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Updates on Guidelines: PCO
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A olycystic ovarian syndrome, PCOS)2 HA o4 1729 3~7%, B o449 20%°lA
o, g g FEE Bolv ofF £¢ 03 HiEn] Fdtolth £3] A4, tiAF 2 HEHA
i, 1t 2 AEZ (hyperandrogenemia) ¥} T E#HEZ (hyperinsulinemia)o] 71 F 83 ¥
o] A9 FH tiide] Hch THIAQ] FujgoR Qg U e FUAES
Holr 3ol o]2 Qs E<¢o] 51, hyperandrogenism® 2 13} £
58 4o EFA g vehdt wibx 719l7] Ao A Bo] YEhal, Bo) 97 oS Tadhe 7197
oA 9] <10%, Bigt “ofjol 9]?1‘ Y 49 75%F AT} 2 ok vlnk Q=Y A4 (insulin resistance,
IR)Y] F7tol 23 2N &EHEF (hyperinsulinemia)©] &3] Futsv] £33 d&UAFA Fw (type II DM,
NIDDM)©] %o] @Azttt ‘f_“ Z—??l Fufjdke] o § estrogen®] X&M< At 20
%% (endometrial hyperplasia)?t Fguietete] Bao] Zrtghs ARES 2 dejA ok £ o yxAEF
(dyslipidemia), 8%, HEHA Aghe] @ol AT TL whebA o]2|g PCOS ke HIole diipy Ao
AAF D oy A7|A #E7t Bag o 01’“543’— At

Hol&= IR$ hyperinsulinemia”t PCOSS] 583 ez deA glon welr AxdNZA] (insulin-
sensitizing agent)E ©]-8-31H hyperinsulinemia & £01% oi”\‘T PCOS7}F Al W ZH A L AAZ1 A o] g 7iA
& A& AoE 7Y Aok
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o
M
6\

I. What causes PCOS?: Etiology

PCOS9| W Q1S ozl Hga] whslx] A AN o QlxtEe] ol Aeg Azem vk 1 F
Sh7E F33 Y 822 peos A9 715 (oely E& oAl Fol 22 Pcos 7t £3] vhe 3ol
ol AAtgtt). Htoll= insulin®] PCOS WHgel] & 1oz daiA vk AA7} insulinell gk AL 7h

A A =¥ 8% insulin®] F7FskAl HaL o] <13} androgen AJAdo] F7)8le] Atk AW dict
If. What is PCOS?: Diagnosis

PCOS®] et 7)ol dhafrls AR =Tho] W7k, 2003'd Rotterdam ESHRE/ASRM PCOS consensus®]
A o2 dgldd o AE wiAsta AR, SN EE £ F97 (oligo/amenorthea), EH, 12 AFE S
IRF= 27183 (hyperandrogenism or hyperandrogenemia), Al#, Z-&-3Abol Al Aol thdA B (polyeystic
ovary on USG) o}’d9} A 7k4 dut 7]&el F 7147} &= PCOSE AGEEE oHe mdu}! shxgt

o] Rotterdam 2t 7|20l = thA] Y3y 91i= %9 (hirsute ovulatory normoandrogenic women)E PCOSZE 7%t
& & ALA = IRV PCOSO| w83 Wlon HE i A Wk YFEo wadEA] ggkte 5o
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20063 University of Texas®] family nursing practitioner program®ll A A|A]¥ PCOS Z¢t guidelineof]= Fujgre
2 A% LAF7NY o, HT, BY, A 2 ORF, A5, 8RS 22 @43 T4 5 reproductive clinical
manifestation?} impaired glucose tolerance, type II DM, gestational DM, dyslipidemia 53 22 metabolic manifestation
of e AT WH HHE & A& AT AF 78 948 2R =& O2F, 9 279 24, &
@ Hlg) 57 22 olgH Hix Fasjcp

2003 ACOG (American College of Obstetricians and Gynecologists)ol| A& &5 PCOS ©1/dell A 75-gm fasting
glucose challenge 2417 ¥ glucoseE S48 glucose intolerance 7ol that AHAAE A& Az} FEA]
&8Z total cholesterol, LDL, HDL, triglyceride 5-& 273} dyslipidemia &J%#-& Ad7A} 3 A& Ad}’

Ill. How is PCOS treatment?

PCOSS] &4 2888 dAxzs qitk geld PCOsE EAAE dsl= Ao XN8E drh = Fujd
o3 F47 E= £, hyperandrogenism, AL Aol 59 47 X8 Ezo) wel 7Eslsle] Agaof gioks

1. Xt 2 J7}E 1 (patient and family education)

PCOSE TIE 2915 of §AAe] ojs) Walshs Q4 %@Lo A U AU & 4t @
o okd A8 wE Aol daidle & deA QA 9 ooz 1% GaRHE} LHS| 7]
oV, v D A serid 4] Boide oo B a Rel w2 A} ool sl A
ofof Ht}, 2L FSH A%e) 98 WHE Bg Geje] 5] zehHrhs A% Awsiolof shul, AHHo] 3
B ¥ 999 Paol HANE wo] Bas’

2) PCOSO| 2|8t riskof] CHEH M

A7) Foll, @A-g )43, atherogenic markers (CRP, fibrinogen, homocysteine)2] /35, antioxidant capacity<]
a8 5o 28 cardiovascular risk7} Z7F3H >0

|
PCOS A2 AHIE H|3) type I DM Y 8o 5~108] A& o, Uy A]7|% 30~40tho] ¢&
wr sk pos A} oF 30%7F FoiAb 4ol (impaired glucose tolerance, IGT)7F ¢}’

3) o ey 9

& 2 Al tHE ALE SAE AAET A FARE PCOS AN AW, 7, R dad
o] WA $1go] &}, olzfgh o A St UAL AHHQ) A AERZ A (unopposed estrogen stimulation)
w) o] e 9

(4) AT BAE A

29, #4 2 QA4 Pudl Aol FAHATh frate] Fukshe AHW olft mEAW, LHY 37
hyperandrogenemia, IR, H]¥H ¥ wtd o]at S5} 12 ofg] 7}x] 291E50] AEatE AoR gy_l g} s

) BT TEE EE 9R 5 P4E T Ao $2F O BAFH e AN Bl A

o
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3) A7 58 43

Aeish 4AEe HBa, GrE 2L P43 4L AR, 37149 B PHF 2AS Y
SIS sofof Bl

24 A AHE Foln A HFHE Tole AFHE A, FAAHY fAksh % (acrobic exercise)S
3t AFS 2Aske A 3 H3AIIEE vk 53] o] Wy vTt £ FHAF PCOS A=
4 AA ASIEE AT Y e uolx 7R Azl wjo] 3EEo] AAHo| FrHu
E% androgen®] HA3Sta, Q&Aoo A, DMo|Y HEH A3 Fo] ATt L3 AT 2t
28 7142 & 2 P FAAIGFTONS £ BE A5 18 7ol i Ak AEEA

Al 83} 3, 2-hour 75 gm OGTTE Al&ete] IGT §-FF FA}8}1), fasting lipid profiles 7A}8} dyslipidemia ¢
2 A7} SIS AT PCOSAA AT e adel A H#e] Wl sl A3 &g sl

{m it

1) Impacts of weight reduction in PCOS

{1) Impacts on reproductive dysfunction
Bl & EE 2% peoS oAl A #F 7ol o2 reproductive parameterE TRAAII TS ATE0] EHE
A Qdokh 53 A 771 L w3 5] g A7t Bk oY AN FHFEA Ay 3
52 4-0}31 caloryS 7‘411 Al ® gl 2 wjate] Edte Bax vk AT caloyE
S FA8E 2L vl o] Ex YF-F A AFol FUHdth AP
calory A&} %%%% %‘"ﬂf‘]i’l T2 Age Aok 12/130M & wlgho] 3 EEQIS, 5o
A4S Gtk Basigion, 55 A W glgto] 3 5% 606798 F 25%7F A YAlo] Hlra KHast
Akt A eg 5% AFE 9 ol& # 7‘1’5‘}"1 THHY AE iliqi F Ak At gt
controlled study7} §10] £ X Hoj uigt ¥hg 2 gJale] Aol Hsixe 2E8E WE 571 gl
AF 7HeES 913 ek o] W3l (lifestyle modification)= endocrine parametero] = W] 9l& HSE Y3t

Mo

t} & HAEAHE (Total T)S A3 7Hekodl AdaA AA 22 = SR 78 HA2E2HE (fee T o
o] ATl sl oliz dite] Aol Yol SHBGS F7F wEeleh X #E RS 3 o
cZyl

742 A4 FAk) tiek A2 ER glo] A% 78] hyperandrogenisme 3 AATEAE EHA ¥k
PCOSOIM=LH #HI7F F7kehs Ao # ofid QAR MW LH pulse amplitudeSt total 24-hr LH
secretion®] 7Hash #edo] Q™ tiFire) AFolAl PCOS 949 AF FFolx LHY Bold wsh= Jidh
AF o2 vigho] 355 B9t HaHr A4 9] estradiol negative feedback mechanism©] 3|&¥ 3 AaH o
2 LH pulse production®] Z7}8}7) wjfolelx dystr| s g
iﬂ% oz vk peos Aol Aot vitte] HEHER B4 AEE W FRAE AH887] Hoj
A A A Almdtolop gk FAm JrtT A o] ATl R vIAHetE A3 E AF Ao )
F7)so] AAHEE, dPHeR s HHP‘ Bjyk PCOS Ao M AdATE B3xE & Aes gk AT
7reke] gupell ofE sk Ao] eyt 5 auje] Hifel did AAgk drge] Pasirh ]i’ﬁ’} intensive
e 7t preo gEbgithy: dol frojstojol st} heES dlais o]

T
lifestyle interventionS ¥hajol] g8 uf e v} 3§
okt ol sl

& 8] FA8H7] 93l interventions #]4+5}
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(2) Rp2Lhatetol ohigt &3 (Impact of weight loss on endometrial cancer)

PCOS of/d¢] HTRe At HAe] Fa% A A o)y Y Fujd AFEjoA A&
unopposed estrogen®] 2o 23k A, v A A= adipose tissue| A1 androgen®] aromatization®] 57}3}
22 estrogen] unopposed stimulation®] B AR AF o] AZ UG EA] dig A dig FA
= njH) 3t} Jowa Women's Health studyoll A& Q=2 o2 A% 73S stox xpgujete whdls HE 3
| itk BRSAR® o7]dE g 2dE o 7)o At A3 AT FF F $E A
o] B AT IEFIhe & nHsdor g} AT A F AFES T A ATuEee] Aol
A%cE 2 2 A9 itk A2 dFlME A 2 F 549 o3 ATE 7 AT A5 A add
2 9ol 25% ZAIG TR Btk & d7olM BMIE 24T & dld 3 Al AR 58 3
o 41%9 AUt 48 91, Ao BMIE E°1¥ 50% 98 24 237t vk Buspgit?
Akl 2A9) Jong-term natureE TESHH, A9 PCOS Aol A AF ko] xpgdujuiehe] WA HEE
2ty & 4 itk

(3) Metabolic impact of lifestyle modification

Lifestyle modification© 2 thAH A% APE £ + dvke B A7 THEHAY HZ DM 2ol
Ul Z = ko] digh iR A7t AR IGT 21 3,0008-5 )42 A3 Diabetes Prevention Programol]
A lifestyle programoll €8 £2 F 43 F<¢ HF 4 kg AT AR AFY 5% A= BEHE 24D FAE
DM o] 58% A% vt 813 0)” Diabetic Prevention Programoll 2033t o4 9] metabolic syndrome
o FHES 53%3=1, lifestyle modification WS A-E3F oA FHES 41%2 ZAdAte Bt )
=, o) metformin $E0E X838 FRt At Holu Bk D wriglyceride level 740 AFHHL AL

r

[

ml ol

Z BuEg?
Az ke HAF AN Z7] carotid atherosclerosis®] S TAA| T G 237} Q) o] &
4% gWog HA 16%9 AFL £ A3} 9 TG, LDL/HDL ratio 2 total cholesterol®} 22 A d# 23}

Q

o] Age] AUt AFF AT E ASHOE FAF Tol 50% P2 Hew, °olF T 13%°HA preclinical
atherosclerosis®] &)< bulb IMT7} 248kl

Endothelial dysfunction® CVD$9] A o5 QlAtelrh. o]& PCOS ¥7F ofye} v #o] girt. 444
D9 PAHe] Qe Hg oJAollA o] a¥oZ 8% HEe HFE £ O tendothelium-dependent forearm
vasodilatiion®] 7§41 &7} ¢l ¥HE LDL cholesterol S Z4AA7]E OristatE: AFESHe] A5S &9 wollA &
F 27k A9t A%itke A7 ZAHE Bo} o33 A= LDL cholesterol] 4 W Aoz Az
th*? 1 9] vascular function® THo] Q¥ FAE] AF HHOE IAHLE AT vk SAY BFoR
Q13 A)F 7rAE |9 o Aol A endothelial dysfiunctions 7§41 = A4= gloh

PCOS ]439ll A lifestyle modification®l] £]3} cardiovascular improvementel]l Wit A= @A Beol ol A=
2t} PCOSA A &3] e} dyslipidemiacl] th3t A% 7o) avtol] ojdk A5 23, total cholesterol, TG 2
LDLo] Zadte AoZ ety T3 PCOSelA AF el wet 1S7F 434 A s Aoz o
Aol A BT P08H o)Ak lifestyle intervention] PCOSOY| thdt g3kS Q.9F51H Table 17 2t

2) Lifestyle intervention in PCOS

(1) Diet of PCOS

HZ pCOS AAANA AF 7 Atiol] thdk =9)7} &tale} Low carbohydrate diete] A%
Zredah YE2E] 2 thatel] vlA e kel g ATl A, fasting insulin FA3HE wbA 1 9] 2 ylEy] &
Qo= Wbz} glvtn Buagitt® = ohE Aol A dietary interventionS PCOSOIA] |5 7kl ohje}

o
Ao
o,
2
2l
ey
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Table 1. Climcal Impacts of Lifestyle Intervention in PCOS

Clinical Characteristics Findings

Menstrual fregluency ) W_Conmws;ntly &préged*mli studies s )
Ovulation Small studies suggest improvement in rates of ovulation
Pregnancy Uncontrolied data suggests improvement in rate of pregnancy.

No data on pregnancy complications

Hirsutism/androgens Decreases in free testosterone consistently seen but hirsutism not studied
Glucose tolerance Improvements in the general population studies, no data specifically in PCOS
Cardiovascular risk Improvemcnts m hpldS ina few studlcs small studies suggest unprovement in subchmcal disease

lize] 2 oAbl &7 globa S uh™® H2ol i low saturated fat, high fiber, low glycemic index carbohydrate
diet® 5 U8} 'Glycemic index'st 2411} £<¢12] blood glucoseol et G35 7|5 22 3 carbohydrate ¥-57
Hra el ], low glycemic index foodoil 3= bran cercals, mixed grain breads, lentils, soy 5-0] %3}1L, high glycemic index
food®| = white rice, bread, potatos % simple sugarir 318}l U= sweets 5] ATH

(2) Exercise in PCOS

3 [«)
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American Heart Association (AHA) A|F %8 stuxl shE Ao od 14 A4 &% (physical
activity)<r 8}, BE AUEL Y 308 BRY $5% T AL e SAH FES Wo) 31 sedentary
activityS £ 4 A+ AT AUk American Diabetes Association (ADA)E IGT St dFdd] Holx 150%
S faiME ol 1Az o]

™ = 1

4ek % (moderate to vigorous)yS 3L, F7]1HQ AF 7
20 A& Table 29t 2h

00651 AHAS} ADAYA #3te o] @ $E %

A7 7HES $13 lifestyle interventionol] W33t oHE-X } o] el oigt 2 2 A7l ek Uyt wjukal
0.2 lifestyle intervention®}t ® 85}0] sibutramine> 7038 o] lifestyle mterventlon‘j 3 TR 54 kg,
sibuttamine¥+ F0J 8 U 7.1 kg9 o W 7 g3E Ho, lifestyle intervention®] F¥ S¢S slu &

Age B2AY 9488 dhe ez deHn”

Metformin PCOSo)| o] AR&5] 31 YA, lifestyle intervention®t W3l X &ol thek -7+ HE gith Pilot
studyoll A1 ek A 5g oA gk Aaeh wug o B AFo] #A% ANE Rtk Metforming
AMESE o B lifestyle modification Q.2 #1358 7438 foll A FAA] i FEFo] H1* Al mwst
FoPE Bast Qo

(4) Lifestyle modification in adolescents

Aazie) AzpeA AFE Fol7] A lifestyle Wl olF A n @ 9438 v)Hr}l Hyperandro-
genismol & Fadv] Azpl A AlF gEke &yl A% 2% & androgen©] 2]V
Al A oY, AT Y1) Feol i A FAe] 7H’§i°ﬂ et A & 3
AbEY] Aatel A 17 S5 E Ao RE "]E%@L A} oF 65%7F o= AL AT 7AUF e, Hit
89%2] Al 7HEF] UL ofxtell A To] ofu] Al thastdivia Basigle) oAl HFe] F7He oaloaj=

= UA] Frekeih o)E B 2 o3 *9] oizt ofol& Aol oek WiskE & 4 Ik Untdeg

¥
32
i)
_&;_l‘
,._>£l.'$
O{‘ (
Lo

%7]
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Special Considerations

* No more than

Symposium (III)
°.Consume fish2 X /wk
1500 mg/d

* Keep fats <7%

Table 2. Guidelines for Diet and Lifestyle Intervention, 2006
American Heart Association Guidelines
* Keep trans fats <1%

Hypertensive

Diet recommendations
* Cholesterol <300 mg/d
no more than

* Alcohol
4-0z wimne or 12-0z
beer/d (women)

* No more than
2300 mg/d

* No benefit to
supplement and not

Salt
recommended

Vitamin E
» Contains a-linoleic acid
* May improve cardio-
vascular disease risk

but more data needed

» Inadequate data to
Cardiovascular disease

Soy
recommend
» Eicosapentanoic acid
1 Triglycerides

* Supplement | g/d
* MD consultation
recommended-may
recommend 1
supplement but
3 g/d may cause
excess bleeding in some

Folate/B12
Omega-3 fatty acids
* Docasahexanoic acid
* Encourage consumption
through fish or
supplement 2% /wk
Exercise * 30 min/d Weight loss s 1h/d
* May accumulate
throughout the day
American Diabetic Association
* 150 min/wk moderate- Weight loss * 4 h/wk
vigorous or 90 min/wk Max weight loss * 7 h/wk
intense activity Type 2 diabetes * Resistance training
* Spread out over 3d 3 X jwk
* Nomore than2 d * 3 sets with 8~ 10
repetitions each
» Consultation
with MD for aerobic
exercise may be necessary

Exercise
without activity

o, FEutell & ulgto] of

PAlo] )L =r} PCOSE H|T ojAJolA

;;—_]__
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3131, £3] H]vh2 PCOS 3Adoll Al Ai4] o] itelu} thAlY # 3 (reproductive and metabolic complication)®] T
AstA Jebrdth vlthe RE B <k8lA|7]=d], lifestyle intervention®. 2 A5 AHFo2® oA LS A5
g + UL type 2 DM o & ¢ vk Y opet AT APToEE Y oS AN 5 b= o
] AF A7t dEH D ok 3HA Y pregnancy outcomeol] e A|F Y g 3o thgh data®}, adolescent®l]
A AT FOE AT longterm datat ©}F] F-=31c) A5 AFoZ Q13 &l B3} lifestyle modification
progam®] AdFE WL v AR X vlAEd ojg F& ¥t VAP B, AV eE 9 AT
o] F7tete Aol B7] gEolBER 4o] E FEAEY g AFHU 4d € Z&H BERH 4E A8
€ e "art lnk gt PCOS oA A A9 22 Figure 1914 298131

Poivm st Ovary Syndrome Present
£ mnmght or {}ime ;
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Figure 1, Flow chart for management of PCOS in the presence of overweight or obesity.

3. &2 A& (pharmacological treatment)

PCOS X529 WIH2 ghollA] A™e AlF 7y Zo] AEAS HelA7|a 24 WA R H
QR7HA w - ookt FE2 W g9E AP o7l X e PCOS Bt FAde] whE oF 7
Ztel Age] mE tjae] vlA] of & 2

A FEAA €3S FReta, AFuEy Ao 4 Aguugte g e 01]”33}—‘5
olth, 4 A=F, YdEFT ¥ YR 22 hyperandrogenism E£$+ X & E{7}F Het 3
Ab oldE X Ee) Egolrt o]Eigk pCose Tkt F4E A 88k7] 8l progestin A A, EF
(combined oral contraceptives, COCs), antiandrogens, !¢ 73 7144 (insulin sensitizing agents) 5o 5
H8-3lo] o] &3}

O{N
>{v
oh‘, =
o,
ml
or o2 2 oo N o

bH oo
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1) 823 Y 59aZ9 AE

vhg Fafddel g F4A e sEAEe PCOSY A /& F oshelth A&A FEHOE PCOS
g2kl EF progesteroneA| = B/ ©]8ko] ™, progesteroned] 23 HA| A F 7} §lo] AFF U estrogenol] ]3|
A&H0Z =g B Hol FAF B3 A&} A Ay #ti52] (endometrial hyperplasia), ©]
HA% (dysplasia), FZU2HY (endometrial carcinoma)?] WA H& o] F718HA] ok Wl pCose] 8e/F-4
74 AgA nejstedof & ARERE AR Y97AE FEeE A AT UES BIdtdof dhe Holo) e
T 7M1 AR F3E 87] 98 AEAQA CoC Fo9k FE AL progestin FoAHe] g o] &H}E R7}
Aol e olE UAEY metabolic effectS WHEA] L Flojof 3},

coce A 47AE FHste Ayt ofF Hoju REeAod g ank d& F 9o,
o] 9% PCOS EAtlA 71 WA A9 & 4= glve FAlelth. COCE hyperandrogenemial] 3 Z-d2] 7
A% &I it AN COCE RE oPIStAY A3t & Qlrt. ol# 3 HE £8] IGTH type II DM7}
AE PCOS Al Me Fosjoiof drh” FIol= vy A 439 estrogeno] T8 COCE AHg3imz
T2 progesterone 0] HelA AH 3 metabolic effects HEHE A o2 AZtelct 2F o933 HE Al
93t )29 progestine 2F7FS] androgenic activityS 7FX|™, SHBGE o= X A3l ZHgo] Qi) ]
WA ¥ androgenic activity”} )= progesting 7+l Al SHBGS AASHE estrogen?] AFE 7HAAA RE O
2 2738 @k 3Ad cocoll EHrEo] 1= desogestrel I norgestimate™ androgenic activity”} $1 progestin
o]x,® o] 7§2E drospirenone antiandrogenic activity”’} QTH* COCOl EEE o] Y& progestins <]
androgenic activity= Table 37} 2T},

rir

o

> no

Table 3. Androgenic potential of select progestins

gﬁ%ﬁgﬁ;ﬁ;ﬁ?\ﬁzd n iiﬁg:?%ﬁ;%?tﬁ Examples of Oral Contraceptives
Norgestrel High LoOvral

Levonorgestrel High Levlen, Nordette, Tri-Levlen, Triphasil
Norethindrone Medium Ovcon 385, Ortho-Novum
Norethindrone acetate Medium Loestrin

Ethynodiol diacetate Low Demulen, Kelnor, Zovia

Norgestimate None Ortho-Cyclen, Ortho-Tricyclen
Desogestrel None Desogen, Ortho-cept

Drosperinone Antiandrogenic Yasmin, Yaz

1788 Ao cocell 2st 1ed TR (insulin sensitivity, 1S)2] ©]/de] Zego] Buso] ed],
H-& androgenic activity’} 7% progestin®] - AS o83 ZF-golt}y AT PCOS FAlA A ZF-
androgen E27}F @ progestin®] E COCE AHEE 75 1SE AX2A7IEA W87} fleAd deias
o}z =go] th** Hyperandrogenemia”} &4HE H|TH o3 Aol A neutral-androgenecity progesting! desogestrel©]
gH+E COCE 67| AFHESF A3}, A4 glucose tolerance (GT) SRl M= 9 & sHo] IGTZ A3l 1, 7]
F IGT7} i EAlol X 2o] DMOE WHs o2 w|Fof Hwto] cOCY that F-2Hg-o] ¥ <1zt
AL & 4 k¥ 2 3 AT A ethinylestradiol (EE)?} antiandrogenic progesting! drospirenone®] ¥ COC
©] metabolic effectE A 23}, non-obese PCOS 14914 1257] &<t AFESH 23} ISdle 99 3le W7}
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Ak BasglchH

CoCe] Al Zgol X FAE dlefof = AL Al mlxi= G|tk B PCOS $hAfell A HDL&
7FA813, IDL, TG 2 total cholesterol e Z7}F8H= dyslipidemia”} ZejEt}h” Androgenecity”} -2 progestine
LDLAE ofdke] Q11, HDLS 7M1 4 o] -] HA|9H® androgenecity’} 2 od COCE TGE o
3 Z27M4 F QOB Z dyslipidemia7t Q3= Aol A AFEE W= FE sojof F¥

DM 3£ hypercholesterolemia”}F 913 PCOS SAJol A COCE AHE3HHE AT M (myocardial infarction, MI)©)
U} ischemic stroke®] 2 $3o] 7~158] Zishn, &4 Aot MEdHA @& n8Y AN v =
34t} COC®} EE/drospirenone OCE 8™ & AMAZ (venous thromboembolism)2] H&& 27 ZF7/AUTHY 1S
H7b b AAL odte] Aol AHEE cocel Aol @ A|E 7Ibe] Aol 5O Iste] COC tiAb R HER
Aol vl Fgo] thaA F7t F $8 gloh

ZF 2 Q1 pregesterone §o (intermittent progesterone therapy)Z %= AgWehE H3& 4 It} Medroxypro-
gesterone acetate (MPA) 5~10 mg/dayS vlg =& 271¥wlch 7~10947k 5835l HEA 2898 op7|dth
Intermittent progestin therapy®] metabolic effectol] thalAi= o}z Z L&A AR ¥t} AFES oAU HAE
AFE-3to] insulin® W5 Alg] o) o] sjAle] gtk A AFY 5~10% AEE FAE ]} o] FFo]
HE 2497 B} nsulin® @57) 938 FAZ metformin® thiazolidinediones (TZDs)7F AH&-E T},

Ol

Hyperandrogenism PCOS &zl A 22 E 3dtolot sl 548 T4 F 3fttolrh. ol YaolA androgen
ol to] Fo}stA AAE7] wFEoln, o] T 7+3-dl SHBGH ZAEBIA| &2 free form®] biologic activityE LFEFH
t}, PCOS Aol M+ hyperinsulinemia® 18| 7oA SHBGS] A4dol <jAlx|o] SHBGo] wi-¢ Wt} webA
PCOS 3A}ol A hyperandorgenisme A 838H= Wi o2 @ P4 T 4 & dAAY, @ SHBGE 371
ANZIAY, @ B2 ZA oA To| ¥ 733 androgenic activity® 7= dihydrotestosterone (DHT)2.2 A EH-E 4|
SHAY, @ 22X androgen®] &5 abehahis Wie] H8" 4 Qo

FH:t e cocg Ao AR 4 9lrh COCZ hirsutism¥ acned NAAZA + & wih oz}
FHEQ AY® G5 = i ofFe] Atk coCol Tl Ui estogen A2 LHO EBH|E A3,
oA ¢ androgen ABA& A7 3, A SHBGY A& F7HAA TS biologic activityS A 3HA71Th
Acnet= COCE 2708 Y= ARS8 FobA) AUt hinutisme 6719 04 Abgstolof a7t vhehbs 9~1270€
21851998 o) &3t P S-gestekar g olmf CcOC A2 FHFE o] d progestin 4TS al#fste] AA
st o] £tk 2F U2 COColi= estrogen A+t WA HA Fo] o progestin 3] FE metabolic
effect® A7 3Th Androgenecity”} ¥ progestin®! {+0] 31 COCE AHE-3t¥ SHBG AAlol gt estrogen®]
odgFo] 7hfE 1, ISOl% negative effecti: VEbLE webA androgenecity’t $1% progesting! norgestimatel}
desogestrelo] £0121% COCY} antiandrogenic progestinQ] drospirenone®] E0] 4= #|&©] %tk Drospirenone-
antiandrogenic effect #%} o}1]2} antimineralocorticoid effect™= 1.2™, SHBGS %7} 7] Festrogen®] actions
detA ek

Spironolactone™® 2 antiandrogen A A4 tHE (100~200 mg/day) =2 COCS HE Fo8 = it
Spironolactone®] progestatinal effect WlFol ¥4 §7H7]o] 8 (intermenstrual bleeding)ol A& + UL2H,
hyperkalemia®} hypotension?} - F-akgo] w871 A7 1 o} 1Sy HoE g} 474 geth 1
9] AF&Y)+= antiandrogen 0.2 ¥= flutamide®} cyproterone acetate (CPAY7F UA T, flutamidet™ ZHEAgo] 1o & A}
457 gron CPAY: |Fo s AREEA] 8l it} Antiandrogen® A TA|Z AFEE wi o] SHA7} et
S AU dal F9 dolol Al o AdskE xe)d - S TR barrier methodt} COCE o] &3t HYS 3%
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Finasteride:= T= DHTE ¥H3A)7]= £4¢] type 2 5-0 reductase®] competitive inhibitor®] T}, &} %} pilosebaceous
unitd]] F2 2H83H= A2 type 1 S5-a reductaseZ finasteride™ hirsutism 2| E0+= H2 a37} glE Aoz o4y
2 Aot

Facial hirsutism®l] A&-5] eflornithine (Vaniqa) cream< 35| ornithine decarboxylase® 2|73 xbed}o] cell
gowth® Alsto] HFHo2 B A £28 Fvh @77 G2 A8t anE Busta gloy 3
717E AR E el A oA F¥so] glA] Yt

Insulin 7}3}A] (insulin lowering agent, insulin sensitizing agents)™ hyperandrogenism| = OCs\} antiandrogen¥} 72
< £7%F glvha ¢ A ok

3) thAL olf2l &

Hyperinsulinemia'= PCOS H#}7]Ag] FAl 240lth pCOS Ao} 7 EF A2 A4 AR} insulindl
i) o A&A ol Atk PCOS A= HIRKY A7} Eska, Z7]¢l] IGTY type I DM©] A37]™, HDLO]
7433 LDL 2 TG7t $7F8HE dyslipidemia”} &30}, Hyperinsulinemiat= thAFEole] 8-S F7iAZ #at
oYz} hyperandrogenemia® f'3A17]=d] 45 3t} Insulin®] S7151H 7oA SHBGS Aol A31sHa,
A= biologic activity”} 1= To] 718+ Btk E3 insulin® F49] theca celld] F2-S 3t T S &2
A, A msuling ASHA7IE A& sHE R7F oA 1, AelEwo] gtk Cocrt AEaE A
AAFE 8L A3t JAT ISE A3 ZTh msuling AHA71E ABE ASEE @HI AZdAL
(lipid metabolism)oll = &7} rt. 714 &3] AME-H = insulin sensitizing agent® biguanides AlE 2] metformin?}
TZD 7€) pioglitazone¥} rosiglitazone®] AT}

(1) Metformin

Metformin2 biguanideZ type Il DM9] antiglycemic therapy®ll ©]- &5+ AZ F2 7HllA glucose A4S A
A7 E AHES do)h O 9 DR Z A A glucose utilizationS F7HAI7]AL, 7ol A] glucose uptake$} lipolysisE
ZaNF)E o] Qok? T3 FHAH o7 FAho)A steroidogenesisE FAaA7)E FHET AT PCOS TR
A metformin XIS & Z-$ AT, AAZAT (body mass index, BMI) = &2]-F% ] =2 ¥] (waisthip ratio)
Aag B, metformin AIEE IS 7iA E3E BMI 240 ©E Aoz A9sy|= g}, st A
F Zat gl 171 g the BaE Qlvh &2 PCOS #Ake] metformin X|Eol tig 13719 A+ 2
£ meta-analysis3r 23} AF, BMI, 2 waist-hip ratioo] = F&o] §l3, 5 insulinS A3}HATHE R1% 9l
th d9Hoz 1k HY @A E IS7F o] HA Frve d7 ZFHE ot aa BEAF
(non-obese) 9143l Al metforming A ATFolA FHA] insulin®} To] A3}E k= 7% Aok PCOS o
3 A metformine HF S STRTIEE Al YA dv XAl HdE SH=FE Asjof Tk

Short-acting (500, 850, 1000 mg; ¥ 3o &3 2550 mg)=} long-acting (500, 750 mg; ¥E H i &3 2000 mg)
AAZE dom, AF 500 mgollA AlFete] = F ¢ HAF F7MAIIES Pk Metformin®] F2-§0 2
diarthea, abdominal bloating, nausea 53 72 & S4do] giftolH, AlZke] AUAY &8 FojH A4
o} dHo| A= vitamin B2 Z57} 74487 = Fo) Metformin®l] 2J3F 718 A2 2222 factic acidosis©)
Metformin< renal or hepatic disease, cardiac or respiratory insufficiency, hypoxic condition, radiographic contrast agents A}
&, =g 55 e AR AE AMEA e o Btk =3 metformin® ¥ 5 lipid profiledl & £ 2
€ "A=d], LDLY TGE A8HA7]13L HDLS &3 57441200

COCE hyperandrogenism¥} A& B2 THAZIA|TE ISE o3kA) 7tk Wl COCS metforming o] &
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COC ©5 Foi9} vjud] COCY metforming W-E Fojgh Aol IS7F 27 /AT E Bart A,
Pz o] FukE ] -2 (nondiabetic) PCOS Aol A2l o]l M3 Foi= 5 = glozm Py

{2) Thiazolidinediones(TZD)

Pioglitazone™} rosiglitazone®] type I DM2] B A2 Eg] o]€5H3 & o] AFY FAlolt). ol&

2 259 1SE AN, AR A2 W (adipocyte gene expression)l] W2 v|XE Aor &
A g} o]52 AU X2 PPAR gamma F-E-H|o] agonistZ 83t F¢E VeI TZDse ¢
2835t T2 estradiol BA& FHAAZCEY A% o} metformin®]l W3l PCOSell & TZDS A7
Aot

A& PCOS X EAZ AFE TZDE troglitazone O 2, A F2] Wal= A% 1S7} 4% 11, SHBGO] 57}3}
o 08 yigal gRZE ANHEY o9 T A AHEE £33 #A7 JL® Rosiglitizone S AHEEIUE
o ISE 3718 HolAw BMIdlE Wiy} glvhs A7 BMIVE F1ee 975 ATh®™® Pioglitazone
hyperinsulinemic o3A4Jol A9t 1S9} Ae]E42¢] FoFA| L normoinsulinemic /o4& ¥zt ¢lom, T# SHBG
= hyperinsulinemic 9JAJo AT Fopx| = Agko] QAT TASH Yuj= Qloks AP0 AF SUE BT
3k 1S7F FobAl 1L, SHBGoOl 713t To| ZAsths d+E Uth® Pioglitzone AF F7H% E415a
(B3t 4.7 kg/6 months) metformin Bt} FEA] insulin} 157} o} FobHvhe W A+% Jxn” AT W3k ¢
olA g9 AX Gt ddthE SR ok’

R d oA EF lipid profiledl = rosiglitazone E.T} pioglitazone®] ¥ £ &g vjddha Budln
AT}, Pioglitazone LDLo 432 2] %AW rosiglitazone LDLE 8~16% A% S7HA7|H, 4F BF
HDLS 10% RE 7M7) 1, TG 243 pioglitazone S AHE3H 9o T E3] Yojidr] 8P

DM AAeAE TZDE AHEEHE - AlF 5717 vehde, PCos «/dolA TZD <8 AF2] W3}
7F vk AT AFE 9, HI 47 kegZhA 78T Bk 9t} o] AF F7hE subcuatneous fat¥}
water accumulation®] F71st7] WEQ AR dAA YrpIN o]F F 4~6%E FAF FFoF LHIR
2 AFAY fdol v FANAE olefd ol ARRel Felstejok g}, Pioglitazone¥} rosiglitazone
troglitazone ¥} 22 A3t hepatotoxicity= S ALZ d#HA JATL olF FAE ALY wie AlZ A AR
ol FH oz e A NE & AL Bt AUut Metformin pregnancy category B HHH, TZDE category
CE FEAYAM Al $H7] o]F growth retardation©] &-0] &alx it
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