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NEC DHEA (Dehydroepiandrosterone)
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1. I3

DHEA (Dehydroepiandrosterone)+= F-A11] AZ=5 2 20f vk-g-oto] HAln| Ao A A4, BH|E=
AITER0 A, BA| Y HIAEAHE 9 o AEES] MIEAE 3 E= ZHo| net FASIT,
A FARG A, FA7 554 5 okt FAIT A} A Ae @Al Tofgitt,

DHEA FAAk= @352 DHEA 22&2 S4sto] FADAY} A AehS 7 Adshs HARE,
Aol=7|EB7HA|=7F =57 o]4<1 2001A0] o= A= 3L

2001.5.3.).

5 712 WREYHPES B9l AB7F AR S2E L, ot diA 57]so] EA6k= AAIFNA
H17 & tfH] & 71e a3/g0 et 2AE FRlstaAt 2024 Alox} Q=77 E2]
(2024.6.14.)°14 H7HAGA L A3 Fg2te] gt 4H2E ¥ Q=7 | H7HE =5kt

1.1 @7ty 2=7l= 712

1.1.1 DHEA

DHEA+= F419 AR =5 220] Hl-g-5to] FAln|Fof|A A4, EH|== 2w 0 24 A t=
71E RADAAS, o] 1391} 22 FAS5Te] FAHH 1 T R4S (38-HSD
AR)oNA ool R9IE AHsk= 783 HAOIHh

AV 2350l O 123 223 CushingTFwt2] FAIHS 2, @ F4I47153(38-HSD
Ag)olA aargoll BAE ', @ Estrogen HAT-E2dE2A] glofe] FAI

AREET L GAJEO] Uk AAREAIRIZE RAGTISES, thdA dASES, FAY, A4
BAREA, 7MIEREFS(pseudohermaphroditism), 40}, =91, YAl T7| SolA J7lokal
OH‘:] 4, 17a-hydroxylase 2535, A4 418 955, 45 FAIH3A, A%, 523 thHS 5olA

=

U] 7] 7Ake] oy 5 o B o] mR, DHEA ZAKS S0 7153A10] s theat
o] AAIE) 3 QIekh e e|ste) BEsles], 2008).
o A BN 150 718E Wl FAEFL BE AT



NEC DHEA (Dehydroepiandrosterone)

=
o A I ZAHUY-2(50-250 ng/dL (1.75-8.73 nmol/L)), DHEA (&73: 180-1250 ng/dL
(6.24-41.6 nmol/L), 943: 130-980 ng/dL (4.5-34.0 nmol/L))

FAE2 A 7HA] =8 F2EFAH R0|E 3 2R PRIAZE|FO|E(Y, ZES), ARFI=E TS
e, €=AEHB), FA4 A== AFA (A, HstolERo|uJtEg AFE(DHEA)E AR
FRIEE| 0| EL} ARIZE| 0| Bz 50| AEA|E &3l A-&-5hH, AU A A 4100
Tofstal ThefRt A AEY A HRE-Z 2T, FARE 2 M41A|= A AT DA A 2o A
A(sex) AH|ZO|ET 2RO AT tha JIE2A 5849} | AERA +=8AE Sf 283t
FAlud Ak M| F70] F2E|FAE|Z0|E T ER F S B H o/ 2 EE AY F= Y
S0 & 5h, 322 AW {4 2 Addsoly aaol el HokpA]| S FAlukof ofsf
gl TEE QIS FE HolpAU A UREHIA (0] 4/ ACTH)OA] FAINEA=Z 2=(ACT
H) B4k %7}*] 71 Y B= GRIZE 0|, dRIAEFHI0|E, RARIEE A4 of PAke
F7H7 1= FA1AEe ofs) AR zsts] H, 2017).
DHEA (Dehydroepiandrosterone)= F-410A4] AJAtE= AH|20]E S 20 2 AT 2H 0] A4|0]
@/} o oA BAEATE 9] 0] T =2 Bl AUtk DHEAZF A &l
DHEA-S (Dehydroepiandrosterone sulfatey= thAl Al A4&0] Wil vE17]7F 47| wlio] 73t YF7]
g5olu €Y W5 do] UERA] eh=th= & ollA] DHEAR} 2to|5]o] Qitt. webs] DHEA-S= Al7to]
Aol wet 45 FAIEE e AE Ao o) P A Q] X #EE UEhd 4= Q= ¥ DHEA=
T AEH A0 T3 1R3-S T & ¥ &= 9} T3 DHEAS] tiF-20] DHEA-SS] P2 EoHoflA|
35K Hayley 5, 2016; Kroboth &, 1999).

CYP zu:.l
CYP 17 7-eH CYP 7
Fregnenolomne — PIEENENOIONE | — DHEA,
J||H:i-:|| 3Dy 3 HSD 1
17-0H Bl B Arclriatase
CYP 17
Progesterona — Frogesterons S Androstendione = Estrone
t'rn-:]l cve i} 17 HSD
11- Arornslbse
Deosycortisons Decwycartiss TESTOSEEMONS | c—— Estradiol
CYP 1181 I 17} H50 l
Corticosterona Cartisol
CY® 1182 I
Aldiosberona
Mineralocorticoids Glucocorticoids Sex steroids
Adrenal cortex Gonads

I3 1.1 RUNESEE9| 4d 1Y

(&4 https://img.medscapestatic.com/pi/meds/ckb/16/14016tn.jpg)



1.1.3 2AQ¥H| 3ig

DHEA Aol AREE= A 81| (HIXIEAHAIA Qo] gt = A& eFEQPdA 9] 5|7 A
the-o] (& 1.1)3} 2t

H 1.1 I AZ2AZHX 517t

HNESB 20 7S (5171Y) =ERHMS(ES) MESH

[ES3] 23U SNSRI TN

Immunotech RIA 0oy =y Al 21 15-373 AfEol EEI Y

DHEA BEUAE) 5 0015.02.06) 110700TQ pisoicaomeicz Az s £x

[ESY] =S HTEMEX|
2 YRz WHZ=0rE T2 -EHE
22N A|AH(liquid

%ZTOROAMPI(DD MNE |2 A1 chromatography—tandem mass

ol 7045
LC/MS/MS Oll0[BIATO  15-794% 101140.01 (1) SPestrometry (LC/MS/MS)

Svst ATZ0HY) (2015.04.20) Systems)Q 2 HQXIHS 2XO2

ystem OIH|ZEE] HOIRI ZHE 0|25 Y
S2|A17A AH ol TS s 27
ES Q7| BBIES AlMGHEH| AR

1.2 LS| H3 X HASIH

rot
ol

1.2.1 I 2iSx] oig

olct. BAN AT 2R A4 T B9 AR H QPRI §BE 54 FFL thea} P

H 1.2 AZEAQYFOHIZSE S 2422024 1&E)

= o o ATH7ER]  S7PEE(R)**
HS = = B (y) (49
H25 e 20 55
M2Z HA=
M1E Ax gAtlz
[LH2HEIHZEAL
(BAD
=-350 AH|Z0|ESSIE Steroid Metabolite
D3501 7t SieiEtS-AHISH(H) 56.07 5250 4,550
D3502 L} MUSHSIZAKEZ 170.21 15930 13,820
D3503 o sloshy HiHOZ ZARSE A= 177.1682 16,580 14,390
LSt
D3504 Ot MUSZ-E2rEMKE) 370.89 39,180 33,130
D3505 AN BAIREE FH ZXOZ 385 SAIZAL 72,680 63,050
S AN AP0 705928 ALY
(gs==
£-371 D3710 YHS22[HUHAZHAM] Gonadal Hormone 159.72 14,950 12,970



NEC

DHEA (Dehydroepiandrosterone)

Ic =

FIPEE(E)™

@)

(#3)

L}-695

D3711 . iore] 402 AAfR Z90l= 1801182

HHSER[HUSE-EHEM|(HY) Gonadal Hormone
D3740 7} HAEAHZE Testosterone
. THEZ0 A 2 A S0 &St 71E, EH20
= QU Mg
[kt 15 2A)
AL U 4 Tls EA
F6951 7t RMENES =2 Fe|s=2=0] 2st
w[olrRA-EAIES 7[SZAL Pituitary Adrenal
Axis Function Test by CRH Stimulation
Z: ACHT 2 Cortisol2 63| &8 Al AMSICE
Ly, 2AIEXNES =20 95t K&y SATIE
XI=ZA Continuous Pituitary Adrenal Axis
Function Test by ACTH Stimulation
F6952 (1) AH 17-OHCS ¥ Creatinine &%
20 24M2t A 17-0OHCS % CreatinineS 43|
S Al AFgeiCt
F6953 (2) 84 Cortisol &8
. dd TEIEZ 45 = Al Al
F6954 Ot 2AMIENESEE0] o5t g5 FALE X=SEA
Rapid ACTH Stimulation Test
@Y Cortisol2 33| 8 A AFSHTH
F6955 et 21-pelea ZESS FHoH| fiet
SULENS 2 == XM=52AF ACTH Stimulation
Test for 21-Hydroxlase Deficiency
= 2AN7E A 17-OHEZAAHZS 23] £8 Al
APESICt
FO951 Of. ofgl HAIHERS AUXHAF Overnight
Dexamethasone Suppression Test
Z X CortisolE 13| - A| AHSIT
F0952 HE. NS GAHER AKZEAHA8AIZH Low Dose
Dexamethasone Suppression Test
7. ¥4 Cortisol, 2417t 28 Free-Cortisol %!
17-OHCSE 33| &8 Al AFstCt

863.42

228.94

504.49

460.33

265.55

184.63

133.35

452.33

88,900

21,430

47,220

43,090

24,860

17,280

12,480

42,340

77,120

18,5690

40,960

37,380

21,560

14,990

10,830

36,730

FO953 AL 18 HAMHERE ARZAH48AIZY High Dose
Dexamethasone Suppression Test
. 24 Cortisol, 2417t AH Free—-Cortisol 3
17-OHCSE 33| &4 Al AFsitt
F0954  Of 7|EAS0| 9ofgt L=AHZ X=ZHAL Orthostatic
Stimulation Induced Aldosterone Stimulation
Test

F o ¥ LYEAHES 23] S Al ATt
FO955 At Captoprilof 28t i-L=AHZE BESZHAL
Captopril-Induced Aldosterone Reaction Test
Z dd ¥ YTAHZES 33| FF Al APt
FO956 Rt A Q0| Qlot UZAHZE AXHAL Saline
Loading Induced Aldosterone Suppression Test
T UEAHES 23 £ Al LHHeICt
F0957 7t 22U oot 7HHZ2t2] XAt Clonidine
Induced Catecholamine Suppresson Test

Z. Epinephrine 3 Norepinephrineg 38| &8 Al
AESITY

452.33

168.75

226.34

564.05

343.75

42,340

15,800

21,190

52,800

32,180

36,730

13,700

18,380

45,800

27,910



ALH7ER]  S7PEE(R)**

'E"ﬁ' Jc ==
e =T Br () )
HI3E e HIZ0 =
H2E dA=
H1E X dA=
(LHEH|ZAL
=196 CZ196 QUEZAHH|CI Androstenedion
L-197 CZ197 QI=2AHZ Androsteron
=198 CZ198 I IHEE[Z Pregnanetriol
=199 CZ199 DHEA (Dehydroepiandrosterone)
207 CZ207 _ 172M-5|EZA| 22| 1H|=E 17a0-0OH pregnenolone
X AZBEIAANE7HE 8P 1B AR EE A A-47 1P H(2024.5.20. 23]
H 1.3 AZEAANET R IAE= A
HE2HS 1109 ESEDIZE  CZ199 200 H[Z0d
BHEZA HZA=X|E TA| H2001-185(2001.5.3) HELXt 2001-05-01
SHo|H(sR) DHEA (Dehydroepiandrosterone) MHF L2 NESUS
OIM(HE)  DHEA (Dehydroepiandrosterone) U223 A oL
DHEA= Cholesterol22F androgen/estrogen MM S71HA 2X2M 70~90%/t £

Mo % HS3

0N ZHIEL, LHX| 10~20%= JH0M 2HIE. AE7IH 02I0|0ME J28| AE7| 0=
Ol 2261 S7tot0f 20M H=0{M peakS HO|H 0% L4617 AlFo0 LYHO= 10 S5
iE7f 2% 4ot 70~80CHO| 11 A=ES| 10~20%Et 7| &. 0|2{st Hek= THALS tqafoﬂ
Ofgt 20| OfL 11 Loojof| et S0 2|7 Z4oh| T2,

FAUZHOM SO DHEA= ZH0A 24talrt 20{Lt DHEA-S B2 =l LIS 2fotH| =11
& 7HK 240 ool tHAtE(0] HHE =22 Hat== O YUNe= Of':iﬂl(wkﬂg 2)0= Hat
. et I AHZME Y S220] O g0 s ASTol= 58ets 72 +
US. D=0 ARHEL QL= FHl= OR4Z0|M Diosgenin Olet= d2E FE¢t & Bitohil Ql5.
SUZe 2= 435 SULEEE S
§7|1522(36-HSD ZE)MA 24T

D12+t 24+ CushingS=w |$ |tc'i't.'j% HEod
@RHY7152=(36-HSD 74I”)Oﬂ)\ 2

(®Estrogen TT=EZXM E{0IQ] &

GARZLAPE BUG7IS%R, Hdd HA S22, 748, 48d $*._|ﬂf§§éi, &Y RS
%, 40}, 10l AN 27| SOjif 57 r k2 Addisont, 17a-hydroxylase Z&%, 4124 A8 2
X OIE HADISA HAOF EHEM [IEX S0A ZASH
OO ;s O T - oSO, T Lo, =2 o o .

A7 897182 - 57| E 0 - BB - LA -E£3](2024.5.20. £3))



N EC DHEA (Dehydroepiandrosterone)

H1.4 20| HZ7IE U Wl 2ot MSARTE HAKIZ(20248 72

&= MFQIgAL

7350 AH|Z0|EatEl=

11-Deoxycorticosterone
11-Deoxycortisol
11-0OHCS

17-KS

18(OH) Deoxycorticosterone

Corticosterone
Deoxycorticosterone

SQ2|TE|E Free Cortisol
(11) FEIE Cortisol

(01
(02
(03
(04
(05
(06
(07
(08
(09
(10
1

)
)
)
)
)
)
) 21-Deoxycortisol
)
)
) ]
)
)

(01) 11-Deoxycorticosterone
(02) 11-Deoxycortisol

(03) 11-OHCS

(04) 17-OHCS

(05) 17-KS

(06) 18(0OH)-Deoxycorticosterone
(07) 21-Deoxycortisol

(08) Corticosterone

(09) Deoxycorticosterone

(10) DHEA-S

(11) DHT(Dihydrotestosterone)
(12) Y=AH|IZ Aldosterone
(13) R2|ZE|E Free Cortisol
(14) FE|ZE Cortisol

(01) 11-OHCS
(02) DHEA-S
(03) Y=AH|Z Aldosterone
(04) R2|ZE|ZE Free Cortisol
(05) ZEJZE Cortisol

LIz HUHAAA(YE) -SSR diH  (06) 11-Deoxycorticosterone
(07) 11-Deoxycortisol
(08) 18(OH)-Deoxycorticosterone
(09) 21-Deoxycortisol
(10) Corticosterone
(11) Deoxycorticosterone

(01) 11-Deoxycorticosterone
(02) 11-Deoxycortisol
(03) 17-KS
2)) (04) 18(OH)-Deoxycorticosterone
° (05) 21-Deoxycortisol
(06) Corticosterone
(07) Deoxycorticosterone
(08) YE=AE|Z Aldosterone




5 3719] 71€<1 DHEA AARR} H|17]€<] DHEA-S AR =W A GE W8-S FEst 3=

(I 1.5)9} 2t} DHEA HAR= v G o2 ARS & 11

H 1.5 DHEAR} DHEA-SQ| 1Al & H|IE FH H|W

QJ=4hd, DHEA-S %;‘A}—: o] 2 ARRE] 1 9},

WIE CHI(H1 )7 1%
DHEA-S
71=38 DHEA AB20|C3E- N
[(HUHAZAA (B [ AN (2
_DHEA-S ~aloJ5t% 4 DHEA-S
= ’I I:|A|]1|X|7|ix16|,_
245 pammNs _ | LIRS
Ho| & ® 1, 2%} CushingES 70| HHZIC  AHZ0|E 3220 1Y < 7||':0|'XCI>EO Al
35 @ BAMNT|IZEF0| AR B 2 L ZEo| MHEIC ; Eﬁﬁ E|-OE7<
@ EfOrQ] 241 3 EHOtEREH 7|52| X|H :

ol
M

4, Stein—LeventaI S

HAZRHS 199 £350Lt 3501t

HBEDIZE CZ199 D3502100 D3503020
NS I=0 =0 X

SRS - 170.21 177.16

1.2.2 22| HSSY

r9.'.'
ol

DHEA Ao} sl 9] B3 57 W n| CPT 1, Ui 2z BAgSmol A thewt Lol

stelshoit.

H1.6 29 23 U 89| SH ol

= =% LHE

82626 Dehydroepiandrosterone (DHEA)
Of= CPT (82627 Dehydroepiandrosterone-sulfate (DHEA-S))
ue  mews gem SRS

(dehydroepiandrosterone sulfate conjugate (DHEA-S) 196%)

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

2) 28 344 FfolA]



N EC DHEA (Dehydroepiandrosterone)

1.2.3 =L 0|82

AL TRIT 4 YT AR AN AT
o= 7] vlgo] AmH|g o] maw W2 B 7|Eow 129 SIS

H 1.7 DHEAS| Zl=H| HH
(391: 9
7= H deE5E SR Ci= ol

126,754 207,075 206,100 191,670 52,651

2

(CZ199) DHEA CEE
213

(Dehydroepiandrosterone) o 170,800 205260 207250  187.950 22,500

A A EFAAE7H vlFeRlg ] FH(24. 5. 14. 23]

w

la}
0E
Jm
0x

ia
rOII

ZEo}

rir

o|87|=

1) FASFL
FATFLE Aol TARle] et FFIAF2E o= wF o kg0 WS Y

M| E(corticotrope) AF, Hl¥olpA| S o3t FATZAAE $2E9] o]i/ R[] B2

A AT 22w Q&g (FAlud, Falud of, 29/ FAITHEAY) dlel osf At

Froleh= gl HolrA IEE| T ER LGN E A150] ot ST Al ARgRIt. Azt
<15+ 100,000%8F 1-275°A TAsh= =2 Agolnt. gazdo] S Al 2441 &1 72| ZEE,
ozt gt ERE AL A BH(EE B) ZEE, A8 GAERE AR FASTES AT 5
om, TElE Hri7F ACTH E/gRUA], WA 24E 9l 2dslr] 943 274 ACTH A= B7Fd
&= 9lom, o] & KA GAAAKCT)H =l MRI AAF 522 AN SRIgtK(HfRhiel3]H, 2017)

2) AAA B4 78 4S(Congenital adrenal hyperplsia, CAH)

FAluj ol A T EjEo] /A== Igol o7 H A AEskE A 24, 95% o1dollA cytochrome
P450A] &4:91 28|20l = 21-44teka Ax(hydroxylase) 9] 7]50] §1o1M A71= Aoz L&A et
21-48t R A0 AP FAloA BAE= FEET S AEEY B ASHAZ]LL, o3 pHo®
BA AR S 2 (adrenocorticotropic  hormone, ACTH)Q] IHEH|Z Qlsto] FAlm|Zo]
W= w BAlA FEE 0] S SXAA A0S JPAXI AN 0= FHE=
Agto g, A AAZ 02 AlggRt AlAFor ek AHAAL A} 14,0007 4 & 1789 ¥l & Tsk=
A0 HAFETHIAF 5 2009).



|'|'\_..'|_: othalamus

T Wasopressin
jremmmmmmmmeee| T ACTH |
:. * Pty AT
: |
L Cortisnl | dmcssnnnana, \ brEAS Enlarged nodular
E adrenals
1L Nibronaliie .-: F '.I % "\-‘_..-"'r" ------ - J Aldosterons | e— | .I'\rl\.|=|||_|'| i 1l
] | T l
Ay L * b ACE
L_.::I-' Tey A R T Seruem K g sl
= N B= - 1 Serum Ma
e N W TRenin 1 Blood volume T Angiotensin |
* : rF N W ™ : -
- - o hn ™ £ +
Kickney
T Androgens L + Hlood pressure

.ﬂ.m;|u_| LE s
Hiver)

3 1.2 HYH MY B 2HES0AC 22 Hat
&3 M

o
(EA: Mallappa &, 2022.)

21-hydroxylase 28359 A= Hies FHEY 5 vE JHsHA FAAKHLEAN ACTHS
HJEHE A7 1L G 220] A= AdRMA7I=H AUt ol & fldiAle A15411 FEE9
Foi7} go2lo| 5 B Al H o] 287 ofotof| 2] A7)/ d & 5ol BRSIH. FEES HE
SIO|E2FE|ES 10-20 mg/m?/day & 7 FolshA =W, 3=F Fof AloflE A4 Aoliet 74
S99 S WA HEZ 7141 €% 17-0OHP, androstenedione, HIAEAE|E2] 4=2] 9 A%}k
Ao Holel TAPS 4] WEsto] FAIFE 2dstoiof 5L, FEE A Folizt = o

YRIEE|F0]E0] Fojt 24 B9k A&sfort KT 5, 2005).

RS 5AL 20, Aphel, 9, E90] Ho] 5 ofe] ofgo] ofs) S4lo] el Ao el
s2Eo| AWE] ek A7) Aoje Wakth Al AAEAZ U3t BAl75EH0] A

0

Ol

SA]S, HekA] Folt WA X5 Sl o) AYBHE-H5IAI- B4 9] oo Bl
YRIZE| 50| o] Qhslo] RAlo] TBtEIA] ohs RA SRR oA RA s RAolet Tk
AHPARE BF YRIZEToSel B TeLAA 34 FANIAIEZR 437,
A&AWY P4, B BANAAFEEER, CT Sol Irh@geely F/HAFHRRT, 2024).



N EC DHEA (Dehydroepiandrosterone)

=
T R Bo)S ST Ao} ot mEolA GASHE Qs 4 otk WIS RAEY Bapo] 34l
HF 2 % grridEo] £ 497t 7P B, sto|= o] wotE 2 AR FARI(DHEA-S),

=2 AHIY2(androstenedione), Tisto| ER2of|mQIE 2 A E(DHEA)O] 2 7497+ 11 thaoltt.
[17-HAEAH=ZC|E(urine 17-KS)w= 7154 FADEZFC] U= e, 217-548t
FEEFAHEO|E(urine 17-OHCS)= S FA A EEF0|E 452 Yehdth CTH MRIZ ¢
EA, M7V, BA s 5= AR oSt RAIS S wil- - 0L, tiF2o] ool 8%
NAEHTET oAEE ASH ZFTEY, CTYH MRIOKY FIFe= A & Slth
(AU &R 2e}3] H, 2018).

X

5) thdd ta
o goA 71 ERt i A% F SR, FEES 6-15%°It. e =l dAERAS Y
8|5 wigho] =] oot 93]l Dol AR A o, FAlo] HaolA W e =R FH|7}
57l o2 A7 ol e 2T AVgBE- oAt TR Eutd, et A, EAEE
ToHEE] 5 ofF 8.10] A=t ob2] St AR1L: 1 EA] it Higt oot HHE S0
FE7, ASEE, A B, 1Y, 982 EE Aot HE S RS, =S, 2R, gAY
T T2 A2 Ty, OVIAEES, LB, U2H] tiAFgell, viRte s Halsa ot o=

ZPolycystic ovary syndrome, PCOS)

(9)

200310} WHEE ZE 2 tha i 557 A6712:2 744 wol AL ste], O 3hi 97 52 597,
@ YYH O TR Yot FY(hEF, oS, B Eb BAHAR lE PYTEE 7 45,

T

=

® WAz2uolA] S1E] thdAl i £79) A] 74 715 % 2714 o el e Atk el
2AABYREE, 2024)

5 71t TAE S S AR AZRFAAEI LY BA T ol RA L el BAXES

[e)
Rl 23, 371 FAIE EolaL ot

10



T2 20194 20204 20214 20224 20234
FUEF
SR} 2(H) 5,386 4,836 4,716 4,591 4,832
HT A7) 21,383 18,181 16,884 16,120 17,449
QAUZTOH|SZH(FHH) 3,358,623 2,770,099 2,650,659 2,502,607 2,767,034
L5t4A|- Q=T 4 (E240)
SR} 2(H) 327 350 368 366 365
M (1) 1,732 1,949 1,972 1,897 2,032
QUZH|ISZH(HH) 587,629 787,768 510,371 487,603 717,082
0|AN EMIEAS S 22 ES7(E243)
NS 28 33 35 47 48
b e ta) 96 157 178 191 201
QUFHHIZSH(H) 8,319 112,653 99,348 58,815 162,353
SAZAT BHEE MHY HAMA7|H0H(E250)
CNESCES) 1,048 1,066 1,094 1,110 1,153
T A() 5,860 5,680 6,081 6,194 7,063
QOFZO{H|IEH(F2) 631,510 670,074 774,867 729,178 838,418
SHImEe] oby MYS(C740)
CNESCES) 262 255 246 283 311
Saura s Ca) 3,042 2,663 2,338 2,771 3,475
QUZH|ISZH(HL) 1,459,879 1,248,425 1,281,052 1,327,553 1,747,766
CHey HASF7(E282)
BIRE () 51,834 54,897 62,653 63,766 67,609
T () 113,726 120,730 139,552 139,111 149,654
QUZOH|SZH(HE) 4,804,786 7,152,484 8,636,793 8,507,161 9,340,986

EA: B mHlbo|E /A AR B AP B A /A E mBA) AEAIRF(ESE) 54
FASTA] A, FASTI(E2D), FEAY FAST(E242), TEFT ARNFAZTIH(E244), 716t ST (E249),
ZHAET 9] FASTT(E249)9] o] 8 dS AT

=

—

|10

1.3.2

Ol
ﬂF
i

|=27|=

ro

=
e

FAZE O] TPEAGHAR= A A screening test), -7 AKconfirmation test), YXIAFHAL
(localization test)® 3% AHAA HPFHO 2= Q% Q| FElLE, offFAERE AANovernight
dexametahsone test, DST), AFJEFI T El&HAKmidnight salivary cortisol test)7} Itk

2477t 85 FEEHARE AEAANY E9t oby = SRRl ARe] a1 #(gold standard) HARIH 8F
FEEo] 3H] oW xlo] 7hsstal, 1~3u] ARt wobAd QIthd oRtElAbHElE FHARRL
AJELA T ElE HARE AlgsoF gt

ofztaApHERE=H A overnight DST)i= 25 114]0] 1mg FAMERES Il thZ'd @4 8~9Aof EF
FEES 57519 )50 nmol/L(1.8ug/dD)]] 8% F5F+ Ado] 7hsottt. 85 72 FEE&S
FEEAFI=EA 2 FEES S70] HX| ko H g o] F9-24A7t 85 T EE HARE Algshd
gzlo] 7Sttt



N EC DHEA (Dehydroepiandrosterone)

A7 EfH FTEIE AR TEEQ] YFHE] AAE SRIok= AR AR 01]*1 FEES 97 3~4A]0
S7Foto] @& 7~9Alo) Haixo] =3t olF Y Aot A Y HAX7L "ok HARET
EfA T E|&0] )5 nmol/LoH F/JEF Xdto] 7hsstaL, HAPL EE%‘ B9 A TEHE AMNE
A&t 4= Q11 EF FE|E0] Y130 nmol/L(5 ug/dL)olH AeksHA i},
AHZARE AlYstlont #Q%QLQE gst7] o= Eiﬁi 8% SXHAE Algshof Stk
AR S A-83F dAtHERES & GAPEREAA] AR 48417t Bt
0.5mg2] GAIHEfES 1 6*17PUP’+ gt A1 25 EIJ*—OM 24A7t 8% FEES STt
R0l e B FEJES (1.8ug/dL, 85 FEIE0] 20ug/dayE Wﬂﬂ“ﬂl dZ FEZE0] )50 nmol/L
olAlol ALo] FAZZIoT BETE AR FAZTILC JAHIZTE|EAN} ALeF
SAb e A HAK £ CRH A= ADE A8 -0 & Zéﬂ}Eﬂ =

T8 WA DA FYSTEACTH kel 4, Pl 595 olad 39

it

o
%
N
> X2
rlr
L
_L4

= = 10: P x| X 2 234k
o m=X=] = A =1 oo

BAIDE o _J'k_xl 7S ZA

SR EsEE SaEERt o , o 21430(2) 673
0|’ l‘l:|0|')kX‘”— |IL|7;|7< |_7.|AI_ —:r‘)é' o—v—__nLL F6951 §|104 228.94 18,590(%) (63%‘)
< =
12t BIADIERS OZIAL 55T Fogs1 g0 13335 (o0l 30
- =
NEZ SAERS ONZIAABARY  FAESE F0952 g0 45233 ool S0
— 42,340(2)) 1393
22F Ol A ARl =5 o | ,
U8 HMHER: AMZA48ARY  FHEZZ FO953 =0 4562.33 36.730(4) (1232)
SRS 20 Ot KA & o .
AP TEZA-AS 17-0HCS ¥ RAIIZRH Feos2  Z0f 50449 4022000 162
AR 40,960(8) (162
Creatinine &%
SAISa2E0 o Tl 43000(2)  1402]
AP REZA-2E Cortisol 28 T T F6953 =01 460.33  o7'3g0)  (1343)
BAMEXES220] o6t 24.860(2) 43.1443]
T o KL BAIEEF F694 B0l 26556 5'soi (351850
21-AEES ZESS TR Y 17,2802) 3484
S IUTAFES, o s
TR0 OBt UEAHE XIS RUEDISEE - F0954 30 16875 |oSoo(Ch 2528

HUTAHZZS 13,700(8) (24198
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1.4 WatM A SLQ| TS X

%3 Wiet1Q008)0 A B FAZ T At vjo|=eilolA SRS 9 2] AAIR 4 97
FE]&(Urine free cortisol, UFC), A4 Bt FE|<L(Late-night salivary cortisol), 3% 1 mg
A ERE AAKovernight dexamethasone suppression test, DST), Longer low-dose DST (2
mg/d for 48 h)Z A5tk 2AIE ACTH E= DHEA-SQ] 232 FA] 23] Sixjof| 4 9] FAZSL
Rto] £g0] 2 4 917, FAEF20] QIE EL ek Bihe] 27 Kk 7le] QR op et
o] £4 Aol A m|Sgt Al 7 5d2S yehd o kil Astal U%Ith. DHEAS] A Higt
HIARR Y82 ER1=]R] gttt

Speiser 5(2018)0] 13t AE|2o|= 21—Hydroxylase A5l 2t A3 741 HE4S(CAR)el
TR U H[e}S] P mAIRolA = CAHO| HRlo] == tiefRt a4 WS sk washy| flsii=
170HP, cortisol, 11-deoxycorticosterone, 11-deoxycortisol, 17-OHpregnenolone,
dehydroepiandrosterone ¥ androstenedione= LC-MS/MS 7|$1 2.2 &45= %lo| o|4F&olg}ar
ke ST el =g

3 FHHE AT ALY YT (The Australian National Health and Medical Research Council,
NHMROE F4Ho= o8 sha7t Fojste] thdAddaded(PCOS) A 7holugRlE
TH5FUHTeede 5, 2023). 214 Aot 27415 B thd/ddAase+= X 3} | #1571
BRI WS SRRIstaAL AAA FAIES Y5, FEHIAEAHE, dEEAHYH
DHEA-S, 8 HAEAHE, FAI Dihydrotestosterone (DHT), SHBG, Salivary testosterone
HAAZF 2= QI Qe 2 AH Y2 AAF I B3 & 9H(2 radioimmunoassay, 4 immunoassay,
3 massspectrometry) % 5H(RoB EE 2¥H, %2 7H)7} DHEA-S AAF #H &9 F 6HGH
immunoassay, 1 mass spectrometry) % 5H2] A7AE HEHEASIHTHRoB B5 21, =3 41).
B4 A3}, AA HAEAHE, e AH UYL, DHEA-S= U7 9F 70%, S°]= 9F 75-85%=
A7t FARSEAAL, o] AXE Bl thadt Zo] HALSHITHE 1.10).

B1.10 LEYSSE 710|S2101(35 BRR R A79/23), 2023)

AN

« CgYUASSE ZIE A MBISHE QISR ANCISS TWlel| 2iot HA 2 K2 HASAHEE AISsi0} &
(2o 22, 24 U )

« HAEAE|E B X@ HAEASZ 4317} 45510 QIOM, JCSAHUITIZT DHEA-S ZAIE 485k 22

1123 4 9100}, DHEA-S9| SO|7} 5 13 231 247} Bf St S 2iof o
()k-lEHI-I 1, 2171 = e Lj_go)

o USHAOINE £ HAEAEZS ZHo LS ZP GCRAHUDRT DHEA-SS SXo7| Ao ASET 0
@zré_r LC- MS/MS (mass spectromet y) 2MS AIZH0F 5. 2] HIAEAHZS A B £4 ES g

13



At

~
dalr

NEC/\ DHeA (Dehydroepiandrosterone)
2021 =3}=A18}3](the Pituitary Society)= ZH=9] 814 Y A} A&7 HE3 FASTZX(
AL,

HHSIATHLH 1.3). DHEA FARRL Hd

Clinical suspicion for Cushing's syndrome

Does the patient
take exogenous glucocorticolds

(oral, injections, inhalers,
tepical)?

T e 2 A2 lol Seelo] hat POl S B A4 BN, Theut 2
K 3 Qe gloich

Stop glucocorticoids if
possible, follow symptoms
Assess dlinical likelihood of endogenous
Cushing’s syndrome
I
Low Late-night salivary cortisol (=2 tests) Intermediate or high
test ol 24 hUFC (22 tests) le
1 J
Overnight 1mg DST
| Normal | | Abnarmal | | b I | Normmal |
v v
Cushing’s syndrome 1 Repeat 1-2 screening tests Cushing’s syndrome
fsunfikely o] 2 Extlude non-neoplastic hypercortisolism < is unlikely or cyclic
ad. o H CRH, db pressi i Cushing’s syndrome
midnight serum cortisal)
I . 1 ‘
Nomal | | Abnormal | | Discrepant | Consider
Psychiatric disorders, alcot disorder,
¢ ¢ ¢ pregnancy, severe obesity, polycystic ovary
drome, fled diabetes, anorexia,
Cushing's syndrome unlikely or Cushing’s syndrome diagnosed Periodically re-evaluate clinically, malnutrition, excessive exercise, liness or surgery,
cyclic Cushing’s syndrome repeat testing high CBG state, glucocorticeid resistance
| Measure ACTH |
| Low ACTH | Normal or high ACTH l
| ACTH-indepencdh ushing's syndi | | AUH-ﬂepcndmt(mhlng'ssynMrml
| Adrenal CT or MRI | | Pitwitary MRI |
| Noadenoma or equivecal | I Adenoma present l
| Ectopic Cushing’s syndrome or Cushing's disease le l <6-9mm* I =10 mm*
|
| PS5 I L
g | ! ] ¥ !
| Pituitary gradient absent | | Pituitary gradient present | |,—mﬂmmﬂnﬂml | muddunwwml
| EcbopicCushing'ssyndrm| | Cushing's disease ] | Cust 1
=1 Al=ES C} ofF =
a8 1.3 52 MH LAEF
(&A: Fleseriu M 5, 2021)
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Presumed Cushing's
disease




1.5 AN 2A0H F UXE

DHEA ARl #HAE AAZ] £ 232 SRlEA] bl # 24l g%

e

A 4H

rulo
Jh‘i

15k
Gao §(2023)2 HAl FASSHadrenal Cushing syndrome)¥ 4% (Cushing disease)&
skt @4 AHEC|E Z2nA(profile)d] AT 7HXE 2ARE A4S H5ISlth. & 2872
SHFAAH(5Y), FAl FASTEH13ENE W A4 I=rtE T u-He A=A
(LC-MS/MS)& ol-gsto] EgAEUtS 2Tt F 11719 B AR5 BAsIgith
DHEA+ AAIH<907.4740 pg/ml) 7152014 TZHE 100% (95% CI 75.3-100.0), 1% 100% (95%
CI 78.2-100.0), AUC 1.0095% CI 0.877-1.000)22 X135}t Zal2 DHEA-S&=
AAIZH(800,129.2737 pg/ml)71ENA W= 92.31% (95% CI 64.0-99.8), EI%= 93.33% (95%
CI 68.1-99.8), AUC 0.974(0.8321-1.000)°] 3.

Suzuki 5(2020)2 FA1uAete] #olsl= A A =0l thA=d(1271)s WA o= 4510
B Al etof gt Ay eg-S AAsHRTE ZEIE A AT - adrenocortical carcinoma)
K7L}t FE]E A4 FAIAZ(cortisol-producing adenomas)(25%) A} ETE YL,
FATALS Adst=t ARFLHAUC-S AEZAHU T2 0.928, DHEA-S= 0.851%
LTS o =

Chen 5(2021)E thdA HAZIZTAHPCOS) 3R] 1ot=2 A8 ZF(hyperandrogenemia)
Asl=d] LC-MS/MSE &35t 04%1 I=2 A #2] AdS HaLg7ISHA. PCOS €A} 102782
A735E oA 417 iAo 2 & B HIAEAHE(total testosterone, TT), AEZAHYIT2(AD),
DHEA, DHEA-SE &7d5}9]tt. J_%Eiﬂ'%ﬂ%— Atol] Higt ROC #4285}, 2 21322 AUC 342 TT
0.816, AD 0.842, DHEA-S 0.678°]31th. DHEA®] Ao AA=A] eh3ket. AD7F PCOS 4]
Q=2 AE S-S YE = A 32 88351997, TT E+= FAl(free androgen index)?} $74 AR&-51A
A 383 H #0|= AR HsIqlth

Abdelazim 5(2020)%& g4 HLi%ja‘L(Pcos) Zto] QtE 27 X #9] {-8/3= B7Isk3ich 2
12089] PCOS 2o} th 2ol A 9] Rt 270l & 223 S5t SRftollA FA BT =2E(LH),
GEAT S 2R (FSH) 22171 ti2tol] vlol -R-ofotA] 9411, & HIAEAHE, f2] HAEAHEZE 9
AEZAHMYL FA = FooHA Tt A E9kth JIEZ A Y5253 ek AAFLS
RR 3.0, OR 4.8°]9]t}. & ¢I+o|A F EHIAEAHET} QIE 2 AFY|H2-2 PCOS o4 /Jol| A F85H
Asoto] IJEEATZS Adol= X EZ F-8%F 8, DHEAE S04 5354 ot
IRJAEZADZ Zchol] 58614 FQkral B 15kt

l
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NEC DHEA (Dehydroepiandrosterone)

1.6 7|1E =718t

DHEA At d =ui9] Q&7]e7t HaA s SR1EA] ool

2. 3N
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7

1. ®MAY Ed0E

1.1 71

DHEA #Ate] QAP oy 8 Esbie W7isb] jstol AAS 2@ nae eyt 2482

H7PAg] L e e EAEMT 2, DHEA Z4F B5A91AsOle), 291918)) ] tet 53

getint.

17 2:911810] 4= DHEA ZAP7H @7 Yol AR & A8 1] @l o5 DHEA-SZ thAslo]

A}G3HI QIrhe of7he AMSTE. E3F Fold Akl DHEA-SO HIsh ¥i717h 3 ] §:= o vl
H]30] 7]0]2ke 97i0] 19tttk oo DHEA} DHEA-52} ¥l ie) 430 2 87Kt el o]

SQ1% PR} QIr Ao wfel DHEA-S FAF ] Q43 Qbaist Eabge] 392 & AA
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N EC DHEA (Dehydroepiandrosterone)

H 2.1 PICOTS-SD MI2UE

CH&2txt S 2 gt (2n))2tRt
SIHAAL DHEA (Dehydroepiandrosterone)
H| 2 ZAL DHEA-S (Dehydroepiandrosterone Sulfate)

HDEEFA A5y
UYYT OFFY - EAE U O|AES
— RICIXEHA

— H| W ZIAIR}O] AbTtA

E L E - el gy
- A= ZN0 FeH(Rlz ZHE)
MeIX 7R sigME Bls
BAg ALY Bl
FHEE 71 Hiehotk| §E
Y Mg XS S
A7 MStotk| 25

1.3 RN

1.3.1 ¢

9] AL 3719] 4 AR dlolEjHo] A1 Ovid-MEDLINE, Ovid-EMBASE, EBM Reviews
- Cochrane Central Register of Controlled TrialsE ©J]&slIHtHE 2.2). AMNoj=
Ovid-MEDLINEC A AR&-H A0S 7|20 & 7} 27 o] EAJof UtA| 474519 2™ MeSH term,
= AL}, M 5o A7 |52 285] EEolqint. FAIZQl AN 9 A= [R5 3]
A ASFAT

H 2.2 72| Xt HO|E{H|0]A

29| 7 ZM URL 74

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
EBM Reviews - Cochrane Central Register of Controlled Trials http://ovidsp.tx.ovid.com
1.3.2 3L

=W AHAS 3719 A4 A} Hjo]EH|o] A1 KoreaMed, RH9]8k=to]E o] A(KMbase),
= SoEH HARISS)S ol &s3irh. AR =9 A A] ARSRE AAdEE 7|20 R §tE
=4, AdaA Fo] AYER] g dlolEH|o|AS] B olE HHs| 474, 1Haslelo
ARg51 o 7t o] EjH||o] A 0] E/e] ukS=o] o2 o] 37| HARNZE 0|85t $=35HATHIE 2.3).
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H 2.3 =L Xt HO|E{H|0]A

U A7 M URL F4&
KoreaMed http://www.koreamed.org/
5t=20|5H=20|0|EH| 0| A(KMBASE) http://kmbase.medric.or.kr/
St 1S5t XHA(RISS) http://www.riss.kr/

1.3.3 &M 712t A ST 210

A=E AT 1 FAE SPrgom, Fto] 2 ol ST AT ASle] SIS,

ATAES A BE BAS| o) F 9] B SYAoE Sustgct. 13 Ae-uA)
TN AR} 222 AEste] & B7ke] 2A9 B o] girky eks A wiAstaL, 27

A B A TN 220l WESIA] RS AT0] HES HEslo] APo]
A7E AUl ol7o] BAXNT A9 B 7 %o] P 49193 SlojE B YxH Fite
T Esioirt. A ATe] A B HA] F1RS (G 2,49 2t

H 2.4 A9 A= 2 HiK| 7|1=
MEH7|Z=(inclusion criteria) b7 |Z=(exclusion criteria)
- 24 23 Hg ()RS o= of gt - QIZh Ty ﬁ—_rUf Ot ZR(S2A+ F= MY
- DHEA ZIAIZ 285t i - §IX47t Opd HHB Y, letter, comment 3)
- X Het oz 2Pt ot Oy E1E A - 2t=0] B o2 S| 2 29

_ |AHDO4(§_EB UHE 7, S=2 J|HEDIM S
peer-reviews HX|X| 22 2

- Y2 s 2}

- ZE Z0E 25 (AP SEE T, B 0% AKX ES

= [
(o]
2ot A

r.°£m1

Qi

OHTO{

1.5 HISE{IE ot

T v Bk AR30l W AAe B E EESIth AT BT HiIEE
H7}= Quality assessment of diagnostic accuracy studies-2 (QUADAS-2)2 AR&-5}o] 27 9]
AEA5HH 0= A6l o d EYA] A] =9l5 B9l 251Gt QUADAS-2= 3 771 32 =
01‘201;@3‘31 7} 30l ol "3 /=22 9] 37HA] BEI= BT Tk SAF A Eof] Qlof

A& FEZ AMEFEA| T2 A 27 AAE Wiel=Al, SAAA 2o L ESHA 2T
‘_41"} FE Qo] siNEA=A], FuEEF A A dHE Y] F2E ¢ UsA 5F 2T

AR o= =

;}é

z



NEC DHEA (Dehydroepiandrosterone)

MRS} 21 8-0] that 9ei2 TEsto] Woislec. HIEESR Wm0 TAAR AR R
%% 4Jof A4t

¢

1.6 Xt2FES

Aol Bt AArFE A4S BEote] F B BV YA 0 R ARFEE Syl ¢ e
PR A 08 ArFE GAlo| met ATFE FYtt & o o g Bt 259 23
59208 HEs, AEIFFIA A ELA7} US AF B T FOE Sl YAE 4
EE5HT

AgFE FAS AEAPTT 202 2443 T A9 E Boto] 2E o1t 8 A=5E Yaol=
AFAEA, AN IR}, SAAAL E vl gAe] £4, QP 23, aabg At 5ol 2

1.7 XI=zgd

AL A VAN At S B gt A7 2 1H A o]oj A 4 4 (quantitative analysis)}
E7Fs31o] 24 AE(qualitative review)E $H5IALE AL AT = ZTAHEHZ A A|FAIT

1o
<
%k
of,
LN,
(]
o
jﬂlﬂ
rlr
P>
4o
o
ol
1o
k)
it
15
Y
o
K
)
ol
)
Bu
o
o>,
1o
i
™
o
ol
o
(o]
%
1o
.
rlo
r
k
olrt
o

B 25 9Z27|aMII} HOSE AMA L Mo

HISE M
gt Tty Q=r|s YHH gt guy 52 247t 2ot 015 X2z HES
(Recommended)  Zuh 3 Ut HHOIM S Q=7 |20 ASS HLOE

(Werky WIiChAL 0|2 7|29 QA OHHATH ETHY SO 47} Hli7 |4 CHH| ATHROR of5tALt
OALS SiRY QA Atsh S o= 7|9 Kok AlRE HsH
recommended) T I' |'O:1 H oo o© 0" -IOHO | |E | -” = I'oE L
HOSIR QS WICKY OJR7|&0) QAN QRN SN So| 2718 SYNOR AES 21, 3 Uy
(Not recommended)  AEH0|A oiE °|§7|§0| )\fg% HIGHK| e
T Q=750 UdH 2Ny E= R1MY SOi| et 2471 S20A| 220, Six] et
EnCE HHOIN 3 2127|150 AR i3t HISaS AN + oS
(Deferred
recommendation) % 27t ESEE AIREE A+ 20| HN - ¥ 2 2R 50| o0, FIHAL
HIO|E{7t HRst F20| o S HAZ = AS
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(SR e

1. g8 d4

1.1 G188 MR

=i 2] Ao EfHo] AF ARE-STO] ?i*“ 25 11,6849 (791 10,7174, =W 967H)°] 3 2

Z} gloJef#o] Ao M S5 AA F 32 8,922 (5] 8,393W, =] 524} o2 Al 2 255

HESI FrlAleL A 3= 209”4(%91 1839, = 26H)= 12H8 o 2 A6}t ofof thef Y=

HES & A8zl e g AA & 2282 AT 2 B2 23S A4 S8 ee

HHXﬂ/\} £ 2ol (O™ 3. DO A3 71estlor, S e+ 552 S &2 (5
1ofl, BiAlE £ B3 200 7]<sti.

=2 DB (n=10,717) Ui DB (n = 967)

*MEDLINE (n = 3,581)
*EMBASE (n = 6,996)
*Cochrane Library (n = 140)

*KoreaMed (n = 297)
*RISS (n = 151)
*KMBASE (n = 519)

o= =7
HEHE Y2 28 HE 3 WHIE 28 2
(n=209) +QIZITIA 9177} Ofl 25(S
~2X7} Ofl 210 = 2)
+SMEE(n = O
*E=EER(n=0
« A0l HOJSt ZRZO| OFd £
« AP0l Fojst S} OFd 25i(n
« AP0} FoJ8t B 20| OF! 25
« AP0 Bl 919 E0] Ofd
A0 Hojst o2 atE B
-2 27H(n = 1)

==

JEH

b
Of
x
JIT!
rin
re

T(n =22)

I3 3.1 AN

0>|
[ol
Ol
H1
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DHEA (Dehydroepiandrosterone)

NEC
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H 3.1 Meigio £N

M1 Xt AFX =13
(EmoIE) CH&XE Z22K(B) EXNZAL  HIRZAA 2N
Shim o MEA HAl IFSAMZ(67
(2024) o 7129138) Heds6r) DHEA  DHEA-S LC-MS oy
Ye _
(2024) o 1% 71U7| 04(82) DHEA  DHEA-S LC-MS/MS &0l CHAIRPS =k}
Gao NENESERE
(2023) . %@%(15)( ) DHEA ~ DHEA-S LC-MS/MS ol ., DRI s=At
Hamidovic
(2022) * 015(19) DHEA  DHEA-S LC-MS siof %
Chen o CILIMUHAZST(102) -
(2021) o A291(41) DHEA  DHEA-S LC-MS/MS ol
Hannah-Shmouni » YE2AI LS PBMAH)(S6)
(2020) * FUSSF(19) DHEA  DHEA-S LC-MS/MS ol
* 241Z4211(109)
Hana o FUZE7(76)
(2019) o 242191(42) DHEA  DHEA-S GC-MS/MS o HAIRIE S %t
Schweitzer BAMIEMNZE(66)
(2019) HAIT|EINA42) DHEA  DHEA-S LC-MS/MS o CHAIRPE M =X}
Schmelter
(2019) * EHOFIEXIA S42| 1140t/ R0K56) DHEA  DHEA-S LC-MS/MS 25 CHAIREE SEX
O'Reilly LI AUASS (114
2017) et DHEA DHEA-S  LC-MS/MS 2oy A, o sEA
Kim LS GC-MS(free steroid),
(2016) * YAE(199) DHEA  DHEA-S  LC-MS(sulfated ol
stereoid)
Holst o SAT|SEH O|ASRKA0)
(2007) * 27|55 (adrenal insufficiency)(19)  DHEA  DHEA-S tandem MS ol

* 21201(21)




o of
E (gl,ll_}gg) ij; CHAX Z2H(Y) SIAEA  HmHAL =471 A 23 AX|E
R o UAMMY|SYTIE(24)
13 (2‘3‘885;3 UE e ZIAMKEIS(24) DHEA  DHEA-S GC-MS/MS SHot CHAIRHE AfkS
. 229143)
Ki o 23 Y HBX-XS2 7 SHH28)
14 (2'6”00) Sl e 23 CHpHEIX|-XS 52 OJSHK25) DHEA  DHEA-S coated RIA ot AT, AR SR
o YMTHET(26)
15 (P%g 0 S e ZRIME LIRBXK369(223,146) DHEA  DHEA-S coated RIA SO AN
16 guggggham OIUE o T4E(15) DHEA  DHEA-S  immunoassay o ORI SER
Young mopa  ® UEERN IRHES(21) _ - Si0H CHARRIE =&
17 (1994) B2 Sw11.5V5 NCB) DHEA  DHEA-S immunoassay =l At SEX
18 (L%&) 02 o CldALAZST(33) DHEA  DHEA-S immunoassay O CHARME SR
Kasuga o CHFHEHAZSH(20) _ - S104 CHARKHS =%
19 (1980) 22 5i5901(10) DHEA  DHEA-S immunoassay 4ol HeRPE sExt
20 %‘;’S”ko AQA o AEET| ALH(14) DHEA  DHEA-S radioimmunoassay o CHARI SER
o CHFMHAS S 014(2)
Rosenfeld SteinLeventhal syndrome - - -
21 (1975) o=, C(g,r)g SATRME L.;./Ug(n ) DHEA  DHEA-S radioimmunoassay ol CHAAHE SR}
o Mol HARB)
29 H%%%‘?r 02 e ABR7| A4Z01(141;476,0{65) DHEA  DHEA-S  radioimmunoassay ot HHEAHE SEAL

GC, Gas Chromatography; LC, Lipid Chromatography: MS, Mass Spectrometry; NC, non-classical; PBMAH, primary bilateral macronodular adrenocortical hyperplasia; RIA,
Radioimmunoassay; SW, salt-wasting: SV, simple virilizing

KTt 28 Pt EAROIA TEJYEF7] 140, o127] 900Vde|AY @A FTEUAAE F-8510L e 49, WFeHdet AFFAS 25014, S8R 2.2601, TH=A T 0.91 o]st & 47
ol = A= 49
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goraq

1.3 HISE ¢ "ot
2FE AEgh 2289 A+ 5 AL ZIE Hagk A+ 280 thsf| Quality Assessment of

Diagnostic Accuracy Studies-2(QUADAS-2)E ©o]-8-5}o] HlEHE S H7Iokolth

1H9] AtollA] ALY AEA] Eim TR HRRIA], A REZHAL YA SAHAAL Aol Tt
RS SYPEA AFEA oot BT ATEEAA Qo) vEY APS BIY'=
F7ISHATHZ 50%). SAAA oI PAR= Rs Aol A Aol A= A] QRXaL, A58
AR FHolA AARIZE ZHA0f Higt Aol ESHA] fdot w8 = B7ISHARH100%). 287 Fs-del
tfat SolAE SAALe] M et eiE o7 Betle e

Index Test | |

- ] U% % 60% 80‘36 100‘36
Flow and Timing
0% 205 40% 60% B0% 100%
W High O Unclear W Low | | M High OUnclear H Low

3 3.2 QUADAS-2 HIZE?IEt ME7Hs0] et @3 1D

Risk of Bias Applicablility Concerns
Author (year) Patient Index | Reference | Flow and | Patinet | Index | Reference
selection test standard timing selection| test standard
Gao(2023}) o 0] ()] (1) (] (0] /]
Hana(2019) Q ) (5] D) o o) (o)
O 2 O &4 0 =2

13 3.3 QUADAS-2 HISE{IYI ME7tsd0 ChHet 221 Qo
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NEC DHEA (Dehydroepiandrosterone)

Tl A% () EANA DHEA 7410] QFAL 7At el 218 9l ojdul g0 & W18}t

, ARk Ay, A el

241 7l W8 (O1)EAjolA DHEA 2] abg e Aegahy
sorsteet.

A, AmdAolo SFRE RHHI) LR ol &

DHEA ZALS] JebAshd-e B gt 7= & 23Ho|th
Gao 5(2023)2 FASTa FAE T2t F 2 = !
DHEA®} DHEA-S, Z+ ratiogtoll sl AHAHTE AH&Es13ich. DHEAS A= W=
100%(95% CI 75.3-100.0), E°]%= 100%(95% CI 78.2-100.0)%.2.1, B HA} DHEA-SE= 917
92.31%(95% CI 64.0-99.8), E°]% 93.33%(95% CI 68.1-99.8)Att. H&=(Accuracy)= 22
100%, 92.86%%ct.

Hana 5(2019)9] A= oA FAIo AR =5 22 F5 7 (ectopic ACTH syndrome)d FAH-&
TSt B2 0= DHEAS DHEA-SO] AR E 16t l=tl, 229 AAIX(5.66 nM ©]s},
3,682 nM ©JsholA FAFRH FI e} Eol:, AUCHEEE EATHYIZE 83.33%, £°l% 76.6%, AUC
0.812(SE 0.12); R = 83.33%, E°]% 72.34% AUC 0.801(SE 0.085)).

ZF A7 AR A= <E 3.2)0f ARISHIT.
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o=
o H1XXt . Mgz ZITPHEE (%)
_ [ AIX (I)_l-‘.:’l:_l 27 _éf_?_l-?;_l 74A =2 (I):Ij:l ZF
B (SHAE) HExHElE) HA alMST = Sn Sp PPV NPV AUC  Accuracy
DHEA 100 100 1
(og/mL) (907.4740 | 75 3100.0) (78.2-100.0) "R NR os77-1.000 100
. 100 100 1
Gao  SAXSTCSI3) DHEAratio  (0.1798 | 95 3-100.0) (782-1000)  "° NR s77-1000 10
1 o CS FIt 28 QUM
(2023) FAH(CD,15) DHEA-S <800,129 92.31 93.33 NR NR 0.974 92,86
(pg/mL) 2737 (64.0-99.8) (68.1-99.8) (0.832-1.000) :
e 92.31 93.33 0.974
DHEA-Sratio <0.3971 | (50'006) (68 1-09.9) NR MR oggio0) 9280
0.812
DHEA (M) <566 83.33 76.6 NR NR NR
9 Hana FHEZ(76) EASOH|A 118 OJAFK|CH W (SE0.12)
(2019) daei@2) D7= U DHEA-S (M) < 3682 83.33 72.34 NR NR 0.801 NR
- = : : (SE 0.085)

AUC, area under the curve; CD, cushing disease: CS, cushing syndrome; EAS, ectopic ACTH syndrome; PCOS, polycystic ovary syndrome; Sn, Sensitivity, Sp, Specificity, SE, standard
error, TT, testostenron; NR, not reported
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NEC

DHEA (Dehydroepiandrosterone)

2.2.2 HluAHARIS| HEY

DHEAS} H] 1

A2 gro B
AyHAo] 3F

Q1= A 2 1Kr=0.701, p<0.001), A7 sTAZ SR A=
o ATt 28 Gy AR AR

AR DHEA-S HA] ATAS BAsE A= & 5Ho
thaA] UAa=sa
DHEA-S AA}7H A

S iAo & §1 219 A9(Chen 5, 2021; O'Reilly 5, 2017) 2ol A DHEAE}
JH(r)°] 0.321~0.489 9] Woll A 213t A 2 & YR THp<0.01). 34 &
g A-HTagawa 5, 2000)°141= 47154165 AEolA = & HAKE | 4 Ll
FORt TS EIE

o M= T A AE0] 7F0.829, 0.5898 -olmlsiaic

H 3.3 Hun AR 2ty

H1KX _
ot (§1Ldi£) ALt AR & HRAAL »
LY HASSH
CHHAS ST 102 0.321 0.001
Chen 7710] _
1 ooy B 41 DHEA-S  0.459  0.003
HA| 143 0348  ¢0.001
OReilly o Li3HHASSH(114) _
2 0017« ZAgsiag) 163 DHEA-S 0489 (0.0
T p
Hyperthyroidism ~
il 22 0.073 NS
Tagawa . oothyroidism DHEA-S
3 (2000 (,V£WV| i 24 0701 <0.001
79l 43 0546  (0.05
i 243
G * 28R BXSEE StH(28)
4 (25810) o DY HXSS T 0|EHH(25) 79 DHEA-S  0.829 {0.01
o HATHET(26)
el
5 Park(1998) ZZIME LYRIAt 369  DHEA-S 05898  <0.001
ERE 28 P Bl TGS 140, 0197] 90010l B FRALAAS B831L Sl 39,
PAEWAL A WX|Z 25014, ZAAY 226014, TLEAEH 0,91 o]} F 47] 0|4} Qe A9 Ho]
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Zskto] B Aof gt 2kE H g I £ 20802, Asixjo| A EA oFF k= =] wet
DHEA®Q} DHEA-S9] == W3S R g At 28, oiARPE(ESHE ) Agdid) DHEAR} DHEA-S
BFEARE H g A4 18Ho| Qi)

54 =42 7Y 79 5EH8LE B3 Chen 5{(2021) AolA = thdAd dAgFt A 510014
GlAbElE =9 3 DHEA®}F DHEA-S 5%7F B f4ashe 2 SRIsHH.
Holst 5(2007)2 F-A192 2= 5 22(Adrenocorticotropic hormone, ACTH) A= 55t to)st
Aﬂiﬂ Q_E&ﬂi-Hc@mwmmdIﬂEADM%S*&JLSQEhﬁ}EkMTHﬂ%
%, DHEA =7} A/dwtollA F-olsHA S715k31aL, F4l7157oll SRtoll A= S7F50] Wikt vhd
DHEA-S+= DHEA®] B} A= ¥k-5-9] ¥i3} ;QFIJ} QAR At 54171570l €At 21 Apol=
Frolsloint. s =3RS 085t DHEAZF FAI7 s 779 ek 9 191 2] 7o = Q= A=A
AR ks WEE AFE U

Jjm

o Vi DHEA DHEA-S
=
B (R )
B o P STy
5 BODD=
40 [ —d
E‘ g 000
@ 304 =
Chen ;T ah E 2000
L
(2021) PCOS(51) CIN z
0 ]
(HABERS 59 B, 59 5 227} 55)
E 3 B ()
1200 350
lmo-; 300 | -
g ary
E‘a 800 % 250
S22 g -
BHA7|ISE2H z % =
Holst MQPX H40) E 400 Z 150+
(2007) e tU‘|7|'_t'7(‘I & 5 100
" e T iy
° 030 60 O 50 60 O 80 60 04— — EIEI : |é
Time (minutes) 0 30 80 0 30 60 O 30 60
(d} Narmal Secondary Al Primary Al Time (minutes)

(a) Normal Secondary Al Primary Al
(ACTH X3 H, X3 % 301, 605 AH2| 5k

PCOS, polycystic ovary syndrome; ACTH, Adrenocorticotropic hormone; Al, adrenal insufficiency
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N EC DHEA (Dehydroepiandrosterone)

i gApE ek, A oE) DHEASF DHEA-S9| 5 =AF AIE (3t 3.5)9F (3 3.6y°l AAsHth
thFet Aol A DHEASF DHEA-SO] %], ¥ig} 2 FAISI oW A7 Zpol7t Rl Aghie
SRI=| A

A4 BA9EdS5(Congenital Adrenal Hyperplasia, CAH) = 7473213} v w sl DHEA ¥
DHEA-S A R0l A 213t 5= AolE B AAL(Shim 5, 2024), A/d FAF 45 Al 73l
o F 22829 Fx HaF IRithal B gk A4k ItHYoung 5, 1994).

FASZ SR = A SR} = A73Q1T) v A DHEA 2 DHEA-S ZH2+9] AL A 5208t 5=
A}o]E HAJTtHGao 5, 2023; Hannah-Shmouni 5, 2020).

A HAagTTat TS v e Ao A= At AT DHEA 5-%+= 2o 7} QA9 DHEA-S
SIoA 8-ol3t 2to]7) Qltkal B 113t A(Chen 5, 2021)9} WA AWal I JHo| A DHEASt

A B Fdsxiel 473919 DHEA ¥ DHEA-S &5 7247 v A|(Tagawa 5, 2000),
AFet 747312 DHEA B0l 3-2J3t 2}o]7} ¢l 01 DHEA-S &0l A= -2l gt
Zpo|7} Aok B st o, THAFA 7] 5 A oks 2EAkel 747391 Atolol= DHEASF DHEA-S E%

0
o
¢
0
o

et 855 Felolh Hlob 319 4] Aok 29 T B Aekb} EEIsict HlobE
5740l A= FRoks AATE FHotet vl A, DHEASF DHEA-S 5% & gk ZpolE
HA(Schweitzer 5, 2019), 2% Bty HH Z3EA}o| A= AR 5-2J5t Zfo] 7} QIITHKim
%, 2000)
H 3.5 ZEE sxt
15K} ct DHEA ct DHEA-S
(& HEEE o Mean SD N P I_| Mean SD N P
o) T [median] [IQR,rangel T [median] [IQR]
BA HEs
Shim  CAH o/ 297 102 63 (1x |ng 64625 76874 63 (1 x
(2024) 7zl m. 6.18 208 38 107 |mlL 273349 13955 38 1077
=HM-ACA [3.29] [2.28-7.06] 29 [2295] [15165-3550] 29
Schwei Ly nm 0.379 0.185
rer =M-ACC oL [1.92] 1[0.87-4.23] 37 nmol  [3414]  [1520-7289] 15
(019 CH-ACA 8571 091704 15 WL 11322 [4g2-t6765 37
044-ACC [6.89] [2.63-9.89] 27 . [3143] [1430-11056] 27 .
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1XX}t ct DHEA c DHEA-S
Ex  aEs ‘I’_I Mean SD p | 5 Mean SD N p
o) T [median] [IQR,rangel T [median] [IQR]
- WONDD
CAH ? "- 5 T p‘T’
(NC,SV, i 40 E - :}:J:“:
SW) E o YK S e 2]
= T I " T
Young < x4 - ] & - X0
(1994) z e = ] -
o Lo O i o T - .:-:.:1
; oo 22
229l C NC SV SW ’ C NC 8V sw
*** n¢0.01 (C CHH))
SV: DHEA % DHEA-S sZ0f 22|0/3t X{0| 12 , SW: DHEA 2 DHEA-S &7 24t
4 552
- [111.25 [0.07 x 10°%-
=S
Geo FAzST o0/ [536.001 9777 13 0001 P9 [0.30x107] 1.99“02] 13 0001
(2023) " mL [1,252.00 U mL [0.73% 105 '
N [43132.22] ggio7y 18 [3.59x107] Jo5x109 18
PBMAH-A ~
RMCEove [0.22] [0.02-1.24] 24 <0.05 3711  [193-939] 24  {0.05
e PRvAH-A
h-Shm RMVCE- ng/  [0.07] [0.02-1.30] 12 <0.05|ng/ [267] [96-664] 12 (0.05
ouni(2 e mL mL
020 N
) FATST [0.59] [0.38-0.95] 19 <0.05 [204]  [103-419] 19  <0.05
FarAn] [2.05] [1.18-3.96] 109 7|& [1010] [621-1895] 109 7I&
o - [4885.46
Pituitary (a) 9.28 [7.54-11.38] 47 6656.19  gopgy 47
Ectopic (b) 674 [3.67-1196] 6 346587 137345 g
(0.05 8223.07]
Hana Adenal 05 (063188 16 @0 | gg708 4389 g (2222
2019) (o) : oo be, bd, ' -1655.25] 20.00)
BMAH ~ ce, de) [360.64 ’
@ 148 [0.67-0.77] 7 99206 31047 7
Controls B [1744.49
© 6.32 [5.09-7.82] 42 243454 pasay 42
©ria) 280
'. -
I & a -
_Hor = 16 .
|t < ] 3 L
Cunnin P 2 L € fl
(0644 12, | i
gham HAI3) £ o o [Tt
(1904) ©° 3 | iy 3t
o a
201 8
N < 0
i " -
i L og Fo----gm--- 0
- . L
oL ol
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NEC

DHEA (Dehydroepiandrosterone)

1X{Xt o DHEA o DHEA-S
E st :| Mean SD P :.,_I Mean SD y p
o) T [median] [IQR,range] T [median] [IQR]
ChY A 552
Chen  PCOS ng/ 1052 + 6.42 102 so0 [no/ 294879 £ 1089.11 102 )
(2021)  Control ml 10.05 + 5.10 a7 ml 234028 + 951.74 41 =
OReily PCOS oo 1411 [10.4-18.2] 114 \g mo (8133] [5515-12240] 29 "
(2017)  Control W (711  [42-11.8] 49 /L [6038] [3402-9522) 15
12
L .
2 ? a
lopo  PCOS23) 3. o »
(1983 HPRUO) &
Control(50) 1
a
c HPD 0
c HPD
o005 394  067(SE) 20 NS 147  051(SE) 20 NS
Kasuga 0 ng/ 15.39 3.66(SE) 20 NS |ug/ 2.04 0.50(SE) 20 NS
(1980) Contr P ml 346  061SE) 10 7= |ml 147  032SE) 10 7=
o 0 763  234SE) 10 7 153  039(SE) 10 7
N B
M7 1S
S © 12.3 105 22 NS 5.91 3.07 22 {0.001
Tagawa nm umo
FARA 7 | =
(2000) %S;j 15 oy, 55 24 (0.001|I/L 135 107 24 (0001
ot&
Healthy 12.1 92 43 7 2.19 136 3 IE
controls
7|E}
Schwei  LJSR() 65  [59-75] 35 [1059] [65.6-168.5) 29
370t pg/ pg/
tzer IUGRC) mg 0.04 mg .01
@019 oo, (7.8] [6.4-11.6] 21 [283.3] [101.4-503.1] 15
oTT
2HGLE
X557 13.28 576 28 0.39 0.24 28
St nm
Kim — To&jgnzete gL NS [4mo NS
(20000  y=s= 13.97 1356 25 L 04 0.45 25
O|stt
79l 14.67 7.07 26 0.46 0.31 26

CAH, Congenital Adrenal Hyperplasia; CD, cushing disease: CS, cushing syndrome: PCOS, polycystic ovary

syndrome; P, Peripheral; O, Ovarian; PBMAH, primary bilateral macronodular adrenocortical hyperplasia; SD,
Standard deviation: SE, Standeard error:salt-wasting, SW; simple virilizing, SV: nonclassical, NS, Not siginificant; ;

ACA, adrenocortical adenoma; ACC, adrenocortical carcinoma; IUGR, intrauterine growth restriction; HPD,

hypothalamic-pituitary dystfuction

32



Ye 5{(2024)9] A-tollAl= 7733t 71917] o139 A% v DHEAS} DHEA-S 5% AJol& K 1l5t3]rt.
E4 d9dG1~354)= 71 A¥HQ6~304D2t Ml Al DHEA ®%9 Zol= gigloH,
DHEA-SelA= 913t 2te]7F QA

A DAF712 28 4735t o)A thAko & DHEAQ} DHEA-S = #3} mjel-S B 713 Hamidovic

5(2022) A-oll4i= DHEA-S= 974 719 A 571 okl DAIIA 7P 2A Uehstal, DHEA®

47 F71 AA e AH FJ5tA HobA] G P Bk

AR7| FAES gAo 2 F3H(Kim 5, 2016; Sizonenko 5, 1976; Hopper 5, 1975)2] A7ollA=

A, AYAFE F 2R 5k ¥st Y EugE Avks FRIst9Tt

Kim ${(2016)9] ALoll4] DHEA= A7 Aoll= o/do] dAdE et w8k, A7) X1dje] whet i 01

Eﬂ £ 555 B3, DHEA-S 5= A7 17 AE S5 3716, 53] dA0lA o & 37152
E. Hopper 5(1975)2] @+0llA AR27] dot= %l wa DHEASF DHEA-S 57} 1%%61

AR 07 Z715I L, ARe7] ojolol| A= DHEA-S7F FAA 0 g Z715t ubd, DHEAE 11-12A4]

Atolofl A3 S7HE BTt

Park 5(1998)2] 97-llA4l%= DHEA st F7k 54121 2lo]7} 191 21 DHEA-S &= d4do]

o=t §-ol5H] &9kt Rosenfeld 5(1975)9] A= 694 B4doll4] DHEASE DHEA-SO] £H]

S B rslGi=tl], DHEAS] §H7]= #4] F7]0f w} 67200141 1865%71A] theFstial DHEA-S=

B} 71 9E371(10-20A1DE 7HA AR 527t R A1ES FRlsqltt.

1} ot DHEA ot DHEA-S
(=T CHASKE & Mean SD N P 0| Mean SD N P
o) ™ [median] [IQR] [median] [IOR]
el
a [4,.375.90-7
g 26~30A] 5.65266 " agog 18 TIE 279  [2.12-353] 18 7=
Ye 7t pg/ [4,234.70-7 ug/ _ %
(0oa) ol 31-354] 541300 oz’ 36 NS |l 109 (151278 35 001
7]
o 36~404 5,884.10 4367958 49 g 227 [1.80-3.00] 29 NS
X '541.05]
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NEC DHEA (Dehydroepiandrosterone)

1XXt - DHEA - DHEA-S
(EH CH-XE ::_ Mean SD P Io_l Mean SD P
o) ™ median]  [OR] N ™ Imedian] ORI N
Hamid &4F7|E ; : ) g =, g
ovic 2= . :
(2022) 18-35A
oy
1 176 [075467] 44 34846 [5.00-1612.3] 44
A2 272a (134572 23 72148a, [243.12223.8) 23
= 73 280a [226372] 8 707.93c [470.9-9518 8
Km 7| 45 ng/ 337ad (146627 12 ng/ 1336.22a, [453.22651.3] 12
016) A 1 ml 2%c [075842 56 ml 30365 [(13812347) 56
A 2 312 (165585 22 330.91 [1335-10682] 22
ER 308 (195580 17 392.02 [137.2860.2] 17
4-5 390abd [1.19819 17 4485ad [3229709 17
ZAX|A
Bark ﬁé%@ ng/ 85 559 223 s |1 264 132,07 223 -
(1998)  ZZIMIEY m gy 55 146 d 4764 10388 146
LHSIRHOY) : : : :
8 46 7 12 90 2 12
9 62 9 12 131 2% 12
10 ng/_ 72 7 12 152 21 12
% 11 100 133 16 12 ”gl/ 271 37 12
2 ml 242 45 12 ™ T 506 9% 12
sion a3 281 31 12 703 97 12
enkg o 14 310 35 12 891 152 12
G976 I 7 48 8 13 53 9 13
8 53 7 13 73 10 13
9 ng % 11 13 110 14 13
o 10 100 237 39 14 r;gl/ 261 32 14
1 m 423 63 14 465 52 14
12 481 69 14 573 55 14
13 561 72 14 624 61 14
GIRLS BOYS
.
6 F w—s ONEA
b o—c 05
Hopp AFE7| E 5: fiol 18
e 24710] g4 ¥ ey
(19750 <= = 3 - 4ol Y
E 2 ® L o) 2‘:‘!
! M , '8
B9 10 11 12 13 14 15 kdeh ) B 9 10 10 12 03 14 15 kduit
AGE GROUPS AGE GROUPS
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DHEA-S

XX} et DHEA et
(E CH&X} o Mean SD . P o] Mean SD
o) ™ [median] [IOR] [median] [IQR]

Rosen
feld B9A1| e
(1975)

Fi1G. 4. Concentration pattern of
DHA and DHAS in a 63-yr-old
male, DHA, e o DHAS,
o---0, Data are expressed as
percent above or below the
MPC'’s of DHA (240 ng/100 ml)
and DHAS (50 pg/100 ml).

SD, Standard deviation; NS, Not siginificant

2.2.4 olzZu0f9 &
jzdelo] FHA=

8k

ZUE) ¥ 29
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1. WAL e

DHEA (Dehydroepiandrosterone)= A5 Ao| A A== 4 S2E0 2A BAY HIAEAHE
A AEEO] HAEHolnt. 1Y) = Aol et TSI, AR FATRA, FAVIsFA 5
ChRt Falu) ) s A idof Tofdith. DHEA A= AlQls7|& } =7t =P=]7] o)™
200190f] vl 5o 2 SAE 72 (HASAE 124] A|2001-185, 2001.5.3.) Wi RUE PS5
Zﬂﬁﬂ—’—f—xﬂi T=ZE AT & 710] Bl Aol Hlsf /A o= kst §J)r7i. AAof et ZFAE
3RIstaA} 20244 A6A Q727 aAH7HI¥31(2024.6.14.)0014 A 7F AR A L AQLS] 49200
gt AlolE Wl A E7HE sk

£ g71o] 522 Bl T3 A3 (94)EAolA DHEA AAPE A%e] At Bx 9 HYEY 5o

ARG Al Blalg Al Bs) /g o= Qbdstal aba Q1A of ik ZAE AlEoaL & Ve AREol et

R4 9l A (O 4)3H014 DHEA HALS] QAR AL 13l 5218 9 o] a0 2 W7}akanat
slglon}, Tl ATE Hs AT Ak

1.2 g4

DHEA HARS] 833 gRlIsty] s A #E A7y, HIwHAKDHEA-92F] A,
AN HAA, JmAele] PFo= Aoioirt. A Ak Haigh F 22HFIHEEHY 21,
v AR g 5H, ALY T 201, FEETHY A5 IRl
AHGEIE Bt A= 230t FASTE T AThS B4 0= g 11H9] o4 DHEA ALY
AT = wiZkE 100%(75.3-100.0), £0]% 100%(78.2-100.0), AUC 1.00(0.87-1.00), Fr=
100%%, DHEA-S AAR= = 92.31%(64.0-99.8), E°l= 93.33%(68.1-99.8), AUC
0.974(0.83-1.00), HE= 92.86%Att. T4 S $J3t 13H9] AollA] DHEA A= W4 ®
83.33%, E°]%= 76.6%, AUC 0.812%3!, DHEA-S AAR= W75 83.33%, E°]% 72.34%, AUC
0.801°]91tt.

L
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HlIEALY] S Bst AT 5H F, thdd GASEE AN £ A4 1 AuEe
0.321(5=0.001), 721014 0.459(p=0.003)°13ick. ZHHA7 15T 7Z B A9 T A3t
QUSEO} A ATE BRI ole ATl e Bert

Ao @A FA ISR 7iel=2]l A dF A8 Z2EE0] sl e S st

o
DHEA7} 2-857] offth= 2J70|3it. thefet ¥t 3 $A"E DHEASF DHEA-S9] 554
Anj

SR SelE|gt
olnslole] A ATHE KT A

it
EQ,
32
v

2, A=

Ol=271&A 7 A dIoA = FAIEE B3 A
AIE FA ER1E FAE v R oh33t o] AAIskT.

AAA F3 1% A3 DHEA HAR= DHEA-S AR S ggo] fAlsEL o3k /g2 7HA Y
R0 JHoflA] DHEA-SZ thAElo] AF8E 4= Sl AoR wdsloltt. 1=y DHEA-SETH
Q7171 o #al Wsdo] £ E4S o]-83l A U FHollA DHEAZ} S8 4= Qlrtal A5}t
20259 A22F Q571 B M ¥31(2025. 2. 14.)= DHEA AAL] tiaf th21} Zo] 412)51ct.
Olg7|&A 71U AT B ZAslol| A DHEA AP DHEA-S BAE HiA1E 4= 2lod, I
oA 9] &-& 7FsAdoll tHeliAl e TA7E BE5oithal ddstgint

rlot
®
o>,
e
B
2,
>
)
5
o=
:
©
)
2
ox
1)
fols
A}
o%

i

of=/1eAg I IUsN B bR Eabe] A 9 1 9 WS 5 FRA0R et
), S QAPAROIA F411 Tl W (24)2H0) 4] DHEA FARE Agtke] Agh B 9 5ue)
wAo g S AILRF 2 A
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NEC

DHEA (Dehydroepiandrosterone)

3. A7z

rOII
ofor

3.1 =2| HO|E{H|0]A

3.1.1 Ovid MEDLINE (R) 1946 ~ SiX{7}X|

(AMY: 2024.8.26.)

1= it Mo AMAIHH)
1 Androstenedione.mp. or exp Androstenedione/ 12,672
) eXp Dehydroepiandrosterone/ or 17.900

=1y Dehydroepiandrosterone.mp.
DHEA.mp. 7,694
4 OR/1-3 27,663
immunoassay.mp. or exp Immunoassay/ 536,446
-~ 6  Mass Spectrometry.mp. or exp Mass Spectrometry/ 449,181
7 HPLC.mp. or Chromatography, High Pressure Liquid/ 278,113
8 OR/5-7 1,161,182
S+ 9 4ANDS 3,681
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3.1.2 Ovid-Embase 1974 to 2024 July 23

1= A ZA0] BAMADKH)
1 Androstenedione.mp. or exp Androstenedione/ 18,463

2 exp Dehydroepiandrosterone/ or Dehydroepiandrosterone.mp. 24,432

E 3  DHEA.mp. 10,852
4 prasterone.mp. or exp prasterone/ 26,914

5 OR/1-4 41,428

6  immunoassay.mp. or exp Immunoassay/ 820,199

p 7 Mass Spectrometry.mp. or exp mass spectrometry/ 714,378
8  HPLC.mp. or Chromatography, High Pressure Liquid/ 465,124

9 OR/6-8 1,807,382

SH+4EH 10 5AND9 6,996
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NEC

DHEA (Dehydroepiandrosterone)

3.1.3 EBM Reviews — Cochrane Central Register of Controlled Trials June 2024

(BMY: 2024.8.26.)

= AH Ao AMZFIH)

1 Androstenedione.mp. or exp Androstenedione/ 790

2 exp Dehydroepiandrosterone/ or Dehydroepiandrosterone.mp. 1,478

3% 3 DHEA.mp. 1,067

4  OR/1-3 2,206

5  immunoassay.mp. or exp Immunoassay/ 9,304

b 6  Mass Spectrometry.mp. or exp mass spectrometry/ 8,613
o HPLC.mp. or Chromatography, High Pressure Liquid/ 6,903
OR/5-7 23,140

SR+ 9 A4ANDS 140
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3.2 =L GIOJE|H[O]A

(BMY: 2024. 8. 25.)

4

Cl|O[E{Hf| O] A oitq ZMof HMES = H|Z
1 Androstenedione[ALL] 22
Dehydroepiandrosterone[ALL] OR advanced
KoreaMed 2 DHEA[ALL] 136 search
24 158
1 (Androstenedione|total) 175
i _ ZAMIC 0|
St=20|5H=21[4|0|E{H|0| A 9 (Dehydroepiandrosterone|total) OR 257 Iﬁ'ii'g oL
(KMbase) (DHEA|total) (é‘LHtEEEC_’E
A 432
1 A : Androstenedione 95
st setEE 2 H| : Dehydroepiandrosterone 433 ANz 018
(RISS) (OR) TA| : DHEA FUsts=R)
Y| 528
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N EC DHEA (Dehydroepiandrosterone)
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NEC D

HEA (Dehydroepiandrosterone)

4.2 XtI2FE

o4

HH(Ref ID)

1XIHETAT)
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o QAL DAL EO, HHeRt =
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o SMAMOIZIE 2, HlugAMC7|E 2el), HOHE AL YA
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o TP (LR, S0|k, SYUEE, YHHEE S
BEAA < BEHA <
D+ D- | ° D+ [ D- | ©
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SM Bl
M % M %
AR A5 A Accuracy AUC
= Sn*(%) | Sp*(% %) | npv%) | FP(%) | FN(%) | LR+ | LR-
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