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1. BU®IC

% BN IR B ERE (PCOS) (X PRINRE &, JP L% 3%
fafgB L7 ¥ Fury vl e £ e L, Adndin
ZHEDI0%FEEICEO LN LEETH L. AIEDFAEIC
A Y2 YR E QWA RE DS 5 Z
EBHMOSNTWED, WELEZOHRIZPISNITEIRT
Wi\, ZORBICEAERTE DY, TIYTAT
R % R A BENWD R, T Y Fu sl
HRWBEETH L e HEIhTws [1].

AR, AT uAq FIEIIBWT, fERofEFrlle
ERbY A7 ux b7 7 - Bt (GC-MS)
R u< b T 7 5 T AEESH (LC-MS/
MS) 7 EOEESHENHIE S 7z, PCOS BHITH
WTH IS ZHWZER ThI, Bz My
ENTW5. AIFTIE, PCOSHEEL L VIEERZEDT
YRurYERECBTARED MYy 7 T A.

2. BB LUVBIBOT7Y ROFUELEIZDONT

HERHAE R KEIC B BT ¥ N a Ay v o T
i, JREELRIECTH S [2]. UPE CIEIIEAIIL S #E 1R
fbRVE ORI EZICT v Fayr s &EkEs s, —
75 B BT MR 12 B W T dehydroepiandrosterone %
FLTHrT7yFurypEESNSE. CRLERICBY
THASNT7 v Fuasr ik, e LTI BRI
Joo7a< s —FilLoTIT A MO Fr Uy~ EEHBRIN
5.

CHETOMIEICL ST, PCOSHT ¥ Fuar g
WIZIRE K E LS FGTHZ NP S LR 572 Ro-
senfield 51X PCOS BB = &L T v Fu sy VMEED K
2% L C gonadotropin releasing hormone 3 & U cor-
ticotropin releasing hormone & #j Bk % T\, 7 ¥ F
Oy EAEICBTAINEBLORIEOFS 2R L2
[3]. ZO#E, 7¥FaryBREERED58% TR
WXBIFAT v Fay B EAPHERI N —H,25%

EREBEEERRE > 2 — MR 2 FRRHEE

Tk M, AR Ei

DREBITIFINET > Fuar Y EBEEEZ LD L VWEIE O
w7 v var vEEFRD STz MoREIC L S
PCOS EZ MR E L7-WIROMRDFAMTH D, Vi
L PCOSIZBITLMET >~ Fasr ITEIZIEICH
kL, 2~3HBEOEHIIBVTAETOT Y Py
VBREBAELLZLERBELTS [4].

R To7 ¥ Fua ¥y viEERE [cholesterol—
pregnenolone—~DHEA—androstenedione (A 4 A) —testos-
terone (T)] 2B\ T, cholesterol 7 5A4A F THOH
BB X Wb b, — ) CHREMIICIE T O
XY —ERFEL Bz, wEMRTERINLET v
Far sy CThHHrA4AR TIIRER 288 L%, H
RN C estrone % estradiol 2 KD T A b s U AE
#axns [5].

PCOS HH DU KM OWZEA 5, FBEHITL DB
RERFENRT ¥ Fur VRfIREBICE S35 2 &2 &
LT\ 5. Nelson & 13903 DB OB 22 F B % 4T
WV, PCOS HEHE DRIEMNIE TIX CYPIIAIB X UFCYP
17AIO mRNADOFEBRMBTTHEL TnE L, BXUZ
L5 I § 5 progesterone, 17-OH progesterone, T ®
EAEDPITLEL TwL I e E2HE L [6]. —H, A4A
TIZEM Y % % CTdH 517-hydroxysteroid dehy-
drogenase (178HSD) X, PCOSEHE D7 » Fu 7 v
FEAEICEEREZE5 2 VI e ERZ [7]. L
L oREFE L D Nelson 5ix, PCOSEHIZBIT L TOM
FIZA4A % T2 517BHSD OB D TTH#C
£5b0TIERL, AMARED T ORIBEDOER O
RTHBLEMOT TS,

3. BEMMEICELZXFTO1 NEIE

7y raryoBREIRED PCOS D FEEHRETH S
ZEEHATH LY, BROBBICBw Ty Fary
WROBHRIINEETH L. EELRMESO 12, ik
BT A2MERT v Fayr v oEBEMIW L TH
. MEFWT 2 Fayr vk, %< oRa i
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1 HHMOBLUETHRMNT L KOS EERE (XH10 graphical abstract £ V5|8, —3ReR)
RO NTVWBHHAMNT > FOF UEERIRICMZ, BF, FHEMNT L FOF EERKE LT ando-
stanedione mediated pathway & backdoor pathway #FI5h 3 LS ICh -7/ FEFHEMT7L KOSV EE
#2513 testosterone # NS FICH{ZBMRAL 7 > KO4 > TH 5 dihydrotestosterone (DHT) #E4E T 3.

/i total T B & UF sex hormone-binding globulin % il &
THIELIWXLDBHSNS, L2 Lol TiRE
EHEICHARTR S, RIEBAIRE LI ORI %
WETHOIIT#E S v, B4, HEOTEZ vz
HHAT O FOREITTLNS LI X% -7z GC-MS
2 LC-MS/MS EFENn 5 2 b0 FiL, fEkidicit
LTEHWEFEEEELZFLTBY, MEEHMNT 5 A
T4 FOREISHPIYD e v ) e ET
5.

Stener-Victorin 5 137444 ® PCOS % L 314D 1% A
BEMENRIZ, =X bary, 7rrury, BLO
ZOHERE L S IR EY ZME Lz [8]. £
R, PCOS BETIZIEH LML LT, MEFRDZL <
DA TEA FB I 20K, REHYORENHEE
WZEETH o7z, Lh LE#ES & O body-mass index %
EZR L 72 0HOLERFN TIX, PCOS DA - JEHR
BT 9 2 D1t estrone & free TOATH o 72, %
72, TNHD9H B estrone 28 & §) 5EWV PCOS D) R 7 A
F T Y, receiver-operating characteristic analysis (2
BT estrone 75 PCOS DB W2 351 5 FEIE - R
PEN T —F Keefe 513 PCOS & B X O IEH
A2 W RIZ, 7~ Fa 4 & progesterone O Il

i 129 W T LC-MS/MS B & UF radioimmunoassay
(RIA) TOMEMZRBK L [9]. TOHEE, RIAT
OWEMIZ VT LC-MS/MS 2 AW 7-llE L ) b
B, BRI E ORI B W TR EUS D & i
K ZTFLZEPHLNER ST 41, GC-MS % LC-
MS/MSIZE B X704 FoFELRMNEICL ), PCOS
DFBWIARRIMEE~ — 5 —HBHL 2% LS
b, ZDDIIE, 5HE BICEHRR AN THIE 217V,
T RERTAHAIENLETHS.

4. FFEBHNT L ROT CEERRE

JAE, M BIOMBOAEYIIBWT, fERmSLTY
LI REER (A4, ASHRES) L3R LEDH LT v
Fazr s AR E Sz, 2 s oIl MLaY Rk
T, TZNETIRDMBAIRT ¥ Fay v THh b dihy-
drotestosterone (DHT) » A SN 5. Z OIEd HAYHE
#121ZA 4 A %5 androstanedione % #%H L ¢ DHT #% &
#:§ % androstanedione mediated pathway %°, Ji&EH15H
IBOIV LB B % backdoor pathway (pregnenolone
—17-OH allopregnanolone—androsterone—DHT) #»'&
Fhs (B1) [5 10]. wEAFEHESIE, IEHHRELME
BXUPCOSHEEZMNRIZ, ThO5DIERRBT >~ F
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Oy UEARKL GO AT e A FAHEY % LC-MS
/MS TllE L7z [11]. 2HMoOREB LKA T O A
FHOBRIZOWTIREHERT 217, &# Lo 7o
4 FIREOME LR L. ZosE, 1% AR
BT DHT 28 Hufkits L oRiBi A 594 FTHAHETD
A BT, EHMAREICE T SRR TH % andro-
stanedione B X U" androstanediol & A9 % Z & A3 W
H &M 7. & 512 androstanedione & androstanediol i,
KT MR Lo Taf FEARICHBALL. 2o
FEEIE, IEW AR Wl AR & JE
B L BT NTW BT EERET S, —JTPCOS
BE T, IEW AL L iR L C T, androstanedione,
androstanediol D\ EETH - 7245, DHT & OH
BICEHLTRETHAHHETL2OATH 72, 2O
i, PCOSEHEDT v FuZ VEEIREOEIZE W
T MRS EE R EE 2, b R E I wi )
MakETthsr iRy, X HI2POCSHEE TIXIE
HWHARLME B L TEAT A FOMBEABERTHN 2
Eno, WHHB X OIEH RO NG v AN E
PEHETHIEPRBEEINS. L7z22- T, PCOSEBH
BV, KRG EHTHL L LRI, A7
A PRy -5/ THL EHMENS.

5. BH)IC

BRONEE WA VEVIEICL Y, ek
WL TEWRRNE L EETT ¥ Far v ol Ed el
otz ThIZX > TPCOSEETRERD AT A
FREAERBE AN LT ¥ Fayr VB OREIEER S
52k, EnICATOA P Y — VIERI M 22528
HLZEDVPHL N E R ST S ZBOBREENGE
L72MEHc X 0, PCOS OB A2~ — & — 2%
MeEshd e Mirshs.
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