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% & M99 9% ( polycystic ovary syndrome )
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FRA S £ (hirsutism ) ~ B~ T HEIP

(anovulation) ~ A & 14181 & & A 4& (amenorrhea) ~ R E XK B IR E o N btk & 5T 8 Ak

# % (androgens) ¥ 4842 % (Iuteining hormone ) /& 38w o

B flde Bk HAFAdL ~ BB ~ B2 AR R
Ttk T

28 Lm
ke

W AR R b AR AR BE R EBE TS A R P H SRS Fhi (hyper-

sboh o BB AL A A
BB R RS ERE LK

insulinemia) @ 3 B %38 % (hyperandrogenemia) » T GE &b yr &k E A R A I - BT
% R MEIP RE oL IR SRR I e R A F8 S kI B AR A > e iU £ 8 & (hyper-
prolactinemia) ~ JF #4125 X M LI 4 (nonclassic congenital adrend hyperplasia) ~ & ik
JIEARBE ~ b ARV R A9 9F £ 98 R E EAR B VAR ks e XoE (acromegaly ) - 74 £ % R4 H

4 Lk

RENBEREABRLOHE - AELEBTHYR
RAMALEHETHATEANREE > KE% L5
SBIPRR R B REF - MMk B EFE (insulin
Sh o I VAEIR R B AR AR -
FASE D -
ZFEFE (Hirsutism)
=i EZEMEE ( Hyperinsulinemia )

H#4+3E38 % (Hyperandrogenemia )

[

I

dan

% B VLN B IE £ T2 /F 1935 4 Stein £
Leventhal Fr#gHi - IIEEIEH AR ~ £ £IE -
NERE ~ LUK IREE 8 A Of IR % 35 100 Be i - &
REff £ Stein-Leventhal JEMZEE" - R |2 Bk

BARFERAERE TR ERG TR TR

HERABET  FEIWEDT AL E
sengitizer) T A SR PP R EE AREF

2 F24 0N E4F ( Polycystic ovary syndrome )

UNEYER & 2R AFR LS BIE ~ 3R ~ T HE
G~ F RS BRI B H A ~ I B B AL
P 50 il A m o R 1 SR B B B SR Y BRI
T e BT SHER | R AR TE R AT IH B PIRE R BR
I o ARt & ORI A P I RE - LR
Y~ NEME ~ S 2 BUBE BRI ~ B ~ I 22

BEEA e L

WAL ¢ 813 ST A BB F4IEO53 3 B E L E BB A AR
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HRLODIMAE IR o FH A MOE B 21 R 55 Fh s
b Zus » RN E REE M - M Bz BIFREE
BRI EEYE > & B 2 B U1 ELE it
TTIRER A SE RS SRR K o hETH P BBl &«
BT KK)R5~10% » "B MR R
(I 5 W5 o BIEL 1Y SIS PR3t 2 1) 1 5
IO Mk AR DN > RN EE N B T 7% R
b1 - 35 SR AL PRI X/ ) 2~8 om - S
B A N B A OB Ry R A - 8 B RE K10
FELL b oo fHASER on] 58 BRI e ) ] U 2 RS A
(thecacells) Wi A=RIw g8 L AYIA R - D) S 2E 48
[EEREERAE > LISV IE K - F 5t
I 23% 1E HRUNAY I L ARABE AT LIS IR %
FEVEGNEL® - 2 TVEONEE A B E R L —
AR U8 - PRI AR Bk (19 38 3RIG A R2 32
% % PN ELENY L EHE M o 2 B INEEEUR
P )y ANIE 4 - AR I — R FERTS] #ERY %
I3 O] REAS FH 25 F RS 1A 43w AL BT PR A3 2 5 AR
BB G| RERVER RFREL - AL Sy g - R
% B Ay R BB Ok o DUERS BEVEDNELE R
H i » — SRR RE2 B AR g ) B th /e 1
rho TR M REFH MR SR R S MHRR G RE o

LS

Bt 3% FEVEINELAE e B e MR E YA 9
WoR IR - (HH AR 5E 2 T R B RE A 38 48
i o BT IR G G kS BIEINEE - (HET#EE L
H—RFRwEREIE < 2% KN - 22—
FREEIEER 1 AURER - G R E % (hy-
perandrogenemia ) & HEGN (anovulation ) £ 4&
SR DLN kA1 AT BE AU B AR SR H AR o

REZREN - B B HIIE £V A
FIFNEL AR - (E6EY) B el 7 A M - 2k
8 (1N EECRIGIE ) FE S 3R B IR 8% ( tran-
scription ) HY# AL - (& EAINE AR 1 A i ~ %
SR B R o RS SR THPTR 18 8 A sl AL
A~ i T3 EL AR i e 36106 55 5 e TR kg5
st 1707 %) 7 6 0 4 VR OEE S SE AR T - B
EERI P AR R RS - IS 4 ML H
(B 70 W TE 2 W RIS 3R+ LUHE F7 11 mh a6 A4 R
FETEH - WCIRRI A RS 3R IR AL IR = - FZ fra IR

BRIMIE - R —ERHE % - S 5 Hilosk
T 57 W e SRR B 55 3= LU AERT I Fp A 2 08 R A5 1E
H o {5 H BR A7 BE S ifit (( impaired glucose toler-
ance ) B0 2 BUNERRIE o H Filfa #E 2 E RS 32 H
PLEYIZHE - §ESR hyperinsulinemic-euglycemic
clamp technique 21 Il %5 32 FH 1 % HE fERY 77
% M EMEE LR E - RERR ik
EEEM o Hiihw Ak Al EEHOMA -
QUICKI ~ Z2ig [k B== iR (o ) LA 2= I 7y W
B SR YR Y LE B ( G/l ratio ) » Hoep 1o K G
ratio & HLEL B H B R B ENY ik o 35 7=
I I35 20R 5 St B 24 Y ) e B R R R L
{6 <45 - QM EE A REZREPT

rei JERSs 34 ITLAE & R D B B E R =% - D
14 1R 5 & Bk 82 H (sex hormone-binding globulin,
SHBG ) » i3 B A 4N 70 14 A0 % i =2 (] B i
WO > SERK HEE SRR S SFAER" - B—F
1A+ v iR 5 SR AE T B0 P i B A ik 55 3 4=
FRT i &8 H-1 (insulin-likegrowth factor-bind-
ing protein-1, IGFBP-1) + FHEI s T UGS 5
4 IR 7-1 (insulin-likegrowth factor-1, IGF-1) £
VB o EIHEEE e IGF-1 B PNEL |- PN S A Ay
IGF-1 Zdsfiiey 1% » & MY 5m s is (i 55 HIPN 2 IR
R SR T ST M IE2 [E] BREE androstene-
dione 5 fE1E: R AVELE %0 o SRARAVAF sERER - I
% Bk U BLER AU RIR R R 2 % 0 AR
Rech IR HIE P - (HEC % » AT EEE
SRBH B > s ) O BB e SR AR HEONTH
BE IR HE G 5 SRPH BT RE & e R £ ZERY IR
RI™ o WGP HIERE AT RSN - F1F
HHREFREVIAR > HeBENEE » @EHN
g (B 1 SR IUE « MIEMR B EE &’
B E RS R EYT - & ES RGN E 2K
B o IR IR 53R FHYTE OF SR 5 3R I 7 e B 2L
R B - MR G AN 2 % B O BE .2 35 57 R
T o BEVEFRE % B RS A BT B AERE - —
i SRR 1 FRth 2 R RIS i R S FRIMAE » RS
FIHPLE E—E R piE o (HRE REPTT
—EG G L BEVEINEE » i S BRI A ARy 2
2 FUAPHER I iy L 15 27% & (15 BRI ELGE S -

WSR2 e S MR | 2 — Al 2 R
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A
SRS > MEEHLE
WET LS g B
% LI
T R

W MRS AR 1 (SHBG)
v IR R AR TS
#H-1 (IGFBP-1)

|

e R
A ez —

A D A R 1 (16F-1)

BRF FEE
N —
AR FEAR
LH 4 ibliREhsEzR S
i
* androstenedione
A i
R
A\ DHEA
+ D%\S
fi kb
11 ey $ P450c17

A A

|

5 38 52 A 2 B R i (L

B— : BE XA TS Mt R B2 o#EE - DHEAS: dehydroepiandrosterone sulfate, IGFBP-1: insulin-like growth
factor-binding protein-1, IGF-1: insulin-like growth factor-1, LH: luteining hormone, SHBG: sex hormone-bind-

ing globulin

(transmembrane) 1% FE%: i 9 (tyrosinekinase)
IR AL A AR 17 (extracellular domain )
B RS 36 il 1% & 38 M IEREE P 00 s R R 1) 5%
= i 1t ( phosphorylation ) o 148 F W31 Bk ks 7
% #5848 (insulin receptor substrate, IRS) EifT »
B S i E AR S EDR R - LR
i~ #iEivE - EOERBEMIEERSE 2 &I
e AR AVE IR B TR 2 2B IRS » F AT Hii%
Ptz il {1 ( serine phosphorylation ) Rl Grist 45 S
{EE" o

R 0 B L BRI RS2 i 8 25 1Y) o e sk e
LERR - L RIEINSEIENRE - RS H 28
2 i R e Bl 1L S MR b AR R ID B R A
458 AR {2 3% PA50c17 ( cytochrome P450c17)
Pam v o T B b AR R O Rl T Y
o st LU B E RIS I bR
FEVESR 8 2 AR - Horp a2 i S A BRER 200 [ — Py
R e SREVEINHE BEN A 55 2 30~75% 14
BHENEE® o AEWEA & G RIS E R A SR E
(UL » 18 S AR I I 2 XU T R 3 320 8
FEYENN > B LIRS 38 S0 A 2R 00 A 43 W% A e

At R BN N T 8k thdr {8 N SR g b ke
WEESR - g I T M R 1S R A o

THAS A BYERPE - FEHE (€ 32 & D 28
HELHE N BE IE 1E 37 - # G S A T R SRR A
s B8 EESR ( gonadotropin releasing hor-
mone, GnRH ) FllE 1% N & BE (e R0y 0wl » B
WS B A A S N EE 3R o 1 RESR o ub IR BN Y
SRARTREREAR (pituitary ) =S (€ EBFIEIEESE
( follicle stimulating hormone, FSH ) 4}y Al
A8 E SR W SRAR Bk o [ 1S I R
(3% By uh » MBI » PERESR W SEZR B8 >
R g 75 48 g e (i B0 0 b ™Y o F IEH HED
AUTE SR o VR P ERIRE VERE SR 0 W SR AR Er g
e FEEREE T RIS (€3 RS 77 w2k
SIEE PN o B PO o SRR SR BRI
WLE SRR > o i th R Y I e 3R 40 wh DA
AEBE Y A o PRI EFERLHAE ( granulosa cell )
W BV SR nT DARS A I 05 A SR L B
(aromatase ) AYIG 14 » I ER €% B 1SR A b Rl
R (AE —fr ) o R eT LR R 2 o0
W o LRIV HEE B A LA SRR R
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YRZE R B2
17 a - ‘ |
P450scc hydroxylase 17-OH- 17,20-lyase
Cholesterol ———3  Pregnenolone ———) DHEA Dihydrotestosterone

Pregnenolone

3 3-HSD 3/3-HSD 3/3-HSD 5 & -Reductase
17 a -
17,20-lyase 17- /)’HSD

hydroxylase
Progesterone 4} 17-OH- —) Androstene-
<7 Testosterone
dione

Progesterone

I
l Aromatase Aromatase
v
i 17- BHSD

Cortisol E
strone 4} Estradiol

113-HSD 2¢TII/J’HSD1 |

Cortisone

Sy iiol
B : INES KSR IFER 2B8E - P450scc: mitochondrial cholesterol side-chain cleavage enzyme;
3 B HSD: 3 p-hydroxysteroid dehydrogenase; 11 p HSD1: 11 B hydroxysteroid dehydrogenase type 1
17 B HSD: 17 B -hydroxysteroid dehydrogenase; DHEA: dehydroepiandrosterone

HEOIREY - W IR ELE Ay SR - T
TR ot N IS A1 ot b Tl M B 11 L 191 R 2
B/ o SR S B R L (D e o PRI R
WA BEIE W R - 38 A HE I R M ARSI
R WIS B B 2 o M HPE %A
R ERZ - M58 N AR ONGE  BE 2
Mﬁﬁ:i]%ﬁ% LI TR 3 A R > MK A AR D
HVE > B I R 3R B e R 5% o) W kD
YBEAS" » (H (R 38R L IE B K - JEE R
B R IR R R - MARR S EGE
05 DN LR B i 2 R Y (o] BRI K 0 BB
AL & 04 2R Bl g ] o (HIE SR AN EE B — 52
A B R S I 3R KNE A 3R &k - E
1F Y B JE e — 2D BRI -

DNERRYERFE - HEEE I Y » RIINES
FEVEON BLIE YO0 ZEREHIAG - o] DU At g s 14
HINELE o BRT AR iR SR e 35 1R 1 R i
PEFREESS - TRRRIERS R AR R s MI{EE S
R B 2 BEE SR e IR G o B I 0 B0 L A AR
VLR i Re o 8 SIS BE 1Y & R 0 T 2 AR
SVEIE R o Ao ZBEVE SRRV LG I S
() S2[E Bl £ androstenedione » LA iR & FARAY
dehydroepiandrosteronesulfate(DHEAS) » #% %

T4 DAL YRR B 3R T TSR I - R4l
& — PR ™ o RRIEINE &5 R R 53 - BT AT (0
& PASOCL7 iISE B R » TRONEE IR bR AY 2H[E
g ARk A thE2 2| 17-hydroxylation & 17,20-
lyase &R [ 25 B » S h =G 4 & BUE 5 % A i
14: 3% » 17 B-hydroxysteroid dehydrogenase ( 17 3
HSD ) /& ¥ androstenedione {5 52 [H B 1Y) 5 1%
AR > 2o BE VLD ELE BB LB A995 ETv A EA
FHrckc s - 1 PA50cl7 I 3 3 -hydroxysteroid de-
hydrogenase ( 3 4 HSD ) B 9514 » AL IE# A
néiHjS 10 {7 » PRIT #8032 AR % 9 T
+ RIS S2 8] B S B 5 e
IBINEE R EEEERY U - ZERZ ( cortisol )
EASHI &S o-3& 5 (5 a-reductase) & 5 /-
& JEEG I VER - gl PR AL 5 « -dihydro-
cortisol T 523G 1 45 177 I B i 7 Ak AAS
i 11 3 hydroxysteroid dehydrogenase type 2 ( 11
B HSD2) HIEH » & a4 {3 Rk B2 E B ( cor-
tisone) ( Z&E —FrR ) o RILAEREMS a-
Ji B BTG - S 7 B AR R A thfF% ’
WAEREK 11 8 HSD1 HYIG 14 LAY B2 8 I P
ARk s B I B A AR B B B REAY AU o
Stewart &2 (iS¢ IR - ST 1% N IE B ET
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PRU&H B2 RS G Fh [EE Y2 i - GEE R
B2 5 a-3RFHE GVE R o T ) R R
R o B— 710  1F KB HHARD 5 o -8 F
» o] DU S2 [ B s 0 14 B AR 5 «-dihy-
drotestosterone - KIfifNi#@% EAEARI R o 1M
Rodin ZE2EH5¢th IR » % BRI UN S E B
H 11 5 HSD1 BYiG PR RRARAY - MEE £ A E
Sl AL b Al S A=Y L S R SR D]
RERE (anlE R ) o 368 I A OIS A 8
$IEZE B 09 A3 - TR A I R Sy B B R R
FE - 8 FH B n] A R ACTH BN s
W o SETIRI GRS ARG A2 B R o (HARAE
EAS B k& o | 48 Bz RS A 228 IR e B
2 BV DN L ER E SR E T - B IRRLIT TRE 5E
2L 5 a-SEFE 5 11 8 HSD1 5 Py 22 1o fig
i ¢ B2 B 1 I0 S Al 40 0 B 2050
PRI - Hrh— /i B % BEVE D B -

BRF HERE

W2+ u] e RS KT ER (I8 B2 (6 KL IR B 2 o R
TERPERII, - HEAHRE NGRS O - &
R B PR E 1A BilAs B B ) B 1k o TESC M B
R E T I ERALSSE - RN
BB 38 -

2

2003 4 B G s MR 2 HER™ - HEALINE
TE ARSI MERS © DA HRER G RIS 5% st ey B4
PEONER 2 FLAh R - A o33 e 1 SR DT 54980 BX
TR ~ BUmACAE ~ WPLI R e ~ BRI
E AR B R 2 SR VR B FARIG A o MEATE I
SITRILE DRI (1) HRINE D S HRIN (8 L
PRI AR /D S A ) (2) HEVESR 6 el
RIERSE B AR (3) B AL &
PEINEL - HESETIRHE ~ n] Rery OF 3 iE K AH BAkE 25
i RLA & =R o

47t 7 . N [N = - AN
P R B I R s - ERR % =pct
FELON HLAE Fles B8 EE: o BEE SRPHDT B B 57 % Bk B B R BURHEE () R EL s A - B A
AWiRFE T AR R HEBR T 4170
1. A D A AE 157 WAV SR IR
2. eSS R IR (% B ~ 2 I AR
FEIE B IENE TS ) BRI SR S ERVAE R ES LT
IAE (A8 B ERE S LA ) 4R ECRE MR
3. IR A 2 BRI 5. FRHAL S R MER F A
I |
\ 4
% B LN LR
L] e

v

T E NI LKt |

ARSI 2 fEba i |

R ERR I L = A
JEE] bt

AR fEbR L e L
1 by e W 52 st

B=

W22 ~ (N Rl ARt RH ZE VLR IR 52
BB~ = s ekt

AR fERR LI e L
MR 22 P2 PR e T

- SEEINEE AEC SZEMT 24 - O BEnpH SEAER FEREAR M
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MR WARE BRI JTk o iR SRR H
KB H S OHE » 6% 75 20 18 A LU E e
IE MR PR e

MR BEEHEERENZEIE

(1) Akl Ze 8 - R & B Al R 2 SE 1 RE {7
B Rl 2 M TR B e S o RN SR oI AR 55
WEHR R R - ST AN I B e 1 SR - M
ST o] S A S GRS S ERE T o )
eI A e 1S o e 3R o (s BRI AR I
W FE AR A hd EEIE] 5- o
JEHE S Sl B SRR A BRI &
NLE » PRI E SRR IS ™ o O AR B &8 ]
WELEIE - 58 (H2 EE TR & %
6~8 Hi%4 weE Bl RS - OB R8EE %
T AN[R] A B A B i > R R4 O M SR R
%% (55 B4 3% (411 norgestimate, desogestrel, gestodene
E) 2 W EE > ROl TS SRR I TR R Y B
A % (41 norgestrel, levonorgestrel 25 ) 7 #iZ 4% -
{HL e 3 22 By T BRIR S SEFE BT ~ AU B SR
I & B FE 1 ((vascular reactivity ) B e 15 K
TEM o hm bR 2R s =5 MO i A - ] Llgk
TP W R IEAR B RS SR U - R g 2
GBS - Z R R -

(2) YLl FE 49 © cyproterone acetate &y B

&=— ST INEENYER5TV

SZ[HlBH & 5 «-dihydrotestosterone 5 F i1k 3% 5%
28 TR E B IGE L EET - Spironolac-
tone & H M HL G BAEM - & H M 100~200
mg & - BARERETIHERNER® - i
BUWED » SE B EE SE BEBmAR - R
A] eS| L I e g o A AR A - mTRE
8 R A BERR 1 L0 o BE & U AR ke 2 4
G OHE A - RIEA IR o Hth b1t =4y
®A flutamide - §f AR 2% EIEN SRR »
{H PRSP ACK » (o A2 B BRI

(3) B 73« AER I 2 TV ONSLE B -
DRSS b Rl 1% SR8 o0 3 - TS Bk IN DRe 2
W oo BRIEEE FIRMEE R G 23 - SR E
BmEAEMT

(4) KRR IE S (long-acting GnRH
agonists) : %t H AL A &F Lupron Depot 3.75mg 7
DB 2 EIE - ther sl o - #AR- I0 Sl
At o (HF % 2~3 AR A Re5E = RER - thia]
LA SR & AU ke o 2 B UL 1k SREE OF ™ o

5 S HE NN

(1) clomiphene citrate : [F]iF B 1555 i 155
B HREE P ISR I R o AR HIE 98 N e i GR
el BELER 7 & [l aEd I - dog N R RESR
WARNBEZR RIS (F R SR R RS (R Y

i 1 i s iy = S AL
WE Ligb e BICR PR HEBRIE
2.k E R FRES) R IE T
T LANF B 1 TG HHEE+ % B
2 LR R R 2T HETE
3.2F SHBG Higs g
4.5V I L BESE T 3R TEANREE
FELEONEEY) 1.5 ffE i 3R B o i B e 3R clomiphene citrate Higs e
2 s e T rFSH HHEONA 21
.U E SR T metformin
ot 2 3% b e ) LB PP M s 7 e W metformin R IE T
2R g AR A T thiazolidinediones % BAE RIRIE
HBRE R T
HfErE 1.5 -3 B H5 7 cyproterone % B

2 RN Z At &

spironolactone FEIE
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gy o HEHRDNEE #E F A BE - PRI R Ry ET RE
TE% - AR [EIRG BR AETR B 5 TR 52 Il 3
TABEREIR L » AT A RSIR 58 3~7 K o E#HES
K ERARM clomiphene citrate 50mg - ik #E %k
f > nI I EE R £ 5K 100~200 mg © if AT
—{E A BTG RUER B EREIR » 5 B TSRV R - JE
37 P R e o iR R A L o

(2) ERE (R - 7 clomiphenecitrate 5% 2
Ry o AT IR A R 2 MEIEE % ( recombinant
FSH, rFSH ) - a] 2 H #8156 3 REA M4 TR Mk
BF150IUrFSH » RGN 751U 2 rFSH » JE#EE
T 3~7 K o 3 i — 2 (estradiol ) Fi FERE
16 BT R S HERT R S B - AL
A7 &+ human chorionic gonadotrophin 10,000 IU -
FERIOHFEIER 3 M - M0 Mt aau kg - O
SELE PR SOE (R FLIE T Bk et ™ o

H#SE DI 35S

B VERYEIN - OISR IL I Ao A 2R B v
B TEAESAELSEER FREAE R R
BE b2 o3 WhEA LABU E B HA R % » F T =N
b 2R M R 1 e SR RISV BRER FnTEE
AR ~ ARARAIEAEFE M - FEA
HES = O <2 MUAE VR =4 1) B ) R 1T R e SR T
{7 - 4 T HENEE A H 2T E MR RN
LT o S BEVLONEE BB TR T P B
BEARLE IE W A iy » R 2 T3 AR A AR et L - R
PR — L R AR (T o] SR AR I 35 R
VETENBEYIH B - BFsCER™ » % B
HLER IR 204 medroxy-progesterone » 6 LI
il R E 38 157 W LUK B KRB SR AR B (BAS
GEEPEIN o JEER ISR &R0 O Ak 72 26 - 11
BRERIVIEA N o E T RN R R v SR A
& s o] LUNEIT B NN A o R MTE
177 O] R R 2 BRI DN ELE AOME O -

BRER TR VHIIE =2+

FRAbE 1 B S DRI AR TN ~ AR ~
I 3R EL 470 527 ) L B 142 9 5 ML P
B A BB S 2004 4F 73 SEATRN 2 @8
SRR - B T S I A 96

BRF HERE

BE o e A BCHHEAARRER 2 B9 - i p
2006 F FEFT#r A PIERFEYE « DL N 125 HAF L
JHELE 3TEE3IALL | o BIof 22 (AHEMREE : (1)
REEDAOAE - FEEE =90 A% - 41E=80 &v
57 5 (2) MEAMR s - Wk R = 130 mmHg X &T5R
FE=85 mmHg ; ( 3) Z=ME bR & - 225 b
6 =100 mg/dL  (4) —EEH mEERS - TG=
150 mg/dL 5 ( 5) =% e 8 EINE A B R X
HDL 5 {:<40mg/dL - Z714 <50 mg/dL -

(R E R VAL O R IS R - &
TR SHIA P Rt e g s Mg - (1) m%E
AN RZHIME DI RESE ¥ - I AR BE TR K - BlY
I 5 (2) M hmm R it & F1 VAR 1 b )
-1 ( plasminogen activator inhibitor-1, PAI-1) &
#hAtE &5 (/5 ( fibronogen ) - ifii 8/ Vit 35 VA %
(fibrinolysis) AYTHEE » HEHIAIT I ARIK B8 B (i X 1
WREEE s (3) MEhnmeE wE: - EEE R
(4) F+ & C- i 8 [ ( C-reactive protein, CRP) ~
FH¥T3% (resistin) ~ fififed 2 SLIKI 1 o (tumor necro-
sis factor- &, TNF- « ) ~ #ERIH -6 ( inter-
leukin-6, IL-6) ~ % I #i=& 5 (angiotensinogen )
B35 (leptin) S5 HHAE SR IR - E ek R HeE ik
HE B 1 58 I JE - 38 SL R 45 &) S Bl s IR
BB IR o

% FEVE P BLAEEE (CAE Ik B 3 H RISk R
AT FEORREREM A A TR HR » 15 2 S e A A
SIS B 2 2 RO Y % & FRIE G 0 - 1B 5%
A s SR th o M PR RO I R TR MR - IS -
g 25 7)1 FPH 22 1k MEIR 22 2 4E ( obstructive
sleep apnea ) fUEEES o IAE MG BUR A {#
FAZ2 o e O35 IS, 558 [URR B TR KK L ke
FURRL o o] DIckZ R m SR -

Metformin £ biguanide 8%y - i FiH 5
(1) [ 5 M Fo 2 — o Metformin == T/E I (7 3h
J7E I Mk > EC A T e 5 T Wik Ay =T WE 4= ( he-
patic gluconeogenesis ) » J8) HT i 7% 4 11 Bl
( hepatic glucose production ) © L €r {{e 3 15 FH %
S s IR - LISk RS R RS - EIT B
R ImME R o FR RS SRR A o At - metformin BX
o IR AR - B EE A RAT - B E o B
5 Mg ™ » 2 BILINHEIE BE T met-
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formin T (RIRE R IR - BUREENE RIRE
21% - PR G B VB EI RS o T e
HE&E A EIEEE - 50% 1B & cE AR A
FRARE - &4 metformin £l clomiphene »
75 S5 HE P AN 8 R L B85 18 1 clomiphene £ (% ©
Thiazolidinediones ( TZD ) HuifiH FA&
rosiglitazone ( avandia) #lI pioglitazone ( actos) KA
T o 37 iG LA 2 fHAsk R A L AErg JE RS b
= o5 7 ( peroxisome proliferator-activated receptor,
PPAR- 7 ) » 7k 3 A R 5 3R AVRUR . »
B RS A EhE - thol I B g 25 -
% FE 1 P E B A IR TZD $RZEY) n] LIE IR S
FRURE - WBIRE 5 MR TIRE ~ BRHE PAI-1
VR~ M SR A BR B A R LA R o
PE58 %™ o I metformin A3 [alfY & - TZD A&
BUEE ~ lRITEE IR ARG % - 2
L EVEVIRTERE » BRI 2k 8 7 2k - e
REHNZE A L) ( somatostatin analogs ) @ &
T8 TR0 R 55 SR RO 2 - RN SR 2 AR T
GBI S - —EE A 14 (gL E AL
IR REGR ~ SR~ AR B R
TRl FER 1 o7 o > L SRR SRS 3R S R SR
W E® - (HES R FRAN N PEEIRE =5
w0 PR A IE AR ERIR |- o Octreotide & 25—
(A AH 5% 2R Ry B2 D R AR LY - PR R n]
80-110 773 ## » TR RIS 3K o HFFERUR™ » 8
7 K #%F octreotide 1% 5855 » AILACZ 4R 095
WAIEE - ] LI EERE e 3R ~ IGF-1 R el 3Ry
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The clinical features of polycystic ovary syndrome (PCOS) include hirsutism, ache, amenorrhea, anovula-
tory infertility and recurrent miscarriages. The endocrine features include elevated androgens and luteinizing hor-
mone levels. The metabolic aspects of this syndrome include hyperinsulinemia, obesity, lipid abnormalities and
an increased risk for type 2 diabetes mellitus. In PCOS, hyperinsulinemic insulin resistance plays a pathogenic
role, that augments androgen production. Diagnostic criteria for PCOS are hyperandrogenism and ovulatory dys-
function with the exclusion of specific disorders, such as hyperprolactinemia, nonclassic congenital adrenal hy-
perplasia, Cushing's syndrome, androgen-secreting neoplasm and acromegaly. Therapeutic considerations fo-
cus on the management of menstrual irregularities and hyperandrogenemia. Insulin sensitizer treatment has been
associated with a reduction in serum androgen and insulin concentration, and with an improvement of ovulation
and fertility. Lifestyle modification with weight reduction has proven beneficial and pharmacological therapy with
insulin-sensitizing agents has potential benefit in the treatment of the comorbidities in women with PCOS. (J
Intern Med Taiwan 2007; 18: 78-87 )
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