402 + 34 p<0.0005
Basal hormone level

LH (mIU/ml) 9.0 + 1.4 91 £ 15 NS

FSH (mIU/ml) . 56 +13 53 £ 1.0 NS

T (ng/ml) ’ 10 + 04 15 + 05 p<0.0004

DHEA-S (ng/ml) 1332.8 £ 444.1 14117 = 6263 NS

Values are means + SD.
NS: not significant

BMI: body mass index, LH: luteinizing hormone, FSH: follicle stimulating hormone,

T: testosterone, DHEA-S: dehydroepiandrosterone sulfate

™ (p<0.001), BMIE 38.5 + 2.2 kg/m’9} 42.5 +
23 kg/m’2 Ful o] gho] fostAl 5 et
Aot (p<0.001), A7gel SlojM e oF bl
Frol g atol 7k Ve Al skt Witk ol o
Z T, DHEA-S, LH, 18] 11 FSH 5-¢] "] @M &=

oF F7le] BE 8903t 2o]E Holx] @ekth

(Table 4, Fig. 1, 2, 3).

w3k @xate] AF2 vjehg 91 CCol &3t
& §93 FAg AT A AN e (=09
p<0.05), BMIs} v &2 98 CC &&= F
o &k oFA A% AL BAHJAT (=093 p
<0.05).
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nonovulating

ovulating

T (ng/mi} DHEAS (ng/mi)
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0 CC dose (mg

)50

Fig. 2. Comparison of the level of T and DHEA-S between ovulating and nonovulating groups in three

groups according to the CC doses.
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Fig. 3. Comparison of the level of LH and FSH between ovulating and nonovulating groups in three groups

according to the CC doses.

'

a

PCOSw= 85 LH vkrt Al&3 08 4550
UFo2H Fa 718 @ FF et A ¥ (theca cell)
o) A 2] androstenedione @ T A o] 2715 1 =
Al 3 LHel] o]t} A= 5| o] DHEA-SE o3
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A&
&3 A (insulin receptor disorder)o] gl
Aol ExeAe &Y X34 (peripheral
insulin resistance)o] Z715 31, oj &g FAS H
A5t7] 8l 9l d ¥ (hyperinsulinemia) 4
B 7} =, o] e At 2eHd Qede o



Table 4. Comparison of clinical and endocrine parameters between ovulating and nonovulating groups in daily

CC 150 mg group

Ovulating Nonovulating p value

No. of patients 10 1
Age of patients (yrs) 294 + 3.6 296 + 2.5 NS
Age of husband (yrs) 32.6 &£ 39 321 + 34 NS
Body weight (kg) 645 + 7.1 757 £ 75 p<0.0013
Height (cm) 163.3 + 3.6 1631 £ 5.7 NS
BMI (kg/m’) 385 + 22 425 = 23 p<0.0008
Basal hormone level

LH (mIU/ml) 93 + 1.3 89 + 13 NS

FSH (mIU/ml) 51 £ 07 57 £ 1.0 NS

T (ng/ml) 14 + 03 16 + 0.3 NS

DHEA-S (ing/ml) 1379.2 £ 428.1 1453.7 £ 657.3 NS

Values are means & SD.
NS: not significant

BMI: body mass index, LH: luteinizing hormone, FSH: follicle stimulating hormone,

T: testosterone, DHEA-S: dehydroepiandrosterone sulfate

F&A e F37} 9<% insulin-like growth fac-
torl (IGF-D2] 4845t AgatA wlo] vrxu
Ao = A4S 88 9 FotEA 9o
(Bergh et al., 1993). 7] Q& Frhe= 3b
|4 insulin-like growth factor binding protein-1
(IGFBP-1) 414 & <} A15ko] §e% ] IGF19] %
B8 SR SAEE Y By opy
2} (Conover ef al., 1992), sex hormone binding glo-
bulin (SHBG)2] 44 & 72M7A Seldel ore
249 8% e v I/HE Aow B
=3 91} (Tiitinen et al, 1993). ©] ¢} -2 PCOS
Qele] Yruea wake va g dee
A FATeEA WA B of

ZYel ;e gick whebx PCOS $

o}

o I
S

lo

]

>

]
,
)
i
rir
A
Ay
a2
o
o|¥
il
fle
=]
oxl
ok
Ir
)
2
0,

i
jus

ceel 2Hg AR e Aahels A gl A
AAFTS2EEYEEE (gonadotropin releasing
hormone, GnRH) £-H] B o] 2 <138} = sl54 A
AA=FF 2 (gonadotropin; LH, FSH)2| 21| &
A7) Holth o)k L& AGL A3
2 w3 245tn e diERA 4
Alell AzEZA ] ZYste A& Waltor

£ op - of

daEzAo 24 % HY (negative feedback)S
sl T 98 Aoz dydd. At
CCE FSH % LHO ¥u8)Z Z7Az1o 24 W
¥ AL LG E frshs o] £H Aso g
YA 28 o= AR Hoh oy
CC A ol gt A)detFe] vhg kb2 9l
uet 24 Busn o 4 944 FU1E
b= A A CCE Folstd GnRH

o] ¥l% (pulse frequency)’} &
7o, GnRH #4128 ¥1%7} 713t A4S ¢

oy}, BH] F7]9] #Z (pulse amplitude)S =
I e 2 FHA Ik (Kettel et al, 1993).

o] g CCol Tl 1960958 da] 94
o o]gxo] ghom H9l FAEA 4 100~
200 mgE W7 F71 A 5YFE] 5U3F ALE-3)A
T o ebgo] o 75~80% A =, ¥l A A A
ol JFEo]l T2 UAAHQ wFEFEAZ B
1% 3 itk (Rust ef al., 1974; Frank et al, 1988).
a2 20%2] PCOS el Als ddd CC 250
mg ©|F& Ttz ¥h-go] glo] (Buvat et al,
1989), &JA4 AT 2E $& AMLsAY
FTEHRE AYFHAEe] AYHE St
(Bider et al, 1993). Whelb B2 AGE<A PCOS
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gxte] MlFE FEAZ CCE AL T u), ul gto
W A S AARA Ao vjg o, P2 3
EZEY T TH BAE AAEY sy
L} (Lobo et al, 1982; Garcia-Flores & Vanquez-
Mendez, 1984) thA =gho] gl A o)}

H -2 Z A PCOS $219] <k 35% ) #] 80%9
A Bt ez gelA e, ol vTie
7] BMI 27 o] 4o 2 A o3t} 2 o] B
n2d H S BMI 25 oo s Hogg o
PCOS #x}12] 3197} Bl9to 2 B Ex]o] 9]
B39} B mate] 9z viA JeElg 3 gt} (o)1)
3} &, 1994). o]2] & ¥)wr& PCOS Fx}2] Hlg)
Ao o8 714 7jAe g BEEe] e Ao
2 &A%t} F androstenedioned)| A ) AEZ
Ao 29 extraglandular aromatizationg Z7}A| #
A3t Zo el Bled dAE
24 5] (acyclic estrogen feedback)g of7] A|
# LH ¥4 & HV@”’“ © & Z7}A7]3L (Chang
et al, 1982), J1&d Ay} nd&Laddzay o
A= o] (Barbierl et al., 1986) Xt 4ol ] 2] LHe|| 9
st MiZlE e =2 AL O 2347
=27 Hug3m vl o7]q 74 E IGFBP-
1] ojate] 2] 8] IGF-I0) J5E B dio]
Aol tm 2l AL Y A A HE Qe
2 @A 9luh (Tiitinen et al., 1993). AF F7}
of W& vigdAy direzAY Zie A4S
o) d2E2A 4 WAA o 2E 2T
AAA oz ARE CC AT7F 2712 744
< Zolg AZEH, vk sy Ay @ 1
AP JAH o) (Babieri er al, 1986) %
48] A YL FUA e AR By
Hi JenZ o3 Ad&d HPgo} 12l
#UEFY YERE CCHlTRFES] A2L d
2% £ Yot Bux v} (Tiitinen et al., 1993;
Armstrong, 1996). WatA] 82 <lgd, IGFL 1
2] 31 IGFBP-1 ¥ SHBGY] 5% EE?‘S} CColl o3t
Ba WS AEE 5 dE AT AgAe )
40 ANGR ek AR vRe Fua
PCOS B79) 35 Aol 83, &5, 4% B9
W3t 5o AFE Fo)W LH, FSH 2471 3
AEH 1 A tmzAd P E PG o]
o et Ay oz Mgl AAHE Re] Bn
A v} Ao} (Harlass er al, 1984; Pasquali et al,
1986; Guzick et al., 1994). 3 7 BMI 34.6%1 584
of M4 Falgl o8 29 FRES A= @

AT BMIZF 31628 ZAhd 2 3as
80%7F A4 7A€ B, 29%7F 4AH
o Y= 9l< 7 androstenedioned] %7} 7+
H Ao Z Yelykt} (Hollmann et al., 1996). &
FANE A&A IGFBP-19] 24 A& 5|x)
@gtet A A3t Wl A3 s A
cel g3belE folg P4 4 BA AR
on (r = 0091; p<0.05), BMIS} #] &< 9]8 CC
Fo = Fojgh A A4d AV A
#atk oly g (r = 0.93; p<0.05), 50, 100, 150
g EFollx il vlste] Ful) @ol A
FrelstA A Fo] FrrE o] o] (p<0.05), PCOS
FAE CCE M S FE3d glo] A Fo] T
A#7L HeEgte oo AFEF dX e A
& Jep At g, A Foly BMIZ} F7}15
o A&FE MES doy|ey B CCY &
ol FrtE Y, B9 A= AN e A
L2 nFo] BAEY FHF AARTE AFFH
ol A ZA B Ao vl goll o 2HE BA I}
o2k #2% Hsahl B

3HH, Poretsky 9} Kalin (1988)= F-) :—% Fut
g et S e 2 CC 100 mgs H8A1A
W& {52 v ad A v ol °’°1‘47<] %
o F38 2 AA 35 e B0 U 1
o] 919l 2.\, androstenedione¥} DHEA-S¢] &=
2o 7} itk a H 313} 1, Tiitinen = (1993)%
PCOS 3} 2592 iAo 2 CC 100 mgs Fo
sol M ARE A2 5 e AHES AT
g A7} CCol ¥h-g-3te] wigte] @ 2z}
o] Yolibx| e BAT Aolsl @F LH, FSI,
A B 5O £23 Ao]E Holx &St
o 2ussl £ ATdNE 714 2F T 5
T A% A 17 (50 mg)F A 2 (100 mgT)
A& @l vste] Tl @7l A §-2 5
=GO (p<0.05; p<0.05), A] 3F (150 mg)ol
At BARACE o3 o)zl HANA 2
Skt @t oly 2t 714 ¥ % DHEA-S % & A
1 (50 mgt)ell A vt vl gatell vlste] Fuj T
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