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1990 NIH Criteria (Both 1 and 2)

1. WM F-Hi2} (Chronic anovulation) and

2. Y44 and/or AYsfeA AotE 2 A S ZA (Clinical
and/or biochemical signs of hyperandrogenism) and
exclusion of other etiologies

Revised 2003 criteria (2 out of 3)
1. 3 = FLHfEt (Oligo or anovulation)

9. A and/or ABFHA TRotE B A8 Z ZA4) (Clinical
and/or biochemical signs of hyperandrogenism)

_ujyﬂ

3. thdAdd2 (polycystic ovaries)
And exclusion of other etiologies (congenital adrenal
hyperplasia, androgen— secreting tumors, Cushing’ s
syndrome)
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So] 9lou] PCOSY| IRIERAEZ| 2| zo] vt it
2 RISk /1B 9 YA 5 efol] o] yoi2 e 7k
dol ol YAIAIE Slell 2 PAt o] AHg-Sh= 297t

ek

Sk A2l 5 sl o
HFA 0 & 712k who] A% = A A= clomiphene citrate(CC)
2 APSEHE EslpA] o] HHo)7] 73S Wreldke = A
A2 EES TTHA GRS w8 gk vl
S8+ 60~85% At=o]aL o] Fofl 30~50%c] 4] AAlof A
Shchar 2k A 9leth CCoF metforming] HHa Ho] et ¢
%101]*% CCt= ARg-of H|slo] vigh 9 Qlaled] 5715 HaL
3t A5 ek ZLefu CC ARGl &= &5l Hijgho] oF
++(CC-resistant) o] ] = CC+metformin®] 1 gHAl-g-of tfj st
oS0 gl A OB Az Ae 4G AHe A9 WaAg

o] ©5 AL Wtel Bl siek 71 Rsiek 42
metformin AR8-& CCo} W] ueh o2 A-52 wlef ARt

A} Ao et A= FSoh = }o Al AATE
A& 2te]7} Qiole}. CCw= metforminj| 18}04 ]
2 IS B 4 ek o] Gl N chef A 9
5| A= metformino] 9-2jak A o & AZHE ) Jﬂib} Fz1-o]
At} ARG v ol| Zto] 7} ol vk F-i=E £13 A A
& A ojek AIAE ARE A|of fstot= £ At da
3 A o 7 AZFeE|C) A AR} 2 B ko] HISkALR- A| mono-
ovulation F7HA17|H, 7] Faaa HaA7]aL, AR
£ AR TR O 27|, daTAEE Sz
HIEE A7) A 3e Harskal Siok

2} elof| 3lofA] = QA ARg-o] =& ool

5 do

o} ol= 94& &A= 7P AapAQl Wroln| 1ot
S %—Oﬂ A7} QU @7 17ES) ARGof A e A8 1)
A IRAGIAfol 2 H3HE ZefjshA] gb=th 1
1@4 ] A A0 PCOS 2hLo] ko] 9lo]
Aol thstol= ob4] A+t7tFES)e)
T A & ofw gt A A7} oA 1A o TRk
. PCOS+= 7157|152 wsto]] ofsf| vhokst 3
A ah I A Tkt FEE
2k Z¥7ko) Acto] b= 2w W A+t7F Hash A
olt}. Ql&dl iﬁ“égl ol 4] metformino] F-Q3t 2| = Hf
QO W= SERE7E 2| mof| Hh-ahi= 212 of
Uk 2t EJ%‘XM metformin®] £3+2] =7} ak4]o] ik
= Bl Qlovk £ 97 Hasith A AR B
T2 okA|7) Qb o] AkA e A o & AzbEc) Hujjeko

E Q5] 2| 7ol| 9lojA CCT7F 75 o] F-of gkaL of
Z‘W}X] metformin, letrozole £-0] CC Xt} -Lsjt}= =7
itk el 5 ghatol A= metformin®] 2717} o] 5
?\—L 7897t QAL TRt e A dAdS S g Ak

7| o] o] HWats|w gluk

P
el

e ET>“
ON

o2
B f

(@)

<

\

4
il

ST R (< U B et

@ oE

R
5 I
(o3

oo 2
o o
T
—EO}N
So
43
zo & o

©
*
ok
[
N
>~

e

A AR AR Lol B S Agstol
Q152 T i AITHORA ) gk
FaA)7] L A s 2 Ak 2 He|(SHBG) @) E%
A7 vfgbo] et ok A 4] VHE U] 4
A 941 B0 2 0.2 AR
Z0] ¥ o)(feedback) 7] o|AFS AAYO & uFEo] A
5 20| A5 Hul S Eso] g 3547

=2 =

o
N
o)

H1
il
m = o w

wjg

B d
off & B
o=
ox,

|
=)
ororn [ o
B

by

o
ﬂ
D
)

N
i

o 14
o
it

.ﬁﬂ

PCOSE] el 5 A os| Uolo R ujylolut, 2l
ATA, Folalds, ot 2 A= 2|31 GAZ Yol
afol B A7) olFo| RS BPAL B e R
Aol 7R st ok &)7hA s ats) Yr| A ehis] A E

o). Wol5o| Tkt o] 2.2 glo] etk £ 714 A

The Korean Ginseng Research and Industry (Vol.6 No.2) 27



o] 2004 8] Lk 1] v iu]tE] 4417 0] ofsi
PCOSe] e aizle] 17491 Ielo ujgtolu), Q1% A
Wt Tl e F Tk TRk R A Zol ek Yo
B S50 Folalar grka skt gk, T£ol 4 PCOS
3ol 4] 71520 QITHz APALE ]o] 7 whAl 9l St
707 o] 248 Aolekan AY7bEl L ik 12U PCOS
= 5704 2198t oz} 2 2lo] o] 2Hasto] ujs-
cheya o)Ak, Aslst EAFE Rol] o] 45}
2Al7] 6

PCOS®] efahe| 2l ofahol A 2e] A1 of - i A
5% melo] Aajolch, AT UFEE mdle] B4 27
0.4 QI7bo] AR} AR UER18EA Wl 3ot ol
o}, PCOSE= Tfafat 21¢1o] J3} 7]QlsoE BE 2710] 3

ot B8 BUS fEl Ze 9 Brhssich ae,
Estradiol Valerate (EV) 54, Al/Jolo]A| ot=g Al Fof, A
WA 715 BEE07 hOG Foi, Ai4el 9l 2ALS 35}
g ofe] AlE=7} o] oA ghtt.

Qlate] ko) mafo] ot 91 ZakE 171915 vl 2]
sk = A & A3} 9 Nationa Center for Biotechnology
Informationof| 4] Al|-5-5F= PubMedo]| 4] “ginseng” 1} “PCO”
S 719 =R WY Aelehul % 2w o] =Kol “ginseng’ 3}
Temale infertility” & 7| == 3l AQI5HH ¥ 63HO| =17

2
-
i)
_\?Ll
o
=3
3
D
=
o
E:

Fu
o
=
&

;
’
il

lo

-0,
off rE nk
O ol K T
EORN el

ool
0
p
u
©
=
)
>
:
>
FLF{>
o
Ko,
Shl
i
P
o
ox
‘IT\"
=
=L
1o

oo

ox -

dr B¢
i)
> A
i,
&
MO
©
'_\
=)
i
s
| ox
1o
~N
o=
of
=
X
o>
i
ofx

(

1
i)
2
)
)
c
i
o
=
=
.
)
R
rte
2
-
o
)
K opZ o]

QIR ol A = e ol gE 3l e, FAbAR

4 H“l
c

(Korean red ginseng total saponin, GTS)o| A&} -G-8 4]
o8 oel-qu;] Qlck 1 ot ‘E’%’-‘% O‘j%:‘;'— &5 oq %/‘\j]—/\]_rﬂ
& g 2o =9k ARG Dammarane A1 E-0] B Ao

oF 300 0] +12] Sele|ofch
3 Qo] ChANAS 5] 9I5te] rato] EVE
SAYEE 360017 BAMELS: Rolgt Ak EVE Foft

£
2 1B).

R AR W GPARS PR ATHEV T
o] 1h4e0] 749 PR S|, RO B THAA T 7
TP AAS Ueh (13 2A), FAAIEY Fole] 7
9 W 7Alof) ZAf5H FepAIE O] A AAIA} ol
Fshe A0S HYLOH(LR 2B), W5t W sfublol o
= ol o)} gl A0 AT, ole] At 3
AP thd Ak S320] oy 2 Aol 37} 918
A0 AET,

E 2 B Ao kRl SAHs% 1] Sojts S5

A W42 9] nerve growth factor (NGF) protein} NGF mRNA
o) 55 OBk aA|Z, o= ole] & 4T He| BV

T2 1, HA9] e Al BV E0ZE B SMAEH F0iE
(g U CL: EA)




M CON EV I\RGI CON EV  KRGE

(™= -]
— =

«— GAPDH (199 bp) r Il . e E +—P-actin
*

I ”

CON EV KRGE
o o o

o

NGF mRNA expresmsion relative to

GAPDH (ratio)
-6 5

Protein level (% of beta-actin)
& 8 &

g

°

I :
CON iV KRGE

J8 3. A9 NGF mRNARL NGF proteine| x| #st EV £0§
o SleliM B7tEl NGF= SesSHKRGE)2 Fofof 2lsiiA SxfstA|
LALRAS

7} rat o 5| PCOE -5 4= AL, Aol 4] 1L
295 modulate 3 4= 9t} G LE
(717 3). PCOY] f-teofl thgk messenger= ‘4ol A NGF2
expressiono]] oJgt WAl A 9] 1} BHEAd0l L SAksS
oo HHEZO g Mg R2o|ER 8- E% PCO rat model of A
NGF expressiong 2 A3th= 228 A& <= Qlqir,
T} 1 o7 1E] o] =Ho| 4= EV induced PCOS rat model
& AM-5lo] TARsZolo] 40 NGF A4 T} cyst EAJS 7t
225 92 5 Adslon, Ao thdAddart
A3 Fol & o3t BakE B& 4 AT, of gt
137g'4x0f pathophysiology ]
l | Oé é% thdddas 34E
ol 2 QI5f reverse E = QLo AJARRITY. o2t At
ituitary L hlppocampus-% Z-2 brain G4 dojif=
o] ohufe} periphery ol A dojub= 2 O & Ap i, whe}
05,4 tﬂqp\ua]ﬂx% 2Jole 7Ug,\_ ] ]“r o]u] 'Esﬂ/HE] 1:}
ditaxo] A mof 2 AH Y o]y AtoflA] Hofx= niet
do] QarE mif- ZakAd Ao ® 7|k

o P o

[

o g
r{r

—_

I
rlr
rC oo
B>
-3
ol
1o
pd
(@)
T
;1_

bl

~
2
2

r,}_ﬂﬂ{; o] 0

2
4m

.

9 _t e

N o

1. American Fertility Society Guiddinefor Practice (1992). Myomasand
Reproductive Dysfunction. The American Fertility Society,
Alabama:1992.

2.Babaknia A, Rock JA, Jones HW J. Pregnancy success following
abdomina myomectomy for infertility. Fertil Steril 30:644-647, 1978.

3.Buttram VC, Reiter RC. Uterine leiomyomata: aetiology,

symptomatology, and management. Fertil Steril 36:433-435, 1981.

4. Coutinho EM, Maia HA. The contractile response of the human
uterus, fallopian tubes, and ovary to progeglandinesin vivo. Fertil Steril
22:539-543,1971.

5.DelLeoV, laMarca A, Petreglia F. Insulin-lowering agents in the
management of polycystic ovary syndrome. Endocr Rev 24(5):633
672, 2003.

6. Diamanti-Kandarakis E, Pepavassiliou AG, Kandarakis SA, Chrousos
GP. Pathophysiology and types of dydipidemiain PCOS. Trends
Endocrinol Metab 18:280-285, 2007.

7. Hunt JE, Wallach EE. Uterine factor in infertility: an overview. Clin
Gynecol 17:44-64, 1974.

8.dung H, Park HT, Kim T, Jeong MJ, Lim SC, Nah SY, Cho IH, Park
SH, Kang SS, Moon CJ, Kim JC, Kim SH, Bae CS. Thergpeutic
effect of Korean red ginseng extract oninfertility caused by polycystic
ovaries. JGinseng Res. 35:250-255, 2011.
9. Kiley J Hammond C. Combined ord contraceptives: acomprehensive
review. Clin Obstet Gynecol 50:868-877, 2007.
10. Lam PM, Cheung LP, Haines C. Revisit of metformin trestment in
polycystic ovary syndrome. Gynecol Endocrinol 19(1):33-93, 2004.

11.LeeJ Lim SC, Lyu AR, Bae JG, Kang SS, Kim JC, Kim SH, Kim
JW, Choi BC, Bae CS. Effects of Red Ginseng Tota Sgponinonthe
Polycydtic Ovariesin Rats. Korean J Biotechnol Bioeng 19(6):433-
436, 2004.

12.Li TC, Mortimer R, Cooke ID. Myomectomy: areproductive study
to examine reproductive performance before and after surgery. Hum
Reprod 14:1735-1740, 1999.

13. Mastorakos G, Koliopoulos C, Creatsas G. Androgen and lipid
profiles in adolescents with polycystic ovary syndrome who were
treated with two forms of combined oral contraceptives. Fertil Steril
77:919-927, 2002.

14. Nader S, Diamanti-Kandarakis E. Polycystic ovary syndrome, ord
contraceptives and metabolicissues: new perspectivesand aunifying
hypothesis. Hum Reprod 22:317-322, 2007.

15. Pk SC, Lim SC, Nah SY, LeeJ Hill JA, Bee CS. Role of Korean red
ginseng tota saponinsin rat infertility induced by polycystic ovaries.
Fertil Steril 84:1139-1143, 2005.

16. Pak SC, Kim SE, Oh DM, ShimKM, Jeong MJ, Lim SC, Nah SY,
Park SH, Kang SS, Moon CJ, Kim JC, Kim SH, Bae CS. Effect of
Korean red ginseng extract in a steroid-induced polycystic ovary
murinemodel. Arch Pharm Res 32:347-352, 2009.

17. Prdlevic GM, Wrzburger MI, Trpkovic D, Bdint-Peric L. Effectsof
alow-dose estrogen-anti-androgen combination (Diane-35) onlipid
and carbohydrate metabolism in patients with polycystic ovary
syndrome. Gynecol Endocrinol 4:157-168, 1990.

18. Rosstti A, Siss O, Soranna L, Mamcusso S, Lanzone A. Fertility

The Korean Ginseng Research and Industry (Vol.6 No.2) 29



outcome; long-term results after lgparoscopic myomectomy. Gyncol
Endocrinol 15:129-134, 2001.

19. Thomson RL, Buckley JD, Noakes M, Clifton PM, Norman RJ,
Brinkworth GD. The Effect of ahypocaoric diet with and without
exercisetraining on body composition, cardiometabolic risk profile,
and reproductive function in overweight and obese women with
polycystic ovary syndrome. J Clin Endocrinol Metab 93:3373-3380,
2008.

20. Verkauf BS. Myomectomy for fertility enhancement and preservation.
Fertil Steril 58:1-15, 1992.

21. VrbikovaJ, CibulaD. Combined ord contraceptivesin thetrestment
of polycystic ovary syndrome. Hum Reprod Update 11:277-291,
2005.

2. AL A9, Sl el 9 ko) Bl o) g0l g4l
oA a2 S 913 217 2008,





