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Ak 7 - At AAteloh AFEEAH Y| Y2 FAuERl= 5 220 vkg-sto] FAlu) g
9 FHEE= A 3EECEA, A HolA HAEAHE oAEES] AAEE JTS Tt} A-EA
Ut 22 1) = Y Al FASEE, AHY FARBES, FAVI R T ofe #4104 13
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QreAEY el o] et oy U Lk WIS 918 AAA BAnAE St BE BrphEe
HIARAE Tefste] “QhERAHMUE W DHEA 5 £99510]5 ‘4 91918) e gheh o] =0) A
A egatech. 2998l o)2/l&E LA Aslo] AAR W AR} 22], AT Al
a}) 291, AskzALolak} 20, A 7|utefst 19], & 79102 TAskAct,

3 57h0] o B SR AEMTe A QoA 2 AT Fa A8 A4 HTE A
Z(Congenital Adrenal Hyperplasia, CAH) ¥ thd4 d43FHPolycystic Ovary Syndrome,
PCOS) (9J4]) EAE skl oH, 1 HFHAR= HS U, g tddse] ot CAH= 17-
SlO|EEA| T2 AAHE(17 hydroxyprogesterone 17-OHP), FE&, FAloAAZs=2E
(adrenocorticotropic hormone, ACTH) AAF 508 AA5191, PCOSE A3etd S E& Qe
A HAHE HAEAHE 5)& Fstltt. 2aHaE= P aadS glsielon, g 4
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AR} T oS 9 R8-S X EE, Gy ATgEA, vlugAeke] A, AsHIAD) T
w4, maTo)o] JHANFRYE ) AEZ F7I5Ict,
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TEHL AAZES Efj2 9] 37](Ovid-MEDLINE, Ovid-EMBASE, EBM Reviews-Cochrane
Central Register of Controlled Trials), =4 37l(KoreaMed, gH+9Jsh=1d|o]E{Ho]A(KMbase),
=SS HU(RISS) Hlol e Ho] Ao A AASIATHES A 2024. 7. 25.).

E AdHE A9 HEHY Bk Quality assessment of diagnostic accuracy studies-2
(QUADAS-2)E AR&SHRITE ARo] g3t Am s A4S E85) ARE FE5to], AL =E 2x 2
= AAStAL, FZ EAo] 7heRt Ae- HEREAE S5kt BE 12 279 BURAPE S-HA o
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A7 FAITE4S(CAH) ¥ At 2304 Hastgiet, Aegehd 1HA AXSHAL, H
AY CAHSF Agdzs o] ot A 2ife Ad==2HHY2L2 U4% 100%, S0l
97%, Bl HARRI 17-OHP+= Y 100%, Eol% 98%= HILE| et T FA51e ¢ v]ady CAH
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f(]ilﬂ"g‘ EI’IE:IE]O o 75:‘1]"15 ll:iioﬂ/\—] Ei—a‘l_cﬂq_ 21‘—}|\J]’§]‘_’§_£\_ %(21 hydroxylase
deficiency, 21-OHD) 49l S|4 AT ZEFF=E|H0|=(oral glucocorticoid, OGS} A&
A 3|5} sfo] ERFE|<E FQ)(continuous subcutaneous hydrocortisone infusion) A& Al, t=
EAHYTLRL T2 AARRL §ASH At o2 OG A& E9to)] Z%7} ¢ &9kon, BANANZE
ZR(ACTH)THS] 232 0,682 H I

>~

tha A daSIETH(PCOS) A= 17HoA Harstylon, Jegehd e o= AARt -8 AAE U
o] HESIST. T AHAolA Boleta b= 27dS ¥ PCOS T_X]% Azt A Adsh=
o] A2 15HY] AolA Hstoal, JFEZAHVY22] 2Tge4dE 9T 39.8-91%, &
Ol 44.6.-90.7%, =+A5hH2(Area under the curve, AUC) 3t 0.63-0.957°2.2 H1s}9itt 2
Aokl tegdl HlwgAe] AgEgS F HAEAEE(Total Testosterone, TT) THE
70-92.9%, E°l% 59-82.9%, AUCHL 0.684-0.939, 78] BIAEAHIES YT 62-91%, E°|%
74.1-89%, AUCZ 0.837-0.954, DHEA-S (Dehydroepiandrosterone-sulfate)« H#= 50-91%,
Eol% 22.2-79%, AUCH: 0.502-0.775, 8] JF==24 X HE(Free Androgen Index, FAD= 97T
70-90%, E°]% 70.5-95.7%, AUCH! 0.79-0.951, FAFJS2=(Luteinizing Hormone, LH)< 1
B 35%, 77.3%, E°l% 61.1%, AUCH 0.62-0.897, HEA=ET=E(Follicle Stimulating
Hormone, FSH)2 Y% 65.9%, E°]% 66.3%, AUCE 0.699, LH/FSHE W 41-67.4%, £°]
T 67.4, 68.5%, AUCEE 0.638-0.980, As2R2A%F=ZETU(Sex Hormone Binding Globulin,
SHBG)Z T = 27.3-67.7%, E°]% 61-80%, AUCEE 0.29-0.765%2 XI5}t

2

Akt
TS

o=

S ANRA AWHIL GHoI Bustch 18E A hRES] AolH PCOSE
ool 7t A XS APHo R AgH ARt FER ARG Lesto] HEAA Ao 1
PNV Aow st

Ay 3te] AL 1HoA Hstd o, A7, A A%FA4(Body mass index, BM)E E4o}%S
UEZAHUYYR A7 22 9ol thdd daseat 2% Wgte] dAx/do] 1t Odds ratio
(OR)=5.75, 95% A2 77K Confidence interval, CI) 3.74-8.84, p<0.05).

ott g2 AH YLy} SR B wAARe] AAAL 3HoA B 5kgith 28-S TT, FAI, DHEA-S, LHe}

Roje A4S Bagon] 1 9 THolAE AER AT A A Ei o ool
RAAZ Bolx) vt Husiec
ZE Y HA

Y= &Y 2AUINAE HAY TALFHF L thd GAZET (SH)BANA ez
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AREA oA qE, @A A FAIMF PSS ADsh= Hl 2lof 17-0OHP, ZEl&, ACTH 59 7IE& AAE
dAlskE AARE obdeh o ebd oz S-EEH, Aeke] Al {13 (subtype)S AE5H=T 783t
ool At TS, /ol 17-OHP AAL 23} F/ o= 21-4tskas A4 -4 FARF 0] 9
HE= AAore] g AH|zolE Sijta AANYBEZ-EAFEA)7H AREEAL 9lor, o] HAlll= <t
EzagY 2ol 2okl He AT o, JIE2AH YL HAks AW FAHEAES AdE Exs
<H Y= )7t Tkl B AH.

o dage A uigt AA 2dE 23, A9 e dA thdA dasITe] BE
At 710l Aekery at=2 @S (hyperandrogenism) ZR10] E9FE0] 9loH, FERAH L2
of Asfeta] JIJERATFTS SRIske AR T stH=EA I A2 AT & e sEolE2 o
A GAaSIT IJERAES A BEshat Al AR 7St ot 2 =4 o
FRRAGONN = T HFaTTd Ak A] Astehs] IRIE2AES B7HE A5l & HAELH 2R
2 HIAEAHE(RE dERA Ag e 1AH R ARgSke AE HalstH, ol A7 35St
A B 75 ERAHUY R HARE 6= stal 1AL, AA HREE Eol7] As) RS
&

Ag3HE A AL Y A WA Wast Yk A sk

20254 127} 91 27)& A9 2025. 2. 14.)% SFERAEICL Ao ofjs] Tt Zo] 4le]
soict

27l sl dET wdEe] 27 =0l B4 o= A sigdAT 71Ed A tiAIEAr

7t ohjet 4e Teislsick

olel|, |5 1EAH U I eH T B TA % 1 9 WRIE 53 FPHoR T8
SIS W, S PPN ARY FARIEF, chdH BASFE QB Ag R U B
o3 Ba0z SERAML A AHES R ATF 0= Aelshalrt.

z20]

e Adute, AHY RAAGHF, chdy daFHR, bEy, Tk

Androstenedione, Congenital Adrenal Hyperplasia, Polycystic Ovary Syndrome, Safety,

Effectiveness
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SELIEERIE
ott 2 AH|Y|Y2(androstenedione)& MA7|THdA = 13HoA THE0]A]

o
o
C Hgarog AFaHEo|
Z3}

€ SHEOI= il

ot o] 329 Frrt Aoty F52 49 #4171 ol ded toftt Ao 9= €
o, tiaadl ¥ dekow A FANYGSH thdA dageaol Al Axg 74
g5 Al oA ZEEo] A= ol BaEY So= ot A s Ao
A, oA HASEAE 7M7) ogolM &3] e Uidh] dee s, wizbgolst oA B e
BEE FAVE BoAle AYERAESO] FHHEHY. dEEAHYYZ A EAS ol8dto] =
22HYYZS S48k AARE, 99| AdE HEs 1y Aaikss LY o=t ARSHY
A AAEoA = vF = AREAL i

2 W1 990 197 A8 ARSI, 5 71 ALlolA SR BAE QT BAE B
shoick, 41704 BATRZol A 7|29 17-OHP, FElE, ACTH dAISH 3 ehe 2 Aet) e
AAE B2A 0% A8H) B AR §3E TEsHE B $-85h, thd dASTZAE 1%
ceAgEe slshs Aokt 74 % s StmeAHUHe Ak Bvbdolt,
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1. H7HHZ8
ol 2 AH|Y|Y-2(androstenedione, AD) FAITZAR=5 2 2of Hl-3slo] FAm oA AYA],
BH|EE= A SEE02A4, A Y HIAEAHE 9 AEZES] MIEHE 1] E= ZHo| mat
TSI, A FATEES, FAV R4 & ohdsh FAl oA e} A 29 dhagof Hojsit.
7 e2 @52 =AU S 225 S7sto] B4l 2y s ek 7 sk AAE,
H7H =7 =Y =7 o]l 2001E 9] vHlF 2 SA = o] AR Fof Tt

H|Fo] 9 57|&9] 94 o] &3 S5t ZAE rish | Yot & 712 F BYE S 5o HE7}
FAZ T2, 5 719 kA 12} 202449 A6zt Q87|%
AE7FSIUEI(24.6,14 )14 AP AZA 2 491915] Tl that Alele whm AE7hE sttt

1.1 7ty 2=7l= 7L

Al 350 F2EFAH Ro|E T2l SFIT2EFO|=(Y, FEE), A I=E|Fol=(7,

L AHE), FA JIEZAETA| (], Hoto| =20 Ht=2 AHZ(Dehydroepiandrosterone, DH

EA)E AT 37372 e 70|S0 45 F2ETo|Sk So] #4841 o A-g3te, B
Aol G4 Aol elshal cherek Al AEe A kS-S Ui, BAIIE R A ATA S A4
BEEAGEOA H(sex) A0S TR0 A The =R S ALERA GRS

&ofl 2-&5ttt. FAld Heke | 7] ZEE|FAHR0|E S22 F Shu e Tl oY 2 EE
A3 = AYS 5= gt 322 AE2 744 UliH]Ad Aoy aaol st HolpA| S
FAlutof ofsf) WAk, T2 Q)2 T8 kAU A WRBIA (0] A FAN AR = 2R
ZZ)OA FAO A= 22 (adrenocorticotropic hormone, ACTH) AR S7HA7|&= £%F

[e)
= SFIIAEEICIE, G F2E|Fo|E, FAl k= AFA|Y] PikE STV FAE A
=]



NEC ol=R AL

cYp 11Al
17-OH |
CYP 17 ICYP 1y
Pregnenolone — Pregnenolone — DHEA
3[3 HSDl ....... J |
3B HSD Riiieh SN :
g l 17-OH 3pHSD ArDr’?atase
Progesterone wﬁ Progesterone —»‘ Androstendione '—" Estrone ‘
cyp 211 cvp21) : 17B HSD | l
| 1= Aromatase
Deoxycortisone Deoxycortlsol ‘ Testosterone ; Estradiol ‘
CYP 11B1 l 17l3 HSD l
Corticosterone Cortlsol
CcYp 11321
Aldosterone
Mineralocorticoids Glucocorticoids Sex steroids
Adrenal cortex Gonads

T2 1.1 BAIES220| MA 11N

(&A: https://emedicine.medscape.com/article/2086413-overview#a4)

1.1.2 QIEZAHHC|2

NAEE] 14%“‘ °]"4(Nunes et al. 2022). §i4 E=g% ‘ﬁﬂ OP_E—‘: /\EﬂLﬂﬂ% éxé% -.Jhﬂr

Y2475 (gonadal function) ® 2HZ0|E S =2 F3Hd AHS FrFoket ARSI £3, 9%t
A5 Hol= YEH|de thddaSE SR A A oA F83 AR ;oI E9],
¥ A (classical) 2 HAE(non-classical) AAAG FA FFAHZT 5 275 (premature

adrenarche)¥} Z-2 71T 2 AIFZ Z5.51o0] Q= Ao} 3kx19] Atk 2 U EY A], AH|E2o|E 34
ol B7HE HARNTHWei et al., 2022).



1.1.1 AQ%H|

roll
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ez AHMTE AXo] AGEE 4l AAAA o] et | AlEolekEerd el
SRS Thee] G 1.1)3 2k,

H 1.1 I AZAZEX 517t

_ = 7 Hl_'i; e
HES =2 ey ERMSE3) PEES

[E53] SN -EMUSEZTME HAL Al
Al.E_r oix-l I;I oiII-(0|9rE EDTA o E"Er
of| T E')Oﬂ)ﬁ

ADVIA Centaur K[IASIA|L ALl £=2 OtE 2 AH|4|C|2(androstenedione)s

androstenedione WNES) 22-41163 J11070.01 (2) ST MO K2t5I0f

—\T SE2o0o L T 1TTmod— oo
(ANDRO) (2022.02.28.) o1 2 iandrogan)ol THeE! S

SOt =85S e MIQTITAISY

Rz A I 20HET 4T -G
E'%'EE&. AM2AE(liquid
3200MD Mg AL A chromatography-tandem mass

(SCT?@SP/%S Oflo[HJAfO[  15-7945 101140.01 (1) SPectrometry (LC/MS/MS)
ATEOKR) (2015.04.20) : Systems)O =2 HQXIHS 2x0z
System OIHZEE A0x HHE 0|23} 2
FeAA ZH o E?:.*EKH U 27 ks
R7| sigtEs AlHol=0 A

SA: AFFERIIA. 25717] MY FH|o]A|

rOII
ot

1.2 LS| H X ARSI

AR P& BE0] b= A2 2001 ¥lo] ¥EolR SR o}, AV Higel=
ATk R, 21U Y 4 A1 U3 ekl s 22l 11
201640] 419]2714 8712 o} Qs S 7|4 AUk, E R AT L ANE
5 51152 S0l ek, ol 201041 “AH|E0]E B I §UR- e (SIS0
HYIE D3505) ehe AR AR Fof FEo SAIE L

AN ISR A4 B W90 ARHHLF TSRS 54 A Tt 2ot
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ZOHIE=2E2 SXY $1&H (2024 14T

r'E[L
fod

=
T

AL

Y7t

A
Ha

S (§)**

@)

(88)

=350

=371

=374

L+-695

D3710
D371

D3740

F6951

F6952

F6953

F6954

F6955

F0951

M1 AN gM=
(LH2HIEITHAL)
(8L
AHZ0|ESIEE Steroid Metabolite
7t SEE-HHISH(EY)

Lt FUHAHAED)

g|=
1o

Q'E
i)

e
1
o
oY
>
_o'y

ot ZR0l= 177.16%2 MH

ol
1

F. SOl WHOD ZAR Z20= 180.11HS MY

HMS22[PULY-ZZEN]|(HZ) Gonadal Hormone
7t HAEAHZ Testosterone

J ol AA| S0 23t 7E, EH20| T

0%
olo

(LIRH7 |5 ZAT)
IE 2 2E s A
7t AIERESER RE|S==0]| ofet
=olrA-RAIIES 71 AL Pituitary Adrenal
Axis Function Test by CRH Stimulation
7 ACHT ¥ Cortisolg 63 55 A AT
Lt SAIEXNSS 20 Qg K& SALE XN=ZA!

Continuous Pituitary Adrenal Axis Function Test
by ACTH Stimulation

(1) AH 17-0OHCS Y Creatinine &%
= 24M7F AH 17-OHCS 2 Creatinine2 43 &8
Al APERICE
(2) &4 Cortisol &4
> Y IEIES 43 Y Al AEeITt
Ot SAIEN=2 20 oot g4 FAIE X=dA
Rapid ACTH Stimulation Test
Z: &4 CortisolS 32| 55 Al AHsiCt
2t 21-petga AESS TIHSE| et
SMIENESEE XA=2BA ACTH Stimulation Test
for 21-Hydroxlase Deficiency
Z 24N17E A 17-OHEZAAHZES 23] S A
Lottt
Or ol HAHERS AXIZAL Overnight
Dexamethasone Suppression Test

56.07

170.21

370.89

169.72

863.42

228.94

504.49

460.33

26b.55

184.63

133.35

5,250
15,930
16,580

39,180
72,680

14,950

88,900

21,430

47,220

43,090

24,860

17,280

12,480

4,550
13,820
14,390

33,130
63,050

12,970

77,120

18,590

40,960

37,380

21,560

14,990

10,830




BEF Ic a= AT7ER] _ FIPEE(R)**
B2 2S5 == N C L MNCE)
= A Cortisol2 18] EF A| AKSICE
F0952 HE. XM22F GIAMHERS AR|IZAH48AIZE Low Dose 45233 42,340 36,730
Dexamethasone Suppression Test
Z. @3 Cortisol, 24417t A8 Free-Cortisol
17-OHCSE 33| &8 A| LPEeiCt
F0953 AL 02 GAHERS ARZAHASAIZH High Dose 45233 42,340 36,730
Dexamethasone Suppression Test
Z. @H Cortisol, 24A17t AH Free—Cortisol &
17-OHCSE 32| &4 Al AHSICt
FO954 Of. 7|&X=20| Qst UEAHZE X=ZAA Orthostatic 168.75 15,800 13,700
Stimulation Induced Aldosterone Stimulation Test
Z d ¥ LYEAHES 23] BF Al AP
FO955 At Captopril0f] 2fst 2H-LEAHE BESZHAL 226.34 21,190 18,380
Captopril-Induced Aldosterone Reaction Test
. dd ¥ LYEAHZES 33| SH Al AP
FO956 At Al R0 2t YTAHZE AKZAL Saline 564.06 52,800 45,800
Loading Induced Aldosterone Suppression Test
T UTAHES 23] F Al APRICt
F0957 7t 22LH0| ofgt 7S ARIZAL Clonidine 343.75 32,180 27,910
Induced Catecholamine Suppresson Test
Z= Epinephrine 2 NorepinephrineS 338 &4 Al
Ahageict
HI38 el HZ0 =58
2% A=
H1E gd A=
(LHZH[ZAL
=196 CZ196  ERAHYICI2 androstenedione
=197 CZ197  QIERAH|E Androsterone
£-198 CZ198  Z|IHER|E Pregnanetriol
£-199 CZ199  DHEA (Dehydroepiandrosterone)
=207 CZ207  179M-3|EEA|TY|IHISZE 17a-0OH pregnenolone
* 17-hydroxyprogesterone, androstenedione, cortisol®] 3% SAI AL
A EFAAE 7 8 Y71 BEE - AATESTA I A-7 Y H(2024.5.20. 23])
H 1.3 "AUEZAHHICI2, DA
HARRHS 196 FIHESEYEDN)ZE CZ196
=0{0% HIE 0 HEUX} 2001-05-01

AEZAHYCR

ALAS(EE)
3

0

1B(EE)

androstenedione

=M S22 androgen?| CHARRITHAAIR]. androstenedione® Androgen?| YE0=Z Hf

o S2EXE2 ok5l0] testosterone E22| 1/5~1/100{ X|LEX|

ot AH
Llso- o

A oM o

A HIARELHE 25|23 testosterone, estrogen?l M| L prehormoneC2M F2&|=

hormone®. A1 cushingd, 0|44 ACTHAMESQE ARt
LIEHFH A0, QI EAMME0| I5t cushingSE, Addisond, MEMEAD

L o A i e

SOM BAZIRY =4
t& oA

HIZ0




NEC

QIEZAHYICI2

H 1.4 "otEZAHYCIR2

S SAIZA et DAS=SA

—

HEFHS =-350Ct £IHEEEDNZE D3505
ojoe = I} 2019-07-01
AAH(ED) AE|Z0|S3HES O HUSZ- MM (HHF
<A|-Q_Exi>
- 21-AEE A ZEN MEY BUIRYS T
Ho| 2 MEE (ArE0AH

* 17-hydroxyprogesterone ZAZL YHO = 21-pAtEIG A ZAEHY MMY

IS0 A== LYot

AAlY

* SiX}o| AM|E MH|IZ0HE THI|HOZ 225H L1 R2MHS E5Y
17-hydroxyprogesterone, androstenedione, cortisolQ| HE4f2
X-T’-Xﬂx“ 74A|.t:H LC- MS/MS X-IEF
X 2H: & 3 717<c,EdoHJIE

[

ZAE

% 1A SAISEE T SHOE 55 SAAAES AN A90E 705.9288

MIEAR

I (BASX|E A H[2016-223, 2016.2.4.)
WAEE D20 St S =0tE 2 T]#]




AEZAH YY) =] By 54 @2 vl= CPT T, Y& AsH,HeIoA] BRI A] o9kl
SAF A=4Q1 Dehydroepiandrosterone (DHEA), DHEA-sulfate (DHEA-S)2} =% W&

H1.5 2o 28 U e S gt
=7t =) ™
il CPT 82626 Dehydroepiandrosterone (DHEA)

(82627 Dehydroepiandrosterone-sulfate (DHEA-S))

SOIZ[X| 4=
(dehydroepiandrosterone sulfate conjugate (DHEA-S) 196%)

U= ZRELHAE

CPT, current procedural terminology
Z&4 1 1) American medical association, 2023

2) G 344 FHlolA

1.2.3 =L 0|83

rEzAHMYLS HFo] W9z By ol8uFo] et TAMA EAREE SlEH] gkt
AR GARPEALNA AR 277 HlEo] AaH| & Hro] 2w ke 2 AH|H.E el
WEBAe A= W 1202 158 Ao Blaiglnh

H 1.6 QIERAE|UICI2T DHEA 221 8919| HIZ0] ZIRH| HE(E: 2)
a2 MY ugZemw Zose 0w o2

o= 151,781 166,756 192,644 154,150 83,896

92,5
(CZ196) QIEZAHHCI2
U= 128,590 128,590 144,480 154,800 50,000

Z2A: AJRPAANEI v Fd N mE] FR(24. 5. 14, 23)



NEC ol=R AL

XA BA g4 Z(Congenital adrenal hyperplsia, CAH)

A #dofA FEjEC] FAAEE IFo ot A Aot AILOZA, 95% ofdollA
cytochrome P450 A £4-%1 AH|Z0|& 21-AE}a A (hydroxylase)2] 71%5°] oA A7+ Aoz
LA Qlet. 21-pARRtR A0 g2 FAIA A== FEET ST AHE A4S ASHA7]11,
OJx}& 0 2 HAmAA=S 2 E(ACTH)S] THEH| 2 Qlsto] FAlm]do] 3k /dwm FAlofA] Qt=2 7119
B3E SRAA SIS PRI QA G402 FAEl= dgto = A AAH o= A3t
Ao At AHAAL AT} 14,000 248 B 199 vl 2 W¥sk= A0 2 B Eci(EHS 5, 2009).

Hypothalamus

direnals

mmm———— | 4 Aldosterone | «—], T Angiorensin I

l -
MCE

T Serwm K' Humgs)
4 4 Seruom MNa' -
4 Blaod volume T Angiotensin |

L ot~ W L
tiw .l_ I 'l l..-. B 3 !
_ | | - 1 r
= Kickneys i
Androgens ) + Blood pressure

.I\.ng orensinogen
Miver)

03 1.2 MY NEY A NSNS S22 el

(&A: Mallappa et al., 2022.)

21-54Bka 4 AR50 A8 B FEES F 555 AHsH RARZZH ACTHE] &4
‘A= AdBRI71=T U o F Hdliite AI5A1 eSS Fol7t B4
o] o7 9 Hsfid P 2] 2AT ofotof| A 2] A7) dFE 5ol BRIt FEES HE S| =R T ElE
2 10-20 mg/m*/day & B FoloHA| =H, Fef Fof Aoz 4 Aoliet T4 S50 FAS
w7 FB g 71491 EF 17-LTH-5| =2 A| T2 AIAH|E(17-e-hydroxyprogesterone, 17-OHP),
androstenedione, BIAEAHES] 2] 9 A3} Al5-0] Halel ZAHS 4] asto] fAFE 24

i
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é
L
Ay
K
e
5
i
E
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Stofof 3L, FE|E ol Bolvt e o FRAZE|Fo| =0 Fole A4 St A&sljort gl

5, 2005).

o golA 71 21t '] A% F SR, FHES 6-15%°It. e =]l AERAS Y
B AR wijgho] =] oot 4]l Dol AR A] For, FAlo] HaolA HY e e FH|7}

271 ole] 217 oS AR AR MsA e BEE B, AT AT, PSR
1(:): SN

0
)
Fo
o
o,
)
>,
i,
ks
)
)
Ik
>
=
e
o,
flo
=1
oH,
i,
N,
52
50
aw
=
mth
ON
3
1o
r |
I
i o
o

!
b
‘

= 20194 20204 20214 20224 20234

SAZEY HHE MHY SUYATIE0H(E250)

A~(H) 1,048 1,066 1,094 1,110 1,153
) 5,860 5,680 6,081 6,194 7,063
QAUFHHIZZHHH) 631,510 670,074 774,867 729,178 838,418
Cied H23537(E282)

R~(E) 51,834 54,897 62,653 63,766 67,609
) 113,726 120,730 139,552 139,111 149,654
QAFHHIZTHHH) 4,804,786 7,152,484 8,636,793 8,507,161 9,340,986

S B g Hlbo|E /A AR B A g H) A /F Y mBA) AEAIRFESE) 54

1.3.2 ¥&Eol= & rJls

g 5 = BAN AT T 2R AFAA ARSE 25059 T4
BAN AT T 2R FAEZMS 28 Y 52 o ) FASI] AARIL, 17-5418 18 152 o
B-SABtAE 2o E Fa g A0] AW AR o B 830
1

J

oA 2003 0] B ZHEE Thd thh S37 AR S 71 ol AH8sie, DS 97
Be RYY, OUPHOR HHSEE I FHCHF, ol=S, W) Bt FRAE el
TR K] AR, GU412-95t04 21 Tha Y A710) 4] 7] 712 % 2744 o el s

=
ARRICHA ey A7 R, 2024).



NEC OIEZAHH|CIR

1.4 23 Wit 3 L Q| YTz X|E

17-OHP, cortisol, 11-deoxycorticosterone, 11-deoxycortisol, 17-OHpregnenolone,
dehydroepiandrosterone %! androstenediones HAZZ0tE 1eiu]-dly AZFEAH(Liquid
chromatography - tandem mass spectrometry, LC-MS/MS) L& &7%5}= o] oAl o|gkal Bl
Shal Quek

I FHEAYE AL E SHOE ofg] T3)7} ojsto] thdd dAFFHPCO9)Y B7HH
o] oigt = A ZA7|EE 7ho| EaRlE ISt Teede et al., 2023). th dAFFwto] Q==
o]/ Bt A ABler JItE R AE S ¥ PCOSE Xdstr| 91k 71 a3b4 Q1 vhiS &Rlstarat
AAA EA01ZE W51, FHAEAHE, QJIEEAHYTL, DHEA-S, 78 HIAEAEHIE, {2
t=2 A X4(Free androgen index, FAI), Dihydrotestosterone (DHT), 32243225
(Sex Hormone Binding Globulin, SHBG), E}¥| HIAEAH|Z(Salivary testosterone) AAF;
ZIE Q) 2 AHYY2 HAF B £ F 9H(2 radioimmunoassay, 4 immunoassay, 3
mass-spectrometry) % 5H] ATZ2IHE HEHEA5H I (Risk of bias (RoB) B8 28, =2 7H),
T 8 AE R 0.0695, Bolk 0.74°1%0H. thE 2E2& X #EY HeEREA 2y, &
HIAEAHZE(11H)2 W= 0.723, £0]= 0.871, DHEA-S (5%)&= ¥I7H= 0.717, £°]% 0.780, FAI
(OB U4 0.802, E0|%= 0.864, ] HAEAHZ(6H) W7 0.803, £°]%= 0.933, DHT
(1= Y= 0.77, B01% 0.89, SHBG (32 TIZHE 0.688, £°|= 0.820, EFY HIAEAHZ(1H)2
Y7 1.0, ol 0.5401t. o] 275 EYE thga o] AN AJAISHL ITHE 1.8).

1.8 Lfgd dA52F 7I0|E21R1(EF S22 = AT 2], 2023)

Grade/

HOA}SH
No. Type HIAFS Quality

1.2 M3ty notE 2 A8 E(biochemical hyperandrogenism)

® PCOS TITH Al Miafoid NoIE2AHS S HIlol7| flolf & HAEAHE 3 RE
HAEAHZEZ AEoHOF 5, R HAEAHZES AME R A=2H X
191 EBR (free androgen index)2 F8& 4 QU R
- (2 : Healthcare professionals should use total and free testosterone to OO0
assess biochemical hyperandrogenism in the diagnosis of PCOS: free

testosterone can be estimated by the calculated free androgen index.)

* Z HAEAHZE E= R HAEAHZ £X|7t HE5IA| U2 42, QLEZAHL|
021 DHEA-S BAIE 8oh= AS 12g £ Q2. O 052 50140 R
1, DHEA-S= H30)| M2t O 37| dAck= 40| ACh= HE FlcH0F &
1.2.2 EBR (®2 : If testosterone or free testosterone is not elevated, healthcare ééo’o
professionals could consider measuring androstenedione  and
dehydroepiandrosterone sulfate (DHEAS), noting their poorer specificity
and greater age associated decrease in DHEAS.)

o AFHOME S HAEAHZES SHY I 4S50 IR FSkot H
LC-MS/MS)Z AI=3{0} oft], HQA] of 2 AEfLIC|S 2 DHEA
£ MEoHOF & R2| HIAEAHEZ A, Iy BN £= MY

1.2.3 EBR 2 TI5Hof &t
(2 : Laboratories should use validated, highly accurate tandem mass
spectrometry (LC-MS/MS) assays for measuring total testosterone and if
needed, for androstenedione and DHEAS. Free testosterone should be

—~

o o% o o%
DX AR

0 @0)

10



Grade/

No. Type AR Quality

assessed by calculation, equilibrium dialysis or ammonium sulfate
precipitation.

[ . =2

£38 8) BhE= LC-MS/MS ZEHE M50 & HAEAHE E= 22| HA
EAHZES HItolof & Qo e
(@2 : Laboratories should use LC-MS/MS assays over direct H©HOO
immunoassays(e.g. radiometric, enzyme-linked, etc.) for assessing total

or free testosterone, which have limited accuracy and demonstrate poor

sensitivity and precision for diagnosing hyperandrogenism in PCOS.)

1.2.4 EBR

* PCOSOIM UAERARHES SH0I5EY| ol Motetd NOIEEAHE Hoh= 1ot
ERASZO| AN MS(0: Ct2E)7t FASE UL M5 Q= SA0IA 7+

125 PP =N =S|
- H=Z : For the detection of hyperandrogenism in PCOS, the assessment
of biochemical hyperandrogenism is of greatest value in patients with

minimal or no clinical signs of hyperandrogenism (i.e. hirsutism))

* 03ES0] 58 7 LAA(COCP)S =8 T U= Mot UtE2UHSS A
2lg QU G771 0 02t Ol LYA0| §S =2 Zet=22=2(SHBG)S
SHA7 11, SAKSS 220 oEsks ERU UES AAAT7| HEY. T

of dotety Qe = FIpt BIEA| TRoTH, T2 2|4 /M8 SO SHH

O =2 O L=
Of o, 0] 7|7t St LHE YO = TS &2|ohoF &
(Y2 : Itis very difficult to reliably assess for biochemical
hyperandrogenism in women on the combined oral contraceptive pill
(COCP) as the pill increases sex hormonebinding globulin and reduces
gonadotrophin—dependent androgen production.
If already on the COCP, yet assessment of biochemical androgens is
imperative, the pill should be withdrawn for a minimum of three months

and contraception should be managed otherwise during this time.)

1.2.6 PP

* 501 PCOSO| RIS HQI T7IZ 9fat B X0l QIE2A Z52 FEHQl ofEiS o

1.2.7 PP (P2 : Repeated androgen measures for the ongoing assessment of -
PCOS in adults have a limited role)

Poi
=
5
rir

o QIR X7 Meid A HRIE KoM 4%, PCOS 0]/ 112tE
EUHS Ol & Ha 3 2N Y G, MY B Oy, FASSA, Ha
HZAIAME £), Q1Y ol Mzist o1& X S 52 I2fcliof & 12

Lt = OIE22 FH| SYR2 A2 X|Q| Z0|et 7t = 522 /122

HiSt 4 QLS. OICR HH| S WIIE 1 SHY| AR AY| Y/EE HE T

of Qb B O £Q3

(B2 : If androgen levels are markedly above laboratory reference ranges,

1.2.8 PP causes of hyperandrogenaemia other than PCOS, including ovarian and -
adrenal neoplastic growths, congenital adrenal hyperplasia, Cushing’s
syndrome, ovarian hyperthecosis(after menopause), iatrogenic causes,
and syndromes of severe insulin resistance, should be considered.
However, some androgen—secreting neoplasms are associated with only
mild to moderate increases in androgen levels. The clinical history of
time of onset and/or rapid progression of symptoms is critical in
assessing for an androgen—secreting tumour. )

=
S
%{

o CHUSH YUY MM FE HRl= A X0Vt L, BF 20| S|
2 Q7 UM Bxol #Eerl 2MS JIEo2 dFEN, 0] YH=

PCOS7t U= 010| et 7ts40| =3. Y w2 & S4aeta s tixs

TTo| Zf HeILE it o1 HHO| 8 2M S Solf - =00k &

(¥2: Reference ranges for different methods and laboratories vary
1.2.9 PP widely, and are often based on an arbitrary percentile or variances of the -

mean from a population that has not been fully characterised and is

highly likely to include women with PCOS.

Normal values should be determined either by the range of values in a

well characterised healthy control population or by cluster analysis of

general population values.)




NEC ol=R AL

i Grade/
No. Type HIAFE .
yp = |'o|. Quahty
o 0j4Q| elE =S EXot= Maal2 T AFE 1260t &t
- & EMatE AZLS AR HTHO| Zf HIL i ut ol FHO| g 28 2N
= Soff A i k2 2500 &
- Jtstt 42 71E FEsh giEe MEoll,
- MESt ME X|A0] S MTr A MY A FE/FZ20IETHI] HASHHS
MNESA
- SF M A2 11-AMAS) QtE = S}, CHFet MRt O1F EHOIA Cht
& AES Soff EHU0|L 7|EME ANok= A0A L2 = AUs

(@& Laboratories involved in androgen measurements in females should
1.2.10 PP consider: -
- determining laboratory normal values by either the range of values in a
well characterised healthy control population or by cluster analysis of
the values of a large general population
- applying the most accurate methods where available
- using extraction/chromatography immunoassays as an alternative to
mass spectrometry only where adequate expertise is available
- future improvements may arise from measurement of 11-oxygenated
androgens, and from establishing cut-off levels or thresholds based on
large—scale validation in populations of different ages and ethnicities.)
EBR : 27{7|gF H1AN Evidence—based recommendations: Evidence sufficient to inform a
recommendation made by the guideline development group.
PP : A2 I (271 0|=35) Practice points: Evidence not sought. A practice point has been made by the
gwdelme development group where important issues arose from discussion of evidence—based or
consensus recommendations.

Polycystic ovary syndrome, PCOS

GRADE 443

& Conditional recommendation against the option

LR Conditional recommendation for either the option or the comparison
RS Conditional recommendation for the option

R R Strong recommendation for the option

Quality &H

High @D ® Very confident that the true effect lies close to that of the estimate of the effect
Moderate confidence in the effect estimate: The true effect is likely to be close to

Moderate &SSO the estimate of the effect, but there is a possibility that it is different

Limited confidence in the effect estimate: The true effect may be substantially

different from the estimate of the effect.

Very little confidence in the effect estimate: The true effect is likely to be

substantially different from the estimate of effect.

Low @O0

Very Low OO0

1.5 g8 2=7[=Y7t

F=RAEUTE AR gt =i9] 2= 71E 87T BAlA= SRIEIA] Tt Thk, JIER A2

4 } P”%lﬂ A71ER1 21-5AkekE A AR A FAE9S TRt S EntE T 0]
160l =i Al =7]&87HE Wt vt olor, s O)=r|& kA 0] 28 W2 the

9 <ji et 2t
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H 1.9 "21-38tgA ALY MY BANNLES DT2m (Sl F20tETHIH], Mo|E7|SH7}E Aut Qo

TE LHE
7128 Steroid Profiling HZFZ4At (K| 22 0HE T2 I|-El2HE Ale]
MY RAUIRHES0|  oiEE=E  #AE WY2= 17-hydroxyprogesterone,
7150 androstenedione, cortisol, 11-deoxycortisol, 21-deoxycortisol, corticosterone, 11-

deoxycorticosterone S8 UX|FZ0HE T I|-AZE M4 (liquid chromatography/mass

spectrometry)22 FH5I0{ MM FUNHYES T U 248 - XTSH= ZF A

- 7M™, 0] & 60| 17-hydroxyprogesterone (0|5t 17-OHP) [§AHS
ARMH] ZA BT LLA| 27 HAEM STHAAE Algst A7

O

b

Yy EEHY

- ME250| MRS

L] (;Lt;]ﬂ) I7OHP  Corisdl  DdA IDF  21DF OO m
. . 2

S“'E“Z‘(‘ﬁ;“ o o o - - - -

. Saé%iﬁlu. o o 0 - - -
(e e o o o o 0 - -
S‘g‘(”xg‘;i o 0 o) - - - -

5 1(‘2“(;1;) o o - - o - -

6 E‘:ﬁ? o o o - - - -

7 %“&S‘;” o o 0 - - - -

11-DF, 11-deoxycortisol; 17-OHP, 17-hydroxyprogesterone; 21-DF, 21-deoxycortisol; D4A, androstenedione
=) SXBAL (17-0OHP + D4A)/cortisol BAIEL} O 2 Tt ME

FEFUoNE: =gy

A1dote] HAMS (K= ZFo10] MM OIRURl= HME SO HEFHR! HshS 7

SHA I2O2 ZHAF 2-30] M2 AHY0= 2HPt Y= A= HIt

- i) BMZAHE 212 1.00(3H), S0I% 0.98~1.00(4H), HImZAR! 17-OHP [AHAE

Y] £= 17-0HP [SZHEHY]2 21z 1.00(18), S0/ 0~0.99(2H)

i) SYOISEE 2ot ¢t 6T S 4HO0| SHAMZ} BB 52 FEHEES 21

olRCLt SAN welds EIotK| UUCH, HHE 2H0N SHAALR} Bl A S0
= SAHEOR QoI5 R0} iU

i) FIYEES 205 SHOM 1H2 SHYAZHH R FAEL ROloH H2 20E, HE 1
O SO = 2t 72t X017 YA, LIHA 1HUAM SMAAR} Bl L HALLE 720
A =2 20E 28t

Steroid Profiling FZZA [HHZ20=T1HI-HZEME]2 17-OHPZA 27t &
ol LIYOLE 22 7IZHM(17-OHP [EATASFY] Ei= 17-0OHP [FBHAE
Bt Hlu Al ALGEO| WAL FAGILL BGUSE7 =M, HHI20tE 241

SN U FYTIAL LT 2N FETT} 245t ZAHO

—_

I
Yol 1x ox

rE
fa)
ol

bl
0

LA 2l ME QAHER & 7tst +&0|L R A0 CHshA= 0[0] AR
. Z, o] 280 21 %= 17-OHP, androstenedione, cortisol §t=2| Steroid
Profiling MZfZAL [HAHI20IEDI-EF2MH]O| REEE 17-0OHP ZAAPL &40l
AAOLOfA] QIHE 2= QTh= 2741t DTk E610] 17-OHP ZAH 217t Q401 LA0L0)|
A & 71&8 Moo MES A9 AT=RE HIE 28X 2/ REoIEE Rads

a
Y + Y= QU2 LIHUS

b
o
e
Tor
N
m
¥
3]
I
ool Mr A @

- i) Steroid profiling HZFAK17-0OHP, androstenedione, cortisol) [ 20HE 20
~EZEMH]2 17-0HP AL 2401 AMMOLE TS 2 17-0OHP, androstenedione,
cortisol2 SA[0] ZAIGIH 21-2At5laA AT MAA BANSNZS RITEH=0| QX

MojEIAmTIelS] cort OEHO |0||I_D UWMO:@' f Eed o 2ANYEES k=g
= = M3 RS0 A= 7182 D—|°|'M1(i:|16tl C),
Aol

ii) Steroid profiling MZFHAK11-deoxycortisol, 21-deoxycortisol, corticosterone,
11-deoxycorticosterone) [UX|TZ0tE THI-RZYEMH]IS 17-OHP ZAZF Y40l
AMMOIE  CHMO=Z  11-deoxycortisol,  21-deoxycortisol,  corticosterone,

13



NEC OIEZAHH|CIR

7= 2
11-deoxycorticosterone2 SAI0| ZAALGHH 21-4M3tE A
2 ZlHol=0l 288 27t X022 Ot A7/ 4 3R
C,7IE28 ).

D4A, androstenedione; 17-OHP, 17-hydroxyprogesterone

4 1 BARAR, A9571&H7H91d3] A9E7|EH 1A, 2016.

Ho

SEE HHY RIS
Efol 7IB0IcHESE

Z
=
o

1.6 A

ol

A= AEHUY23} B A AA £ d2 SRR Rt

Chen 5(2021)& thdAd dAaZ33 339 1t 2 A8 Z(hyperandrogenemia)S ATHeh=t]|
LC-MS/MS= &7t o8 t=24 2| 32| A3HdS H| g 7IsIoith tha/d dase<- €A 102782
2733t o9 417 Ao 2 F B HIAEAHE(total testosterone, TT), EZAH YT, DHEA,
DHEA-SE S35ttt AJAEEAE S o] tfgt =417} 22 E4 FA(Receiver Operating
Characteristic, ROC) 2423}, 7} 5 2% 2| #9] 451 H 2 (Area under the curve, AUC) &+ TT
0.816, =ZAHULL 0.842, DHEA-S 0.6780|9ith. QIEZAHUYIL22 PCOS Ak
IANEZAESS VeI AR R-33190T, TT = FAIS 97 ARSahd A 58S o &ol=
O E HIISHt

Abdelazim $(2020)= thdd FAS5S Adol| JIE27 A 379 /-8 716kt 2120789
tha A YASEH(PCOS) Sket thxtol| A9 el 3 222 273 A3}, PCOS EA=ol|A
FAFAH T =2 (Luteinizing Hormone, LH), HEA=35 22 (Follicle-stimulating hormone, FSH)
FA7F 2] Bls FeloHAl =03, T HIAEAHE, {2 BIAEAEHIE 9 QIE2 A H 53|
SO A] -oJ5HA| =T IEEAEUIT2 522 $712F PCOS &gk IHA/d2 21 H|(Risk ratio,
RR) 3.0, AH|(Odds ratio, OR) 4.8% H 115ttt & AofA & HAEAHEM QIE 2 AH Y T2
PCOS o}/ dollx] F86HA F55l= =270 2 JIRE 2AIE S-S XToh= A HE -F-&5ittal B gt
YHH, DHEAE SFARHOIA] AA5ohA] ghgkomn, te 2 183 Xtol] 1-8-6H4] eEekthal B arshqitt.
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7hy

I

1. ®MAH S0

1.1. 2

2 gjode A ERnEe B dmaamytec] Qi ok, BIS BB
ol=7]40] FAHel 7o) 9w e Qe 2 ABMIT 2, DHEA BAH 58 29195]0l8h, 29193)
Aol wet Fysisict

1.2, #NEE
B g7k= theo] SAAR-S 7|Hko 2 7P Q(PICOTS-SD)E 446, B34 I A4 50] 35S
Syt

BIEEZIAE A A3ke] B4 ofe] AnkgAle] FEA 42 Fo) QaRlge] ool He
Tefste] HE QARG Z0 Stk HILARS GAPAEER TEsle] AFstEon, CAHE
17-Sel=SALRALAR7-OHP), ef, FAIMIATEZRACTH) B 5& WSS
PCOSE AJBaHA =R A T2 AANC): & HlAEASD)S BRI R AT A4z Q
Anioh Bt OIS 9 S 2, LY A, WaLAlelel 4, Al e
o= Tele] YA R BUE) AEE B SHeck

FE
l-ﬂJ
c
by
o,
T rlo
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NEC OIEZAHH|CIR

H 2.1 PICOTS-SD

CHA PR} HEY BA ST () Bkt Oy HASSH (QA) Xt
ZIHZAL QIEZAH|H|CIR
- 17-310|EEAZZHAHZE(17-OHP)
- S22 AMNFEE, tE2A 5) - Mol S22 otEZ2U HAF ¢ TT, T
| ZA} ' = o
- ACTH X2 ZAt FAl, DHEA-S &
- RTXEAL
HuEE 2|5 UAERIE
UNT oMY - EXE 3 O|4HS
- TNty
oA BT HIQLJD*AMEI o
ZapHE A/ Aol By
O|z Ao FEKXIZ ZLIEE)
=SS SHEAIRIS
AR SHEAIEISIS
FNHETIZE AStels
AY ME X3t S
i X|gtotX| o=

ACTH, Adrenocorticotropic hormone: 17-OHP, 17-hydroxyprogesterone; TT, total testosterone; fT, free
testosterone; FAI, free androgen index; DHEA-S, dehydroepiandrosterone sulfate

1.3. 2HM
1.3.1. 2|

=-2] gloJgH|o]AE= Ovid-Medline, Ovid-EMBASE, Ovid-EBM Reviews-Cochrane Central
Register of Controlled Trials& ©]-8dto] AAZ &1 Al 8 FMPoRZ THE=
tlolEHo|AE ZFSIFTHA 2.2). HAolE Ovid-MedlineollA AR AAOlE 7|Eog 7t
Az 9] EAof| utA| 7535192 MeSH term, =24}, At AA 59| AM7) 52 ZZE3
&SIl A2 Q1 AR 9 A A= [R5 3]0 AAISHIH.

H 2.2 32| Xt HIO|E{H|0]A

2 23 HA URL &

Ovid MEDLINE(R) In-Process & Other Non-Indexed
Citations and Ovid MEDLINE(R)

http://ovidsp.tx.ovid.com

Ovid EMBASE http://ovidsp.tx.ovid.com
Ovid-EBM Reviews-Cochrane Central Register of Controlled Trials http://ovidsp.tx.ovid.com
1.3.2. =LY

=4l HlojefHjo] A= thZe] 37) AAARE o-85t0] YSIATHE 2.3).
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NEC ol=R AL

EAY HIEHAE ke Aadol UE HEe Ut AE €85t o] AEAV 5HAHoR
T}, e g7to]] st A= A BrF =2 Quality Assessment of Diagnostic Accuracy
-2 Q

1.6. X=2FE

APo] o A5 A4S B8]  Bel FEA EYH 08 ARsE e SUsIe
AEAL $HH 0 AnFE FAo| ue} 22 AR 5 O @ Ho dEAL 24
S50 PEL F AR} JAFAL o|FES st RO oA BAX7} U S
slolg S5} ofste] Goyaaich

1.7. Xt=ghd

AT 2= FA 4 (quantitative analysis)©] 7Fsd 739 WEREAS s5H, B71s 49 24

HAE(qualitative review) 'HS &-85}0] A Aot

A2 U (Sensitivity, ©I5t ‘Sn'), Hol=(Specificity, °lst ‘Sp’), AUC SAlC=

REBIlEt, ROl 2x IS KIS 0K HOHE g6 HITHAS o] WL 2 B 8 ANl
HEREAof| 2853t tit, A-S0ll A ARG AAIRe] Thefstal, 24 AAGES ARSIl Qo] S/

Asigrg ekstaio] SAel7Iol Agkdo] Srk Thekelol ATARE BB,

1.8. #1sa 8%

oz &AW eIYsloA A9YUsle] A= 9 AE AL THsle] HE Aol Ayt T HE
=7leAE7t alsee 275l

HISE My
ST, LI o2 7| 50] UAPE OLRATL STt S| 2747t 251, 012 ZaH0=2 ZHES
(recommended) 20t SR QA MRt ol Q=7 |=o AFES HIE
OkslA EEt _ _
 Weakly TOIHA Q27|40 QA OFMATH ST SO 27 || CHH| ATHEO= o5t
recomriinge g | LRIl B 2 SBOIN oY 92710l M ASS B
AT o2 LILHAL O|27|20] QAN oMM §ukY SO| 2ME EFMO2 HESH 1t x| QA
(not recommended) MgF01|)\1 ol Q=7|=2 AF =S FHIIGHK| 4=
e TOIHAL Q2 7|2 0) QAR OFMA = 1M SO THet 2747t S25HA| 20F, S OAf
(Dﬁ o SEI0IN S ol=7|29] AR T3t HISaS ZEE 4 ol
slerred. )| 2o 2ERR AQ2E oin ol U - YA B 2X| 50| 91001, £7t At o
recommencaton) | olefrt Hast R0 oot BNz 4 U
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(SR e

1. g8 d4

1.1 88 MR

30
L i
)}

QhE 2 AgU|c) L3} TAH TS 2] 18] Fuje) Adeole o] AT ALgstel HAH
11,68474(3H2) 10,7173, =1} 96738), 4717144 43i0]g 0] 7} tlo]eluo] Ao Z2 A4 3 1
591 8,9262(29] 8,308%, FU) 5248 THOR A= Ul 222 HEsto] B/FAI T 9
21438 13402 Agshry.

o] e %J_—‘jrﬂii% o] %] U2 HET3S AH hE 2 AT 2 o] it B & 19WS
eI, AT B} R 212} (32 519} (23 20o) AN,

fr rlo o

=2] DB (n=10,717) =i DB (n=967)
= MEDLINE (n=3,581) + Kmbase (n=297) 27|21 (n=4)
» EMBASE (n=6,996) + KoreaMed (n=151) e
» Cochrane (n=140) » RISS (n=519)
—

Reference removed (n=2,762)

| 13 Mewn o 28 (1-8.926) |

| H=m 2% s 5 e 28 4 (-8.712)

| 2% oo ot 291 (0=214) |

£ *l‘é (n= 10)
| « Xt ord ._(IM letter 5) (n=2)
APEIO] Hof5t SRI(AD)OI CHEE S1727t OF 231 (n=38)
APEIO) HolSt 2IX1E A0 2 61X U2 B8l (n=22)
+ HWXPF&ESHK] 2 25 (n=7)
+ HES o ZE BIGHK| %2 &8 (n=110)
+ EEEE 27H(n=1)
- BEEH (h=1)
« SdE1 (n=4)

H_IJO
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H3.1 ME{HL EH
o STHAAL
o O Z1CHAFKHH mE2 o|2 1
no 1X‘|XI‘ |_E a_yl_ |_'_I'LEH oxl'(o) IlE ‘ ?:'.li‘“ ‘ Ig’l'té"l I:”J-I- EAI‘ I-E- EJ-I'
MHMY HMEA (CAH)
* classic 210HD (8) cortisol, 170HP, 160HP, 21dF,
(oral glucocorticoids, B progesterone, T, TOHA4, =8t +X(|HS}
! Turcu 2021 0= continous subcutaneous AD serum LC-MS/MS 11KA4, 110HT, 11KT, PregsS, ZAK|E 7F A2y
hydrocortisone infusion X|&) 170HPregS, DHEAS AdiolS
2 | Faurschou | 2015 | mo | o SpHIG2) - AD | serum | LC-MS/MS 17a-OHP, cortisol RIcg sty
i HASSHE (PCOS)
, = * hyperandrogenic PCOS (139) TT, DHEA-S, 451
. o | * PCOS (450) AD+ _ AMH, AMH+free testoterone \ShAd
2 Jiang | 2023 | 8=, 58 |, | TpCOS (100) AMH | serum | LC-MS/MS (FT). AMH+TT, AMH+BioT Horgetd
3| kmar | 2022 | e | PCORUED AD | serum ELISA TT, FAI, DHEA-S, DHT FErEY
. Al -
4 Grassi 2021 olgzlor |, %%?[ﬁ}%%(%% ©3) AD serum LC-MS/MS testosterone(T), FAI, fT SRSkl
= * PCOS (102 RICHRISH
5 Chen 2021 = . 7;'70*[”3(55 (ZH) AD serum LC-MS/MS TT, DHEA, DHEA-S, FAI @Afx|ﬂo.7_f gj.l_f)é
(130) electro-and AMH, FSH, LH, LH/FSH,
¢ PCOS (130 - - .| prolactin, estradiol, 17a-OHP, 45Ad
6 |Khashchenko| 2020 O P (30) AD | serum mr?i?cuer;]?tcr:i?\lgjj?l testosterone (T). DHEAS, gy
SHBG, leptin, FAI
+ 04 (186)
- A HAT15(110),
- PCOS (26) KT SEA
7 Olivie 2019 =9 - & &(23) AD serum ECLIA AMH, FAI 74)&&@07_}‘)3},_“#
— jcll-—)lk—%l H’_)|\_7|%(’|7) = L oo
- K|HE AE7((17)
- HRT &2 HES 015(5)
o QUMM D= MotsHA
o) H= o|= M -
8 | Ambroziak | 2018 | =2 (135)*5?&20 2ANU=OE ] Ap | serum | LC-MS/MS TT, DHEA-S RICHYsEA
o HZOHER 47)
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Py SHAA
no 1% X} il 27} ATLHHXHE) XE | ZA ey Hld ZA olzZat
« PCOS (152) Serum steroid profiles i
9 | Handelsman| 2017 =S . non-PCOS (45) AD | serum LC-MS (testosterone (T), DHT, DHEA, ElmpSies
E2, E1, 170HP4, P4, cortisol)
* PCOS (110) salivary/ _ salivary testosterone(salT), =
10 | Sathyapalan | 2017 A= « non-PCOS (65) AD serum LC-MS/MS FA| P [=¥SEIPS|
11 | Diamandis | 2017 | sHuct | Eg?j,ﬁ@mo) AD | serum |  direct RIA TT, fT, DHEA-S, SHBG RISy
Lol L
‘ o « PCOS (165) TT, LH, FSH, estradio, S
12 | Rudnicka | 2016 = . AZUEZ (40) AD | serum CMIA progesterone, cortisol, TSH, HEEE
seTe DHEA-S
T, SHBG, free androgen index
. * PCOS (681) _ (FAI), calculated free T (cFT), \ShAd
13 Pinola 2015 Has . U= (230) AD | serum GC-MS and dehydroepiandrosterone fog=d
sulfate
14| Bath | 200 | gz | PCOSUOD AD | serum | LC-MS/MS  |FAI, testosterone, LH:FSH ratio Rleyahy
. chemiluminescent _
15 Hahn 2007 = . 53?5,@23()54) AD | serum enzyme TT, SHBG, FAﬂ‘HCfT’ DHEA-S, gty
o immunoaassy
16 | Koskinen | 1996 | mae | Eﬁ?tﬁf;ﬁ”(zg) AD | serum RIA TT, LH, FSH, SHBG, FAI B
+ PCOS (63) LH, FSH, LH/FSH ratio, TT,
17 | Robinson | 1992 = o XIAb ; AD | serum RIA derived free testosterone, HEgetd
7| 2L UE20) SHBG, DHEA

ACAs, adrenocortical adenomas; ACCs, adrenocortical carcinomas; AdiolS, androst-5-ene-3b,17b-diol sulfate; AMH, anti-Mullerian hormone; CAH, Congenital Adrenal Hyperplasia;
CMIA, Chemiluminescence Microparticle Immunoassay; DHEAS, dehydroepiandrosterone sulfate; DHT, dihydrotestosterone; E1, estrone; E2, estradiol; ECLIA, Electro Chemiluminescens
Immuno Assay; ELISA, enzyme-linked immunosorbent assay; FAI, free androgen index: FSH, follicle-stimulating hormone; GC-MS, Gas Chromatography-Mass Spectrometry; HRT,

Hormone replacement therapy; LC-MS/MS, Liquid chromatography - mass spectrometry; LH, luteinizing hormone; PCOS, Polycystic Ovary Syndrome; P4, progesterone; PregS,

pregnenolone sulfate; RIA, Radioimmunoassay: SHBG, sex hormone binding globulin; TT, total testosterone; 110HA4, 118-hydroxyandrostenedione; 11KT, 11-ketotestosterone;160HP,
16 hydroxyprogesterone; 21dF, 21-deoxycortisol; T, testosterone; 11KA4, 11ketoandrostenedione; 110HT, 11b-hydroxytestosterone; 170HP, 17-hydroxyprogesterone; 170HPregS,

17hydoxypregnenolone sulfate; 210HD, 21-hydroxylase deficiency
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T 3.2 MENOITIO| St AR MAT|

M

x| o ATCIALTH(E) S R EZ Hel
ne = =T HY1E ¥ 84 | HIQI71E T
MHY 2L (CAH)
* 32& 3 }FPX EME S classic - -
210HDZ &%
o AT AR T, EA WSO OC EHE
CIEXO = RX[olH, x2S
. . » CSHI 22, YU(daily) &
classic 210HD (8.) 5l0|=23 2E|&(hydrocortisone)
. (oral glucocorticoids, 2250 71 BHX0| XNE ASE|S
1 Turcu 2021 continous subcutaneous SAND (et ot T
hydrocortisone infusion ﬂi’g(g%rﬂged cortisol clearance)
— L 0
%) - 5 10| e Ol2iy (7t S0t 22k
702 S22 Mgl W
o UM YHE2 7IE OC XEE U=
SEHOIIA, 5= B0 @12 CSHI X=AI%
6742 £
o [N 2MZ S5l 21-OHD =0l o AR £ A0t »  CAHO Tt LaX01 L0}
* CAH (62) DBSS(MHZA}) +2, SN sy MEAL AJRE7]| FO|
2| Faurschou | 2015 | . conirol (61) OFI0| Bl 322 CHQY AN0| | RA9 ME Tlst
CHet H0|H F=&f01 32
CHdtASSH (PCOS)
+ 2003 O|=48410|5t5|(ASRM) 2t o MY 2L NHHES, o 18M0IA 45N AtO|Q] 4 st
FEUZHYAIHIOISTS|(ESHRE) 7 HIQtot VOZSEAHS HA E= B HIQA, HIIOIE2ASS
RHEH BE THO| T2 Y, ALy U 7ISKotE E= do= LiEH| Hoi7t Gl
DHEZAHS THS IME X7| Ha B J|5d Ao A
* O3 37HK| &2 5 27tK|E 5&ok= FEG, TN 71s Hol, o4 BY,
SIS PCOSE ZIT: (1) 5|85t HiEt A7HHY Het 5 ez £X12
* hyperandrogenic PCOS E= 242 (2) A2 K| 459 =0|= CHE FYH0| U= 2R
1 Yi 2024 (139) A BHCEE, HEE S) E= Y |« 18M 0|2 E= 45M| 0|49 2txt
o AR (74) Asfst 274, (3) i Ha 3t + X evhE S0t 2+ mYeolLt
H/E= A HIO Aot -LloleR| £0| P2 =
U= AS(2EE 9=,
SRIEZ K, B ZXIKH 5)S
£33t 2t
o UM SO0|HLE, FeE SHAL ECIAL
QXXI.
[=I
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XX o CISLLALX] X2 o)
« =H=dH 7|—r01| [[fﬂf 0S 37HA & HUHY 2 IYIE, 7o 52 20-40M| G4
274X O d& S55t= At Qe 28| BY, 7 LY 2! =] HALE ol LiEsH
(1) B2t 7|5 ok MNE od
(2) A2 UHS TAEQ EE F7|(Bd
3) LHdd HA HEN(PCOM) (Had 25-35%)
| « PCOS (450) () trdd 2573 _
ZSMA AR Fi= A
2 Jiang 2023 |, non-PCOS (100) AFC _12) Oelggigfo =
gy H2 s
70}E§7ﬂod7</4—_,9_r£§?ﬂéed
7<O| OI)C\:!' x)\}' %
Chad D4 s gig
o dA S 42| 0H(3lE Y/ EY), ASE Qlot UAEZUHS, M2l def 712
LRB(FG ), HAEAHE £X| & Q=2 A SA(HA M=, JtEE 7Rl 7171 ol
Lih ZSTHCIA 2/Es i) 27t 5 B4 AdE, B=0),
eS| NOZHEIAHS, *J’F_*é'
* PCOS (137) FHIHES, Fd S=,
3| Kumar | 2022 1, Spitixz (a9) LNNI|SRIsks EE £7) La
S Aol L5 MM = g2E
moH/"“‘*Qh— .758 =& OJAtY
HOIS HiXoH| s FMH 24
TOH
¢ 0] > 184, ZIE 80| 2= K| 42 2kt 33.5 + 3.6M|9 =0l
o YYH UERATS(OES, HES, L& 2ITE YL O[AY PCOSE OL(HIZIRERIHBMI) 20.9
0ES) S/EE 28 Sk, A=0 7 FEl Rt + 3.6 kg/m*)2&, 2IHQI
FetS DIXX| 2 FROl: 24E otil, mPCO2)
4 Grassi o021 | ¢ PCOS SIH&txt (93) HAERRSAAT, STARSET0IS ZSTH A740| glom!
rassi . |7_-|70H:H_$___|LL (24) _,OI'EE7-I|317<O| [e]PNDS]
. PCOSOI OJXMMQI NI 2UEIHS, Y2t eE 87
HITYN M3dg 2AROS, i 7ls
XotS, NASE|ISES, LTHHUS S)01
Ol-L.| 710
+ 20034 ZHI=F 7|=0f| Tt T, B _’Of':§7“°*x = B2 ZoHe AN H2E 7|9
S A F K| Old S5 t& ©2l(Cushing 52, ca SEHS JHRD S
* PCOS (102) (1) 3|2t 9l/E= 22t 21 OHD, ZAtM =3t o= 22 FRIEOI YA _;'<_7||_
5 Chen 2021 1, HZUTHEL (41) (2) QA n|/:::: M3l 2H| Zof kli-l)gl HADSHME 21-3520}C} EHl5ET 2-7Y

TozstiEs 5)2 oAl

~

NS CERAE!
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XX % HILLANK 2z Yol CHX3 X0
Ty A AZA(EE 2-9mme
HE 1270 Y/EE HA 88X
>10ml)
* EHEYPCOS THIIEE 55 o DY EEgd MM AY /T | o SUS AHD(16.0
(1) i R&£/22F, 4 Aetol ofst (15.0-17.0))9] 7A&st
(2) IAIEZUSEZ(HA)Y UHH H/E=| « T Het PENCENE
« PCOS (130) deioty Y= ) c RUYSSZHUNH A s AN €S ol Holu
Khashchenko| 2020 | S8 1900 (3) ZSTOIA ChA LA} 20l S ei=E 3 9 LIS a7t gl
e o EA 22U Mo 40| AEE 3R o MEY BAMIE 7| SHOM
o OfE UEH| H2H0| gl= 8% o ZPARM ElISt
o CGIF AR 3VNE O|T0| A2 580| Q= | « Fo T3 X Y S Y| BY
A2 S8 oot E)
+ 04g(186) * PCOS: =HEYH 7|&0] M2} Fo| - o HabHa Jls 26-32Y9
- Y HA715(110), o gadHA s 37| =AEoIH Hi2t =715 718 ode 2
- PCOS (26) (HZE M) g 7|5 £50| U EP 39
Olivie 2019 | - & 5(23) o XHE AREZ| 13M 0|20l AREY|
- AAE HATE(17) 27} 25| HEHX| 9h=2 42
- XE ME2((17) o I Z HEf: ElA 24 Ol 71521
- HRT &2 [ Z5 044(5) HaA 250| HEEX| 42 E9
P - DUCRANSO| AF ALk g A |+ 184 Dt = 454 &1t - TEES 23S /0 YU
SSicass a0 | EZ(PCOS) 248, S * QA SOPILY A2 374 OJLfof Tot= 20| gl oy
Ambroziak 2018 04‘,@?39)'— So Tl M TQIEZAFS(IH) 12, M3 24 22z NYH E= 222 Ui
. Zistiaz @1) IEHBCAH) 28, RUTEACO) | 2ugAse Be
[ L »] o
* EHEF 7|&0| O2f PCOS7t o I AN, SR, TEY, AR | o RHEF 7|E0 T2t
HZE A od gk Lt e 7F As MGt PCOS7t Ol o4
. M 7S HoK, al2fet FHal At
Handelsman | 2017 |, PCO—Sngg)(AE)) 12|70 L] He(ddy
non SADCES, C 271 24| B,
Fo S0, VO=EES, 2
7S Fof & 24l =S
* PCOS MHZ ZHIZE 29| M| 74X o H|IFA21-0OHD, NO2HEHEF, | » 4ol A% HHO|
T I1ES BF 7|8te= o FHY, otE= 2H| S UCH,
* PCOS (110) (1) UMH 3/ E= MEIEIN o UMH = HakelA
Sathyapalan | 20171 . non-pCOS (65) AR S TOIE2AE=0| 918
(Ferriman-Gallwey &==)8; FAI o =Qttost #a0| gl
)4) 47 T|YOF0|Lt YBIo|tE S




2R Ho|
e —_ = - —_—
(2) A7t B0 = S| A(FT] 20| 35 SISO A2 SEZ6HK|
Zot 2 AHAZE9g| 0|519] EA) = U2 AL
P2AAGIE 014 24 g8)
(5) 24 RSTIA ChQH A (314 3t =
A0 >127H0) SHE EE LA
2% >10 cm3)
o SHIESQIOM, 0|M O S0t U2
RS
e NIH 1990 7|&0] w2t He| o 4 TOH(OH: MAN EAMISHMS, ot H|A AE{O|H,
o (1) UMM DOtERASS U/ LAM 7|5 0|, D2 HEISS) L2 30| S0 HiE M,
IOIEZ2ARHEZO| F74, (2) 5|t B | THAIMQI M2| 7|5 7HX|H
o HZ2tOtH ZHE G ML= HE MO = VIS8 TR2S
Ferriman-Gallwey(mFG) Fz=2 2/E= 2| 280 gl
AZTOZ B}, ToIE 2 2ieol i
. . * PCOS (45) ML= Z HAEAHZ, 22
11| Diamandis | 2017 |, Zopmyx(40) HAEAR|Z, Q2 AR,
DHEAS)S Z510] B bt 715
OIS M2| 717} 452 0|0 12t
83| Djerol A2, Ee M2) %7[7} 462
D19i 2 B I(82] 7] 22-242)
O2HAHE X7t 4ng/mL
[12.7nmol/L] OJ2IRI A2 Hol&t
o ZHEHJ|E OE. US MK & 27tK| | « HINEN BLMISHNT, IE22 HHXNOI HiEt 7|18 71X
== =H| MME, FA S22, AUAA L= MolsH
(1) YNA /= MolsHE DRSS MM TS 0ld & TOIE2AHREO0| glen
| . PCOS (169 TS ASE; () O vt £ | BE SimE A aigl HOf Uy ZSTH AN ChIY Hia
12 | Rudnicka 2016 PR FHHE HE7 HEEX| 2 AU
* UBHET (40) (3) BHt ST ZIMOIA] CHhA Lha. oA
o QUMXN NOIEZAYWST2 OHRE, 0EE,
olE2 2nxs Axj2 Mo
o JOIEZAYEE T = FAI AL
- PCOSE ZEIZH JIE0 DRI AT |+ QICE7 0] 288 Ojie ZSUz UAJ 5Yo=
o2 AT OIS(EES IH, | EViE 602, PCOSS)
. 522 0 ¥ 5) Pl SA(0): MelEe Ee
13 | Pinola | 2015 | PCOS (681) Higt 22 CHEa S)0] o

o AZIHZEZ (230)

7ty A o
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A= 5O

o OILCH AL X2 Ho|
* PCOSe= EEIE% EQI JIE0 IE. ts - ZH2H URVIE0 OE
M7IX| & SIHK| &5 non-PCOS TI&t
PCOS (107) (1) S22z T 2ey
OIA}I—{ L= M3SISEAM 110 HEHA=
(3) 0]1 AR O A 2 T2
°J°|—I HH |
+ NIH 1990 7|& M5 7Bt ol B4 EE Ha LQJors =&oHA| o
+ Siggzwel D) 3o ol W% Mg HiF orol 25, o Stz
15 Hahn 2007 AR (54) T & 0]2h0 LIEHLT, %!é*&* OO PCO SE B A2
s NNERASF(LES S/ E= FEe
OEZ Y/EE 40Z)0| waiE A9
*  JIRIEZAASL PCOS TITHOY OJELS
¢ SLEHOZ Qls| TRE WU, &7 Adet #2AX01 EHS o=
: PCOS (54) OEES 2 S0| St &2 71
16 Koskinen 1996 HATHEZ (29) « PCOS x||:ro x| 22012 5 I7}E O
Ef‘a”é uEN %iEHOﬂ 7|8t
o S E30 ZMOA T HA(PCO) =82 25y g da
T IIERATS(DS T
* O Ha 1 2-10mm Aol & £E) s/ 8s
PCOS (63) 1074 0[AJ0] th ZEBURLE SAO] tHE, TAEQ! 97 £7|(21-359
17 | Robinson 1992 S AN e S/tE J71E St AfQ], 27| 2t S 4 O|L)

(20)

sju7(E 717 Y359) St ojel

BA1210] Tt S(Ferriman & Gallwey
B )7) St

AT 7] SOt HijZt 2Rl
ZSM A L/ EE= BH7|
TZHAHZ 2t )25 nmol/l)

ACC, Adrenocortical carcinoma; AFC, Antral Follicle count; ASRM, American Society for Reproductive Medicine; CAH, Congenital Adrenal Hyperplasia; ESHRE, European Society of
Human Reproduction and Embryology: PCOS, Polycystic Ovary Syndrome: 210HD, 21-hydroxylase deficiency; OG, oral glucocorticoids, CSHI, continous subcutaneous hydrocortisone
infusion; PCOM, polycystic ovarian morphology
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199 C&%L— EUE, Al B§7FE9 QUADAS-2S
Pt A1FO] Y] 71A] 8 FHo=Z JfE A9

S} (patient  selection) FHolA= A&H T FE99 gidERel E84/d0] 9,
A2t AA Q] A AR w5 o= Frlskott

FAHAHindex test) FHolA= YAZEE Aol BAISER U, AAZEETAR A7) Hd/go|
EEEEO| Qo HEHES B = HUlelo
ZFuHxFHAHreference standard) S S2EHAL U
IE998S & 0= grtsielt

ALY} A FH(flow and timing) B A= SR 29 &5 AG7|7to] =21, Hikky
AAE TFH & AREsto] "B = 715l

28740l gk $-2= SAAAL T e T A7 222 SAIAARIA U IEEZAHY|H 29
M AIE AAT A2 AAPPHL ZFRAH 0 2 Zolsh) ot 2 AHY| UL U AARE H 1R};
2t 5 B7H] AR} Aol 73S HiAIE = glo] BN R BrIslely, 11 9 :obHE $xt Y
I HEFFARE 2 B7H] A4 BAIE AT Zpol7} glrkal wdsto] W o = HsHeITh

EI
xvﬂ

RAAAE SO LIS Tt

s}

Risk of Bias_Patient selection

Risk of Bias_Index test |

Risk of Bias_Reference standard

Risk of Bias_Flow and timing

Applicablility Concerns_Patinet
selection

Applicablility Concerns_Index test

standard

0.0% 10.0% 20.0% 30.0% 40.0% 50.0% 60.0% 70.0% 80.0% 20.0% 100.0%

M Low risk of bias O Unclear risk of bias M High risk of bias

T3 3.2 ME BMNHNE A7 HISZHD M8IKsY I

Risk of Bias Applicablility Concerns
Author (year) Batient Index test Reference | Flow and Patinet Index test Reference
selection noex tes standard timing selecticn ndex tes standard
Faurschou (2015) [ ¢ ] [ 1] [ ] [ 1] [ ] [ 1] [+]
O =S O == 0 ==
03 3.3 MAY RANMNS 7 IS/ NI 2o
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Yoraa

3 AT 3 IS BTE S 1780 978 Eve, At B7hE TRl QUADAS-2E
8510] BRI, FAAN, FIEEAN, A7ART A9 ] 1A 8 Feloz A Aol

Sl (patient selection) YHolA = SA-ti2t A9 AT A2 A eAdo] I 742

7Hs4d0] okl B g’ 0 2 BIsTt.

A A Index test) FHolAE AL glo] ROC B AAGE 7ol tafirle vELAAS
M, AL H9E ROC FA o= E A IAIGLS AaEsto] A dS Bt Feole=

= o= 78I

FrFZEAA K reference standard) FEL tfHEO] Ao AARAHEES 7|1Z2o g AHAHE

TSP, W 712 AAolA HA o v #Edfeto] ARSH AL Ale AR IES ARSIl 3o
HEHAES W o' IS

AT A H(flow and timing) B9 AAMPES T2 QAT Eo|| A 9] MEZ ATIE o] g5l ALY,

B AAE S0 2 AL BE SRATY} XotER] Fo AL ‘BalA 2 B§r1siant

28500 Hjek ot ke eistel 7j0] wek @Bl Wi ol weeg chdd
G557 BE A0S BET QLT ol thdA eSS Fojo] Batsit 2 WrjolA L el
BRARL thi FASETOI] e AR SO P Aefeks B Teid vf S A et g3
BRItk 187] ofele) BEAL 2 Wrlshc

Risk of Bias_Patient selection

Risk of Bias_Index test

Risk of Bias_Reference standard

Risk of Bias_Flow and timing

Applicablility Concems_Patinet
selection

Applicablility Concerns_Index test

Applicablility Concemns_Reference 1 |
standard

0.0% 10.0% 20.0% 30.0% 40.0% 50.0% 60.0% 70.0% B80.0% 90.0% 100.0%

M Low risk of bias O Unclear risk of bias W High risk of bias ‘

T2 3.4 CHIA LA

ol
oh
Bl
re
i
o
o
40
pot
)
il
)
d
or
IJ
T}

H
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Risk of Bias Applicablility Concerns

Author (year
(yean) Patient Reference | Flow and Patinet Reference

selection Index test standard | timing selection Index test standard

™
y

Yi (2024)

ot
L

-
[ == |

.

Jiang (2023)

(<]

m
A
A

Kumar (2022)

-
[ o |

A ¢

Grassi (2021)

o

=

-

m | A | A | A
| s .

Chen (2021)

=
[ v |

.

m |
<

Khashchenko (2020)

m |
N

o0

Olivie (2019)

e

Ambroziak (2018)

|2
¥ | %

Handelsman (2017)

-

Sathyapalan (2017)

m | A | A | A
¥ | L

00

Diamandis (2017)

=

<

m |
.

Rudnicka (2016)

i

N

m |

Pinola (2015)

(%]
o000 0CO0O0000000

ooV OOOOO0O0 0O
oQo0c000CO0O0O0O0CO0O000O0O0®O
oQo0c000O000O00000000

o (
Barth (2010) ) ) )
Hahn (2007) ) O @ ©
Koskinen (1996) (1] 1] @ o)
Robinson (1992) O (V] ) )
O =2 O === 0 ==

J2 35 gl LASSR 7 HISTQISM M87KsY 2o
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2. 8712

Faurchou 5(2015)9] 19 A5tol|l A Harsieiet. A%/ FA1 45 SAH62%), AdHNETH6178)
tido] ZE| e SEEHAR= 17-OHP HARATH Zto|A] 15 nmol/l 23 7o) Aot 2=
profile* & FAISI] A4 FARFAHS(CAH) SRS 234 Ask=t] AREsIlL, 2+t
BRG] AALR 21-pAEEa A2 HS(21-hydroxylase deficiency, 21-OHD)o] 21E CAH
A= 84 S Ao w2 JAF FEE (D 15 Null and A: GEAAF(salt-wasting), @ 15
B : ©@<=3/d8Hd (simple virilising), @ Z13& C : B]& ¥ (non-classic))ot k.

)

i

g Ak S22 2nt HAR] ZH S AAMEIEREH S EEAHY YR $1]=
CAH $A1to] AR ZE Tt -3-9J5H] &9tal, CAH A YlolA S5 H|W A] Null, A, B, C
= 7F 5ol Aol & HITHNull ) A ) B) Q).

AEAAY CAHSF AZH=RT o] digt 3282 A AR daks SAHAKI
FEZAHYIY S THE 100%, EOl% 97%, Bl AA A &S] 17-OHP= W7HE 100%, E°1%
98%°]ct. TeA/93HE W vy CAHS} AR 7P ] tigt S22 ALY Agehd dik=
FEAHUY2 WIRE 72%, 5O1%= 97%, BlaGAL A 331 17-OHP= W7 12%, S°1% 98%=
FAAAZY 17-OHPREL 917wt =8 7oz RBuslgih old s sig dATod: a%

Q=R ABH|ch 2 7] 17-OHPL el izl vla) 34 2Ed|Ae) 33 1 W] o] ol
Afet st

* Qe 2 AHUITL, 17¢-OHP, FElE 371 E20] tis] LC/MS-MS& SA1&4, 17-OHP+AD/cortisol YAIA] »3.75
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NEC

QIEZAHYICI2

OIAIZt e

o1 (S A ZHH  X|C} H o =/71A ol o
AA(GE) CHEXHY) Zd X ALX| Ere)) BT Eo0|% PPV
CAHF HEAAS CAH (20) AD 100% 97% 91%

712t B — 0 0 0,

Faurchou ©2). rviuici L = <6J:1);4 17-0HP | op 2) 100% 98% 95%
(2015) HAER TDEAQL%(Zé )HI Nk AD (hmol/L)  72% 97% 90%
1) 17-OHP 12% 98% 75%

vs. AZUZEH (61)

AD, androstenedione; CAH, congenital adrenal hyperplasia; 17-OHP, 17« hydroxyprogesterone; LOD, limits of

detection; PPV, positive predictive value

2.2.1.2 X3 2LIEHE

Turcu 5(2021)9] A-ollAE 21-OHD 8% “3%1 THAHAH 19
ST F=2E]F0]|=(oral glucocorticoids, OG)e} X4 15} olo| =2 FE]E
subcutaneous hydrocortisone infusion, CSHI)< 71/ F¥]¥&(circadian cortisol)

A8 R e] ATE K7 918l 24417 A& ST Fol F 157 Al 20]E SRR BAISHIH:
AT AR S 2R(ACTH)S 24 74173 34

AT ZEFFZE|TO|E(0C) 8 =, BA
S 1IAIA A 34] Abole]l HAX]E

B3

5% 9

BZo

1- O

ol% fARR 9%

A E Yerleh. DHEA-S9F AdiolS+= 8HF &< & W §lo] AT 2 AR
17OHPregSh o2 0}1101 ﬂJEL(peak)E ol & HAXA o7 7hasl= AZFS Bt Mutxom
FHO| AHEO|E S EE Fhe A&2] 95} sto] =R FEE FY(CSHD) 8% Sl OGRHETH
W $E0 2 FA|ESH.
ACTH 170HP 160HP 2.1dF
A4 e r 110HA4 e 11K¥ -
Grogll " 1:{pHPreg:M o Dl;l:;.;; R A‘dit;lér b

sweo

13 3.6 OG # CSHI ilﬁ&%ﬂ S22

32

el
ngiL

.......

AHZ0IE 322 5k YSHS}

urcu 5, 2021)

-43A) Hde=, 14l

2

Z(continuous

5] S7Ier =,
170HP, 160HP,
21-deoxycortisol (21dF)OA = ER1=] ]It HHH, o= 2 AH YT, H|IAEAH Z(testosterone,
T), 118-Hydroxyandrostenedione (110HA4)2 Ht} 2atsHA 4asto] AHE 1A]-3A] Alo]oj
O, Pregs,



otz

AHRo|E S 223 ACTH 7H S 2413 23}, 170HPL}E 160HP= 242} A8l r=0.81,
r=0.772 ¥ G FHAE E 92 (p<0.001), FEEAH Y2 ACTHS}F r=0.689] AHHAIE
UEFHLY o] QJof & Q= 2 AH Y23} 11-AKs} AH| 20| = - =A|(11-oxygenated derivatives)ZF

Sofst Avrgo] B

ACTH 21dF 160HP 170HP Prog T 110HT 11KT A4 110HA4 11KA4 PregS 170HPregS DHEAS AdiolS
ACTH r G 05 o7a 082 029 0413 047 061 068 048 042 061 044 021 045
7 o NS v " 0. T MM o "G oo NN 050 05
21dF r 0.47 0.34
? R -« o Ges IS G e MG e 0ss T oxp oz
160HP r EE 0.40 0.23
4] =001 =001 <,001 0.009
170HP r Mam (pLEls W 0.39 0.30
p <001 “ <.001 <001 <001 <,001 <001 -=.0001 =01 =001 <,001 <.001
Prog r 0.29 0.38 0.20 0.32 0.40 0.19 0.37 0.38 0.18 0.46 0.23 -0.02
p <0001 <0001 <0001 <0001 %(DOD‘I <0001 0.0072 <0001 <.0001 0.0099 =.0001 0.0012 0.7535
T r 0.13 0.47 0.35 0.35 0.20 023 0.41 0.29 0.41 0.41 0.22 0.26 0.18 0.14
p 007 iﬁi iﬁi iﬁi 0,004 iﬁi iiii iliﬁi iiii iiii iﬁ ﬁiii iﬂi iﬁii
110HT r 0.47 0.32 0.23
Y oer N .0 0. NS S 6 o 7N A 5
11KT r 040 0.4
A4 r 019 029
p o <001 Q.007 <001
110HA4 r 0.48 m 037 04 W
P o RSN o5 0. IR 55 70 55 " G o4
11KA4 r 0.42 038 04 0.44
Y Toer Mioes idea NS o2 oz NN 5o oss IS
PregS r 018 022
170HPIEQS r 0.44 0.46 0.26
? on G Moz o I
DHEAS r 0.21 0.40 0.39 0.23 0.18
P s lomM oz Tom o0 o1e EUENEINRSRS I 1 M
AdiolS r 0.15 0.34 0.23 0.30 -0.02 0.14 0.44
p 0.038 <.001 0.01 <.001 Q.75 0.04 <001 <.001 <001 <001 =001 <.001 =001 <,001

21dF, 21-deoxycortisol; 170HP, 17a-hydroxyprogesterone; 160HP, 16a-hydroxyprogesterans; Ad, androstenedions; 110HA4, 11b-hydroxyandrostenedions; 110HT, 11b-
hydraxytestosterone; 11KA4, 11-ketoandrostenedione; T1KT, 11-ketofestosterons; T, testosterone PregS, pregnenolone sulfate; 170HPregS, 17a-hydroxypregnenolone sulfate;
DHEAS, dehydroepiandrosterone sulfate; AdiolS, Androstenediol-3-suffate,

32 3.7 BAOEXESE2(ACTH)ZO| Al

(EA: Turcu 5, 2021)
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222 Ojdy Hadew

tha/d daSTHPCOS)Z DHisholl, @44 = Aot 1249 F, @251+ thdA
A4 —%EH(DOIYCYSUC ovary morphology, PCOM) &7Z0°] AU FEH T2 E(anti-Mullerian
hormone, AMH) 4] A5 59] 2714] 7|82 $55M= 790 A= th(Bizuneh et al., 2025).
1= 248G (hyperandrogenism)<> PCOS HRIEA 2 &% 8210 =, ARgoh= 1} 7]&0]
T} 60-100%2] PCOS ARl SRl Xto] ofTtH(Teede et al., 2023). AAE2AEFS
OMPx% Aoz E}EZ_ =2 = ol iﬂ_ g uﬂ7]__ EOH xh:}o}ﬂq slot=g 7 =T ,] XA q.olxq
AAE 53l A 4 31"4(B12uneh etal., 2025). & 7oA = thdA dAasea A 7189 sh=,
Aslshy I 2 AESS Wrlskedl JE2AHNYL HAR] AdEAdS thE Q=27
H| WA F53 oA AH E QAT

Diagnostic accuracy of androgen measurements in PCOS

Di accuracy of androg

Total testosterane (TT)
* Free testosterone (FT)
* Free androgen index (FAI)
* Androstenedione (A4)
+ Dehydroepiandrosterone

sulfate (DHEAS)
| |
J% 3.8 Oidd HASSHON ez =3
(Z4: Bizuneh et al., 2025)
2.2.21 A=EZAHYIC|2 £X|
A UASSI S} AZ T 22 7H9] tE 2 A UYL 52 S v w3t 158 9] A7 B0 A]
el el ?lEEJ: Bt 2= 2EEC {25 =%t
T 3.4 QIEZAHY|CR K| HlW
ETHZAL PCOS &&=t [ B
AH(AT) () N mean+SD N mean+SD p-value
=T [median (range)] [median (range)]
) 1.61x0.83 1.20x0.41
Yi(@024)  AD(mg/mL) 139 44303955300 4 (is047-218) O

Jiang

(2023) AD (ng/mL) 450 1.83+0.84 100 1.13+0.46 <0.001

Kumar

(2022) AD (ng/mL) 102 1.55+1.18 49 1.07x0.56 0.00988

Grassi

(2021) AD (ng/mL) 93 1.9+0.6 24 1.6+0.6 0.068

Chen

(2021) AD (ng/mL) 102 1.94+0.75 41 1.15%+0.37 <0.001
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PCOS gttt B

SXHAAL
HH(AE) (E2)) N mean+SD 0 mean+SD p-value
=T [median (range)] [median (range)]
Kha(sz%(’zh(;”ko AD (ng/ml) 130 [158(11.6232)] 30  [83(65-108)]  <0.0001
Olivie
0015 AD (ng/ml) 26 3.18+1.14 110 153+0.56 (0.001
Har(‘ggf;;‘a” AD (ng/mL) 152 1.5+0.1 45 1.0+0.05 {0.001
Diamandis [2.94] [1.31]

(2017) AD (ng/mL) 45 (I0R 2.22. 3.31) 40 (lor1.05, 185 000007
R(UZdOﬂ'g')(a AD (ng/ml) 165  [3.60 (2.73-4.6)] 40 [2.90(2.03.7)] 0.014
88?'58) AD (ng/dl) 681 426.2+228.0 230 240141297 Sig

Barth
ooi0) AD (hmol/) 17 4.32+1.59 107 3.56+1.56 0.034
Hahn B B
(2007) AD (nmol/) 133 12.4 (4.4-41.4) 54 10.0(4.4-18.6) (0.05
Koskinen ~
oon AD (ng/dl) 54 350 + 110 29 180 + 60
Robinson 9.2 6.0
(1992) AD (nmol/l) 63 (95% Cl 4-20) 20 (95% Cl 3.5-9.8) <0.001

AD, androstenedione; CI, confidence interval; IQR, InterQuartile Range: PCOS, polycystic ovary syndrome; SD,
standard deviation; sig, significant

2.2.2.2 CHY LEASSROIA oIS TSR AS It

7t g=

Yi5(2024)014 Hargt e 2 AEU T2 ALY ARPEEAE S PCOSE skt A 8e4dS
A= 81.8%, E°lk+= 83.2%, F/dF-H] 4.86, 2/39-%H] 0.22, Youden index 0.65°]3iT}.
1 9 A=A Hagk IEEAESY W%l PCOSE skt =2 AH W H-22
AL W E 39.8-91%, E°l% 44.6-90.7%, AUCEY 0.63-0.9579] HYZ H =it
thad/d GASeao] Aoty eSS Adsh=t AREsh= vl TEE FARE F
HAEAHZ(total  testosterone, TT), 8 HAEAHZ(free Testosterone, fT),
tjslo] ERo|ubE E AH|E SHAFA(DHEA-S), 78] QEEZ7 A|4x(FAD, BAIP/J 222 (Luteinizing
hormone, LH), HEZA=3 22 (Follicle Stimulating Hormone, FSH), LH/FSH, 44 S22 A3}
=2 2E(sex hormone binding globulin, SHBG)& X353t
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B35 Cigy HA5S7 43

ol

Azt

CHATRE

reference o = - Sn Sp Youden

AFAT) WMD) oy BMIE S .5 @e) N PCOS o TPOENCFP TN 0 @) AYC ngex T

AD 168 (hg/m) 213 139 74 114 25 12 62 81.8 832 - 065 o=
DHEA-S 24111 (ug/dL) 213 139 74 70 70 16 58 50.0 79.0 - 0.29
vi HOIEZAH™S FAI 121 % 204 130 74 95 36 22 b2 732 705 - 0.44
(2024) PCOS (139), Rotterdam LH 753 (mlU/L) 213 139 74 107 32 29 45 773 61.1 - 0.38
HYU=ER (74) FSH 578 (mlU/L) 213 139 74 92 47 25 49 659 66.3 - 0.32
LH/FSH 1.8 - 212 138 74 93 45 24 50 674 67.4 - 0.35
SHBG 59.65 (nmol/L) 213 139 74 38 101 15 B9 27.3 80.0 - 0.07

AD 1.19  (ng/ml) 186 137 49 66 71 13 36 480 73.0 0.63 = A=
Kumar PCOS (187), oo TT 028 (hg/ml) 186 137 49 115 22 14 35 838 714 0817 -
(2022) AZLTHEZ (49) FAI 19 (%) 186 137 49 97 40 2 47 71.0 957 0.86 -
DHEA-S 167.5 (ug/dL) 186 137 49 95 42 14 35 ©69.0 71.0 0.721 -

AD 1.16  (ng/ml) 117 93 24 8 8 3 21 91.0 88.0 0.957 = A=
Grassi PCOS (93), Rotterdam TT 024 (ng/ml) 117 93 24 81 12 6 18 87.0 750 0.899 -
(2021) HLUHXA (24) T 0.34 (ng/dl) 117 93 24 8b 8 3 21 910 89.0 0.954 -
FAI 167 - 117 93 24 84 9 4 20 90.0 830 0.951 -

AD 1.309 (ng/ml) 143 102 41 83 19 11 30 81.0 732 0.842 = A=
Chen PCOS (102),  p vier TT 0337 (hg/ml) 143 102 41 73 29 7 34 720 829 0.816 -
(2021) AZLTHEZ(41) DHEA-S 1837.057 (hg/ml) 143 102 41 83 14 21 20 86.0 488 0.678 -
FAI 2.5 - 143 102 41 8 13 3 38 87.0 927 0.937 -
AD »11.45  (ng/ml) 160 130 30 = = = = = = 0.847 =
Khashchenko PCOS (130). Rotterdam FAI »2.75 160 130 30 98 33 2 28 75.0 93.0 0.871 -
(2020) HZLHZ(30) T »1.15  (hmol/L) 160 130 30 - - - - - - 0.861 -
LH/FSH .23 - 160 130 30 - - - - - - 0.821 -
Olive CIQSSHEO [ Zi5} AD = (ng/ml) = 186 = = = = = = = 0.946 =
(019)  JfHlopg(ige) Loverdam FAI ) - - - - - - - - - o095 -
AD - (ng/ml) - 152 45 - - - - - - 0.74 -
Handelsman PCOS (152), T - (ng/ml) - 152 45 - - - - - - 0.72 -
(2017)  non-PCOS (45) Hotterdam FA - ;2 45 - - - - - - 089 -
SHBG - (nmol/l) - 152 45 - - - - - - 0.29 -
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ol

Azt

CH & K=

AN reference R = - Sn Sp Youden
AF(AE)  CHUXHD) (RIELT|Z) AMRIE ©e) N PCOS Sggs TPOEN FP TN 0 @) AYC iidex i
Sa'li,‘(gry— - (mo/) 175 110 65 - - - - - - 0653 -
serum
- - - - - - - - 0662 -
Sathyapalan PCOS (110), o . AD melfl) 178 110 69
(2017) non—-PCOS (65) salivary_TT - (pmol/L) 175 110 65 - - - - - - 0.757 -
SerT“Tm— - (mol/) 175 110 65 - - - - - - 0684 -
FAI - - 175 110 65 - - - - - - 079 -
AD - (g/m) 8 45 40 - - - - - - 0915 =
_ _ T - (g/d) 8 45 40 - - - - - - 0.842 -
(Dz'gqnf)”d's Eggifj?ib) NIH 1990 o ~ (g/m) 8 45 40 - - - - - — 0007 -
DHEA-S - (u/ml) 85 45 0 - - - - - - 0775 -
SHBG - (mol/) 8 45 40 - - - - - - 0713 -
AD 3.95 (ng/m) 205 165 40 131 34 22 18 793 446 0627 - oME
Rudnicka ~ PCOS(168), .\ T 054 (ng/m) 205 165 40 153 12 16 24 929 59.0 0.805 -
(2016) controls (40) FAI 256 (wmol/) 205 165 40 136 29 9 31 821 77.6 0.821 -
DHEA-S - - 2056 165 40 - - - - - - 0561 -
AD  >277.94 (ng/dl) 911 631 230 524 157 87 143 770 620 - - ot
- PCOS (681), T >31.70 (hg/dl) 911 631 230 490 191 78 152 720 660 - -
(2015) HAEL Rotterdam SHBG  (5.06 (ug/ml) 911 631 230 436 245 90 140 640 61.0 - -
(230) FAI >239 - 911 631 230 477 204 62 168 700 730 - -
DHEA-S  >140.75 (ug/dl) 911 631 230 511 170 92 138 750 60.0 - =
AD - (mol/) 122 17 106 - - - - - - 066 -
FAI - - 122 17 106 - - - - - - 081 -
Barth PCOS (17), T - (nmol/l) 122 17 0 - - - - - - 0.75 -
(2010) non-PCOS  Rotterdam SHBG - (wol/) 122 17 105 - - - - - - 063 -
(105) LH - Gy 122 17 106 - - - - - - 062 -
LH/FSH - - 122 17 106 - - - - - - 072 -
o PCOS (133), AD 1379 (wmol/) 187 133 54 53 80 5 49 398 907 0.6 - oME
(2007) ~ helthy control - NIH 1990 T 237 (wmol/) 187 133 54 97 36 14 40 729 741 0799 -

(54)
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reference A cichls Sn Sp Youden
o3 ( CHAFXHTH ZAALK|E _ - . H|
TR HE @enm PR ax @ N opeos 200 PN PPN g gy AYC ngex M
FAI 497 - 187 133 b4 95 38 8 46 714 852 0.847 -
SHBG 47.4  (hmol/l) 187 133 b4 90 43 13 4 67.7 759 0.765 -
ng EEH 11 - 187 133 54 80 53 17 37 602 685 0638 -
DHEA-S 8.11  (umol/l) 187 133 b4 121 12 42 12 91.0 222 0.502 -
cfT 25.06 (pmol/l) 187 133 b4 109 24 14 40 820 741 0.837 -
AD = (ng/ml) 83 b4 29 = = = = = = 0.933 = 0.027*
T - (ng/ml) 83 b4 29 - - - - - - 0.939 + 0.025
) . SHBG - (ug/dL) 83 b4 29 - - - - - - 0.540 + 0.063
Eogsgé';e” Eggi%%) fnoc')ﬂztlfgzvary FAI = (gl 8 B4 29 - - - - - - 0831 <004
LH - (/L) 83 b4 29 - - - - - - 0.897 = 0.034
FSH - (1U/L) 83 b4 29 - - - - - - 0.699 + 0.064
LH/FSH - (1U/1V) 83 b4 29 - - - - - - 0.980 + 0.010
AD = (nmol/1) 83 63 20 39 24 - = 53.0 = - A=
T - (hnmol/l) 83 63 20 33 30 - - 70.0 - - -
. fT - (pmol/l) 83 63 20 22 4 - - 62.0 - - -
polygystlg LH
. PCOS (63), ovaries with (IRMA) - w/mn 83 63 20 22 4 - - 350 - - -
Robinson RAHRS =7 either H
(1992) %?*EH;—_I(ZO) oligomenorrhoea (RIA) - (7)) 83 63 20 26 37 - - 350 - - -
=T with or without
hirsutism L(:*F{&SA'; - - 83 63 20 28 35 - - 410 - - -
LH/FSH _ _ a _ _ _
RIA) 83 63 20 44 19 44.0

AD, androstenedione; AUC, Area Under Curve; DHEA-S, Dehydroepiandrosterone-sulfate; fT, free testosterone; FAI free androgen index; FN, False Negative;
follicle stimulating hormone; IRMA, Immunoradiometric Assay; LH, luteinizing hormone; NIH, National Institutes of Health; PCOS, polycystic ovary syndrome; RIA,

Radioimmunoassay; SHBG, sex hormone-binding globulin; Sn, Sensitivity; Sp, Specificity; TT, total testosterone: T, testosterone; TN, True Negative; TP, True Positive

*SE (stnadard error)
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3.6 Lidd Had=22

2 TITHHE 2ot QOE (range) HEFEMZat - E8tFHEX| (95% ClI)
= iz : 0|z n AUC% miZe Eo|E AUCZt PLR NLR DOR
0.72 0.75 0.80 2.8 0.37 8
o ) o ] o ] o . . . . .
- 88 398-91%  7H 446-907% 128 063-0957 | 7TH (61080 (063, 083) (076083 (21.39 (031,045  (6.10)
0.81 0.70 0.78 2.7 0.27 10
™ 09 Qo ™ 89 Qo ™ - ™
m 78 70-929% 68 59-829%  11H  0.684-0939 | 68 57000y (062, 076) (0.74,083) (21.33) (0.18.040) (6, 16)
0.78 0.85 0.87 5.2 0.26 20
b 909 m - 0 b - m
A SH 70-00% 8 705:957% 11H 079°0951 | 8H (579 '063) (077,0.91) (0.84,0.90) (32.84) (0.20.0.34)  (10,39)
0.7 0.57 0.73 18 0.40 4
_ i ~919 ™ ~709 | - m
DHEA-S 58  50-91% od 22.2-79% 58 0802-0.775 |58 (67 0g7) (0.38,0.74) (0.69,0.77) (13.2.4) (031,053  (3,6)
T 3M 62, 91% 2M  74.1,89%  3H  0837-0954 | - - — - - - -
LH 0H 35,773%  1H  61.1% oM 0620897 |- - — - — - -
FSH 1m 65.9% 15 66.3% 1 0.699 - - — - — - -
LH/FSH 4™  41-674%  2M 674,685% A4M  0.638-0980 | - - — - - - -
SHBG  3W 273-67.7% 3H 61-80% 5 0200765 | - - — - — - -
AD, androstenedione; AUC, Area Under Curve; DHEA-S, Dehydroepiandrosterone-sulfate; DOR, diagnostic odds ratio; {T, free testosterone; FAI, free androgen index; FSH, follicle

stimulating hormone; LH, luteinizing hormone; NLR, negative likelihood ratio: PLR, positive likelihood ratio; SHBG, sex hormone-binding globulin; TT, total testosterone

H 3.7 tdd HASSF Haed 1oIE2 RS TITEed e AHUDR(GHIZ 24 - HALHE)

A1 Q2% H(range)

25 == = r
n oize n 0| n AUCZ
HAZAMH 5M 39.8-81.8% 4™ 44.6-90.7% 7 0.63-0.946
QIEZAH|HICI2 ZAL
HEEMH 3M 77-91% 3M 62-88% 5™ 0.66-0.957

AUC, Area Under Curve
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Studyld

Hahn (2007)

Rudnicka (2016)

Kumar (2022)

Pinola (2015)

Ghen (2021)

Grassi (2021)

i (2024)

COMBINED

a3 3.9 AEZAHUDR HA PCOS_YsfstH
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-
|
|
|
|
|
L
by
I
I
|
T

I
|

-

ity

Sensiti

SENSITIVITY

SENSITIVITY (95% CI)

052[042-0.62]

0.88[0.82-

093]

0.65[0.55-

0.74]

078[0.75-

0.82]

073[064-

0.31]

0.80[0.71-

0565057 -

0.72]

0.72(0.64 -

0.80]

Q=63.05 df=7.00,p= 0.00

12 = 85.90 [62.62 - 95.17]

Studyld

Hahn (2007)

Rudnicka (2016)

Kumar (2022

Pinola (2015)

Chen (2021)

Grassi (2021)

i (2024)

COMBINED

SPECIFICITY

SPECIFICITY (95% CI)

0.94[0.87 -0.98]

0.61[0.47-0.74]

0.85[0.75-0.91]

0.64[0.58 -0.70]

0.63[0.44-0.80]

0.73[0.39-0.94]

0.68[0.50 - 0.52)

0.750.63 - 0.83]

Q=39.14,df=7.00.p= 0.00

12=82.12 [70.61 - 93.63]

SROC with Prediction & Confidence Contours

Observed Data

Summary Operating Point
SENS = 0.72 [0.64 - 0.80]
SPEC =0.75[0.63 - 0.83]

SROC Curve
AUC = 0.80[0.76 - 0.83]

I 0

95% Confidence Contour

95% Prediction Contour

0.0
1.0

T
0.5
Specificity

I8 3.10 A=ZAHUID2 A PCOS_Matsty LIIE2AHS

ZletEetd SROC =4

0.0
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Sensitivity

SROC with Prediction & Confidence Contours

1.0

0.5

Observed Data
Summary Operating Point
SENS =0.81[0.73 - 0.88]
SPEC =070 [0.62 - 0.76]
SROC Curve

AUC =0.78[0.74 - 0.81]
95% Confidence Contour

95% Prediction Contour

& HAEAHZ

supr0m

ompmo

seoroTYENCI

ozp-0m

oan.0

(R

aestoms.o3

FAI

Sensitivity

Sensitivity

1.0

o
(6]
I

T
0.5
Specificity

0.0

SROC with Prediction & Confidence Contours

Observed Data

‘Summary Operating Point
SENS Y 7&”[0 72% 083
SPEC =0.85[0.77 - 0.91'

SRQC Curve
AUC = 0.87 [0.84 - 0.90]
95% Confidence Contour

95% Prediction Contour

0.0
1.0

1.0

0.5+:

T
0.5
Specificity

0.0

SROC with Prediction & Confidence Contours

Observed Data

‘Summary Operating Point
SENS=0.77 (062 - 0.87)
SPEC =057 (038 - 0.74]

SROC Curve
AUC =0.73[0.69- 0.77]
95% Confidence Contour

95% Prediction Contour

T
0.5
Specificity

0.0

DHEA-S

O3 3.11 H|WHA-PCOS_Yatetd otez2AHE

oy =18 # SROC =4
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NEC ol=R AL

thdA daseat % ARIE2AESo) ] dadsstS Adshet] e ARt B8t 2y=

49H 0] A9KYi et al., 2024; Chen et al., 2021; Ambroziak et al., 2018; Robinson et al., 1992)=
TOIEZAYEZS Folek= Asstd ot AANSC] ¥8o| PCOS ATATAS eo|x]
A HJT) o] F 32 T HAEAHE HAWT t Aldfoh= ZAH = EE2AHY|T2, {2 JIEE4
ARFAD EE PIFLTZRADS B8 B9 WS S/l AT BEE v, e
1H(Ambroziak et al., 2018)°| A= A= 2 AH|Y|t]-20] A535H SIRILo A B & HAEAHE
5ol wEh, QEEEAEYH RS F7H 0 2 F75l= A2 Tl mgo| 4] b=l ARk 4
s

2H9] A-(Jiang et al., 2023; Khashchenko et al., 2020)= FEH S 2ZE(AMH)o L} Z22TH4) thdAd
G e 2)0] Sfet QhER Al AL W AL, thid HASTE Nue] HeEs
WA= Ao =2 HIlsHTt

=

S

R
o

0

42



B 3.8 Oigddtadss THEE(ES)
ATEE) oA  EEIE AR o ey Auc
Yi hyperandrogenic Rotterdam AD+FAI TT H=SZ0) HsH, Mi7H KB HEHAL Al
(2024)  PCOS (139) +TT PCOS ZIEtg Q01511 &2i(p¢0.01)
AMH 816 92.0 0.938
Jiang  PCOS(B0), oo AMH+AD 87.3 85.4 0.927
(2023)  non-PCOS (100) AMH+HT 86.1 90.3 0.948
AMH+TT 89.5 86.4 0.943
AD 81.0 732 0.842
TT 72.0 82.9 0.816
FAI 87.0 92.7 0.937
o Ay, Rotterdam AD or 1T 571 83.3 70.7 -
mereE AD and TT 57t 70.6 80.5 -
AD or FAI E7t 91.2 68.3 -
AD and FAI 57} 735 92.7 -
AD+LH/FSH+
TT+FAI+AMH - - 0.902
+OV+0U
AD+TT+HFAHA )
MH+OV+OUl 0902
A7 CADHTTHFARA -
o MH+OV 0916
28 AD+TT+FAI+A
MH+OUI B ) 0902
AD+FAAMH _ 0916
Kreshcherko PCOS (130). +OV :
(2020)  ZZTiz@(30) oM AD+LH/FSH+ _ 0.9
TT+AMH+OV '
FARAMHIOV - - 0.897
34 TT+AMH+OV - - 0.897
XE FARAMH+AD - - 0.874
X8 LH/FSH+FAI+ _
H 0.886
” FA+AMH - - 0.866
Xl]ﬂ FAHOV - - 0.867
x5t AMH+OV - - 0.849
= AMH+OUI - - 0.815
QIAK| [E= AHBIS} AD7t oS8 HA 2iRt BE TT 2| 45
Ambroziak & TOIERAS TT, DHEA-S i BE) TT, DHEAS 288
2019) o o1), 21z FEEH DR XSO AD 5712 S51 22
Core A 4 MBIt TOIE 22 ZIcio]
s E2HX %Z
< ) /:56'3// “‘\;7\ 1
. PCOS (63), /1 VA"
(F:%%S)S O At =7 Rotterdam ADT_IF‘HJF [\ N Y &
AZTHEZ(20) RN N
“ \\. il } ,-"'II ,’j‘“;
"‘1:;@%) b 238 /4////

AD, androstenedione; AMH, Anti-Miillerian Hormone; AUC, Area Under Curve; DHEA-S,
Dehydroepiandrosterone-sulfate; {T, free testosterone; FAI, free androgen index; FSH, follicle stimulating
hormone; LH, luteinizing hormone; OV, ovarian volume; OUI, ovarian to uterine index; SHBG, sex
hormone-binding globulin; Sn, sensitivity; Sp, specificity; TT, total testosterone

43



NEC

QIEZAHYICI2

2.2.2.3

Pinola 5{2015) |+-olA+=
FrEZAH YT X

ZHo| AN

[=Y ]

A, ALF

7Hee 39l tha 1

Z]

(OR)=5.75, 95% CI 3.74-8.84, p<0.05).

Z4*Body mass index, BMDE EAsI39S
2551 5] vhAlo] ol kAlo] 01911‘4(Odds ratio

& o,

H 3.9 AEAHUICIR &=X| E7t2t CHgdd HAZ S 2ol Aty
mn o Zfate| gy
A7(A) tet XIE OR* (95% Cl) p-value

AD 5.75 (3.74-8.84) {0.05
Pinola Testosterone 4.67 (3.27-6.66) {0.05
(2015) PCOS, H&ti= SHBG 1.53 (1.06-2.22) {0.05
FAI 4.35 (3.01-6.29) {0.05
DHEA-S 2.57 (1.59-4.14) (0.05

* Adjusted BMI, age

AD, androstenedione; BMI, body mass index: CI, confidence interval; DHEA-S, Dehydroepiandrosterone-sulfate;

FAI free androgen index; OR, odds ratio; SHBG, sex hormone-binding globulin

Amy

2.2.2.4 HuAHAR}O|

ot B AR} T 2R | wAARRL] A4 3wol|A] B stoie) 282 TT, FAL DHEA-S, LHe}
ot S Hastglont el 271 Bl AR EaR 2ol 7F 1Tt 71 9] 18(Grassi et al.,

2021)9AE AEZAH UYL £2]E= QA B AR oj7fERet ATTAS HolR] gt

Bt

H 3.10 AEZAHYCI20 H|W SEEX|HLFO| Aty

AHAA(AE) CH&XH'E) HlL ZALK|E A (1) p-value H| 2

FSH 0.17 0.040

Yi PCOS, LH 0.39 <0.01

(2024) FapAN B T 0.78 <0.01
FAI 0.49 {0.01

Grassi UL L= ALY _ _ Tty =Y

s PCOS o AEEPY 20/ 218
TT 0.843 {0.001

Chen PCOS

: DHEA 0.427 <0.001
2HE T
(2021) i DHEA-S 0.315 {0.001

DHEA, Dehydroepiandrosterone; DHEA-S, Dehydroepiandrosterone-sulfate: FAI free androgen index; FSH, follicle

stimulating hormone; LH, luteinizing hormone: TT, total testosterone

2.2.25 Xz 2HHE



1. B2 Q9

FEzAHYH(androstenedione)2 FAIMEASZ 2o HEEste] Falujdold A4 B
HHEE A 220 2A, AR Yol HIAEAHE o AERS AT ATS At o] sEES
WG = B A 5T, A TR, FAV e 5 TR Al e A
Fofgict, tE2AHUYH2 AARE 50 IE 2 AHY UL 58 27gsto] Faludy) feiy 2gke
e Adehs AAER, AQRrled7HIer =UE7] o]kl 200199 BlEe] FEo2 A=

57 3 BUEES B9 A7} FAIR FSE oM, TR AEC S FARe] QP oH,
R3HY S o3t A4 2AS ISk AAS BATAE St

FA A Aeho] |97 R 7] diZoll, E=eAEHUE HAPE ol T2

FHFHow Ad=gAHHYZ oSt A= F 19Ho] AFEHAL, ATVl wEt AR
FANYE # A7 20, thdA dases B d+- 175l

QP S Ao HRAE oS Bl RS2 F3) WISk SOt A1

i
re
-
2
o)
rr
r
r
i)

<
i

afle3]olM = BT AAks A QoM = AAkz, FAF ez QI g ole =47 8l

Ao WAST) B, A A 9129 EE AP0 A AN o A AL ThE

A B R A 0 8 AGHEkE He 1T v FA Avjo] 02 ol A %S R0 B,

1.2 gi+d

IS DA, wiadARle] AdEd, deddel #A,
ZUER)o R, AFHIAPE(AHAE AN ET, thdd da5F)= T2t AASHAH.
AR FAINE4S(CAH) B A7 28 BEAsiint. Aege/de 1304 AASIALL,
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NEC ol=ZAH|H|CIR

TG CAHOF At 24 48] dieh Aeehd 23, =2 Y022 R = 100%, SOl
97%, H|WAHAR] 17-OHP= ¥HZ 100%, E°l%= 98%= HIEh o JA43 9
HA & (non-classic) CAH} A7 thZw 7P QlojAl= QFesAFv|T20] RIZHE 72%, S0l 97%,
HIWHARR] 17-OHPE HIFE 12%, S°l= 98%2, AT AH U H20] 17-OHP| 8] RIZt=7}
=3t

A58 mUE"y 3 ZAzks (HolA Buskrh 21-3218Fa A AW Z(21-hydroxylase
deficiency, 21-OHD) A% 3ERJof| A 7+t 2277 2 E]F0]=(oral glucocorticoid, OG)2} X424
1]5} slo] =2 FE]E FQ(continuous subcutaneous hydrocortisone infusion, CSHI) A &A],
U= AHUYT S TR AH =0l & A 12} -FAH OG A& 57t A¥HA 02 527t o &9t oH,
BAN AT 2BACTHT] AT 0,682 G5 0] 42HIS B TSI,

tha/d dAFEHPCOS) At 17HolA Barsielom, e /g o AR 8 HARE Lol
HESIA

T A4 Aeeha 1QtE 2 7A1d S I PCOS SRS A7t wtat 1 - Xdsl=t| X ge4dS
1589 <AqtolA Harsiglal, Q=AU AWEedS Wik 39.8-91%, Holk
44.6.-90.7%, =415 A (Area under the curve, AUC) 3t 0.63-0.957°2.% E =] ict. th2 AY 5]
Rt H| WA YL FEIAEAHE(TT)S WIS 70-92.9%, §ol% 59-82.9%, AUCH
0.684-0.939, #&] HAEAHZ(T)S UHE 62-91%, E°l% 74.1-89%, AUCF 0.837-0.954,
DHEA-S&= W= 50-91%, S°]% 22.2-79%, AUCEE 0.502-0.775, FAI:= I = 70-90%, E°|%
70.5-95.7%, AUC# 0.79-0.951, LH= W= 35%-77.3%, 5°1% 61.1%, AUCEL 0.62-0.897,
FSH= TI7HE 65.9%, £°]% 66.3%, AUCHL 0.699, LH/FSH= Y1 41-67.4%, £°1% 67.4, 68.5%,
AUCHE 0.638- 0.980, SHBG= Y% 27.3-67.7%, E°l% 61-80%, AUCZEL 0.29-0.765=%
HsH.

188 AAEA AL 6HoA Halsigie. 18-S A|9fet thF22] AtollA PCOSE %_1_3}**11]
9)0] 7 A TS AH 0T ARG AT} Q=R AL 28 Egsto] B8 A Aol Akt
FIA7 = AL = HsI3H

J

A 7to] AT 1HoA Harstl o, A7, A -ZFA(Body mass index, BMI)E Eg5153=
FEZAHUYIYR $R)7F 22 9ol thdA dAaSE A Ednte] Aol It Odds ratio
(OR)=5.75, 95% CI 3.74-8.84, p<0.05).

ot 2 AHUY|Y L3} § 22 H| w7 ARRLe] AFkA-2- 3Ho| A B skt 22 TT, FAL DHEA-S, LH
O RO = Bargl o, 11 9] 1HoA = IEEAHUY|TRZ A= DA Eis tiAH] 7ot
AHBAE HolR] gt HskelH

i
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2. 48

ot Ae o] Lol el AgUghEE Tiste] @A) WolAme] 2

Ax1e) 2 2
sfol=R Tl 29 AR B9k FERABTE Wkgo] AN AT S 2R} ojuat AT
g}

A9 A W7ol X3kel BAH A7 ARkl Ae, WA AR RAT 4 ES Agshs o
9le] 17-OHP, 1B, ACTH 5] 71 74kt tiAIsf= AAb} oflet 45 neke o & g we, Wgte)
A% 38 (subtype)& ZE5R=T] $-85tcHe Oj7o| It 3k, YAIOIA 17-OHP B4 A3t o
2144k A 2WA AA4 BATgAS0] JAEE Adele] Ade] AH|Ro|= SR AAL
(JUEF-IFEA)7E ASHL o, o] AAlol AsAdY o] Lo A
Qre R AETE AARS AR BT A% e Esir iAo 2 ojulrt gleka Brksiech

=

4
ol
=
2]
i
&
0,
:
)«
i)
i)
i)
r
%
v}
g—%
r
B>
2
ol
ol
19
R
L

QFERABMITE 5178 79 PCOS B3} R 2Julst ko] Yglon], T ERdl SR
AAA ST o] sl

AUSOIE WA thdd dAEFEe EE AW slRd] AR 1dEEdaEd
(hyperandrogenism) Slo] Zgtslo] glom, QEzAdyclo] Aototy =R ABSS
SIS A3 ShkA] ek HEHIL Al 4= G 40| B T WS TR IIERAES
Aehe B sket] A9l AAE WISt thel, 22 24 AREA oA TR da T
A% A golotd] TS RATS WS 919 B AR AT 2T o] HAE AN R SruRd A4
mEHE 1342 0% AGTH A AU, o5 SV ST 9 A9 AER AL B

[e]
2 ARG 2 AL 9l A

o
=
of,
gt

HoHES okl Q11, HAF RS =0]7] Yol A2
27} Aokar AAskTt

20254 A2%}t Q771 E 71 L3](2025. 2. 14.)= U= AH YU AAY o tisf] theat Zo]
Aolatirt.

Ol=7l&ANH7 A8 = HESH EAES] A S50] w4 &2 Ht ol AAP 71 AR A AR
ofyzh= & skt

olo, S=7|&M B I Ls= YA gy aItgol ZA 9 I 9 WURE 52 T oR
THFS o], = YAAIONA AR FATEAAS, thd GAS (YA)ER] At B 9
TUEY 5402 2 AH YT AAR] ARS-S oFolA] HLFF 02 A ol5tRT

=
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