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J& ik RJE (Cushing’s syndrome, CS) & dg 7 % 8% M4 i B % (glucocorticoid) i % » #
G — A FIRAR Ao I A0 — AR o B TR R B 0B B & RIR - HHLE
LAz % H % (adrenocorticotropic hormone, ACTH) #94R#8HE ~ A R 5% kix\ﬁ‘ ¥ H P RRK
s (Cushing’s disease, CD) Bp.& —#& % RLAaA - L2 X &M T EHNEGZ i@ % 69 ACTH - i
%%iﬁ%&ﬁwﬁ&””%éﬁ riki % o AEABRSIHBARNE TR Y é&ﬁﬁ’é}%;u\ ERZEE A
TH o BRI RIR R KRB U R RMEBERRTELZIEF -

RAEEE | EEUEH® (Cushing's disease)
22N (Diagnosis)
7B (Treatment)
Bt (Follow-up)
$t3% (Consensus)
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M TR PRI e B
PRz E=ples A e e B BT
LSRG =N IR MO
ER{EEE =P B STAD ELaES
JiZEZ IS EHAREERE RS e RS R B B B e
LS £ ARG AL b EIRlivE] BwNHTH
g HALEHE ELEE AL
R BHAREERE AR EElesi
TRZZHR (NS5 ER A B
TRARRE MRCRER
(R R E R HE )
KRB ERER KERE ACTH RUKEEME KEER kL 2 5E
A FERRACTH & - BD
fzﬁg&enous) ' EEREGH (Cushing’s
t disease, CD)
B ACTH-f&R A
RREAE (fatrogenic) (ACTH-dependent) | [RfEACTH ==
(Cushing’s :
syndrome, CS) (sctoplc AC-TH
AR syndrome, EAS)
DR B LRI SRR
ACTH- Ak BB FIREERR
(ACTH-independent) fEaLAEE - PPNAD -
AIMAH %

PPNAD = Ji 1 (R AT Y

FRERZESE (primary pigmented nodular adrenocortical disease) ; AIMAH = ACTH- ANMEFEAIE |

IR BG4 (ACTH-independent macronodular adrenal hyperplasia).
B— : BEMERERI DR -

TRIRFEIT
— ~ BUREREA

[EE ik FGE (Cushing’s syndrome, CS) 2 A
BFE RGP [ E 3R (glucocorticoid) &% - E1T
LA B — RV AGHRE AL B A by — R
o LA PRI AR AR B R AR~ B
_FRR 7B = (adrenocorticotropic hormone, ACTH)
FRHEE ~ DAURR k753 8 (8 — ) 5 Hor )
ik EG3% (Cushing’s disease, CD) B[l —ffi 5 HAH

R HOEFR T N EagE R i@ 2 ng ACTH
ATMREESS AN NS =B NPT S 2L &R
DAFRFR R B 2

JEE O ERHE S8 5 e PR 38 2 B B B SR 20 ]
RERIMIRTE (AR IR ) - ER R RIE it
e R S 3R 5EY) 5 (K LR2 ks DA - HITRR T
TR A S AT I SERC 8% - BIAE S N BER s
S SO 2 S B AH BR TG » MESR MR TR AR
FRAES A A B AT HL AU Y [ iR ECHE i fee - (B Py
ACTH #1 cortisol I ffk 2= f IR TEEERK



A w Y
R

}iﬁkﬁ?ﬁv{u} v

I » ALEREHE AT e EEE LR ER:
(cortisol) 7 Z A » MATHE—25 73 Ry -
(—) ACTH- {k3BAR!

WAFAEE G ACTH J3 i Z 1y kL -
T TR CE IR0 S o AR M AR
al oy Ryl T~ FEHE ACTH 8 (BNEE IR SR ) FIs
Rz ACTH i (EAS) 5 1% /8 v] B 21 j7 B B %
(corticotropin-releasing hormone, CRH) 433 1%
TSR (<1%)" o EEUE KR IIIS T =2 R
H R R R YRR (adenoma) - & Y BL— 28
SHIIRA S A /R T REAR B 22 R
TEZENR » A5 — B 2 2 M P9 3 W IR (multiple
endocrine neoplasia type 1, MEN-1) & 52 & 4
I TERS T RS R RE (familial isolated pituitary
adenoma, FIPA)" o fEER 52 2 K |- g LB b
AU SRR - 36-62% [ Ik FJs R RIS T e de
FATFAE USP8 Bighy Lk Zesd » SEpi sk iz 24 KK+
4 (EGFR) [FEfiE (degradation) Jiks) » ffdE
B ACTH 43 2% o $L4i ACTH FEMIR A 7
[+ BIYMFSEREZRI%ESE (carcinoid tumor) AT
7N g 5 il S B P A Y B SR B s - HEROZ2
TRl ~ BRI AT TS P 5308 *
(=) ACTH- T 1Kk3BEY

i AU B bR A7 AE & o3 bt & BB BE A
f o S RGBS ACTH A 43 T 0 3181 A e S 411
il o BIPISMATEE BN B R R R B B R
Jo i B+ T AR AR L JlE B (carcinoma)
R D b, 5 ARR R A] RLEIANR 2 M (S ASE T L
iR S ERE (primary pigmented nodular adrenocorti-
cal disease [PPNAD], sporadic or as part of Carney
complex) » ACTH- A KFEAYE [ IR ERS E g 4
(ACTH-independent macronodular adrenal hyper-
plasia [AIMAH] E; bilateral macronodular adrenal
hyperplasia [BMAH]) ~ & - 88 — [GHE (McCune-
Albright syndrome) %2 H g 57 o

= RATRE

BSN PSR + S SR A I FG i F
e RO TR BB L5 bR A i
WIZEHCHE 1962-1988 4] 188 fif MUK AR -
TR B M I 145 T 65.4%° o P 5 B
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ER Ry 2= RLBENR » 384 R4 0.7-24 A/
HEAL EEE TR AT AR A
GRS R EURE PRI 2 Ry B T
Eifida » A SR A L o Shpg A [R] I R R R IR
fiE 9105 A RIS B R A R IR
5L¥E (incidentalomas) #93R A H » A #7185
B R T REAR M BB ERER IR (subclinical) JeE
FREGHE 1

B SMFFE R » ACTH- {RFE I e ik P A
i B A P JER ok EGIEE R 80-85% 5 E:HAJER ik
B XA T ACTH- {R$E1Y CS 1Y 75-80% » H.
BRI LT (3-4:1) o Rifi 5 A BB I
BB bRyt FE R ZE B » 16 AT PR P R ik IS
SEATR R » ACTH- ANKHE Y e ik EFE AT A Y
FEERAME - £ 225584 56-75% ; AHE . TIHAK
FCI7 B A5 ) LR (K - {547 20-30% "2« 3
BAbE A YA S VR - ACTH {RIEZI)
e ACTH NMKFEIL 2 - [ i Bl ey 43:22
(66.2% vs. 33.8%)° ; [T WA HHENHT
W JHR IR EGHE » ACTH {KHEAIEL ACTH AMKHE
W2 LEBIFITRy 56% vs. 44%8 o F2r it 5 HH B 22
SRR » ] RE B AN [F] B Be GaE H s R A
[EIERE o 225 R A I 1 o R A RY A 5 L
WA BIAMIF SRR A R 20 2R
Ed : McCune-Albright syndrome ; 5-7 5% : & iR
FENESE 5 7 LA b ¢ EEREG o 247 ACTH fiE
AIFERZER " -

=~ ERPRFRIR

FH A JEE 9 1 B PR SR B 0 2 B (3R
— )2 i A SR 2 R Lt R
—g N5 (Blange E R0 ) 5 K BHR1E
COARTIR A » IR 8 - SEEI A 73k
2. &r (Endocrine Society) 38k DU TR IR R ILHY
B U MR EE RN R R S - B AR & F 2K
LA i ] (1) BB AER ~ (2) Iz
KL (plethora) ~ (3) 37 U AIL{E JJ (proximal muscle
weakness) ~ (4) FZRFEEHL (striae ; Rl REEKR
A= GFRIRLEREERL) ~ (5) Sh 5 e B G A
HEERk R -



298 EREE

£« BEBFKEREE R RAIIRREL 1

] AT (%) B PR EEAC) Ek e O]
gL R 4
Az 89 T 53 sy 63
SRR T 79 B T 32 WS 63
ST 74 (I 7R 11 B 47
PGS = 68 - %ESE 37
kT 53 AAs LA L o 21
AR a7 WPy 37 e 21
et 2 BEG 21
Ik 16 Mg
I 10 FIEAL 63

mARLIBEMKE

(TEBBEADDHBEIEZ

BEBRINRIEEBRRECAE (A 2 MEIRZEEY)

TR R PHE—E - EPIETRE
I | |

24 IN\ES RNk 2 AR R 1mg AR R
(BRAIMRLL L) dexamethasone !5l & (BRIMmRLLE)

SERASANEESRFESE (R”°]
SR LLEKRE - JERBERETMREDE dexamethasone #IHIRIER(RASERAE)

WAERES AERIES : olBE
A= ERECE

HRRORER EREARNAR [(R=]1[ROE] [FRA]

%Wﬁ%ﬂﬁl&ﬁmgﬁé

L E@RE P HES N 1 B 2 18 - BRETER

ERAERER - IZRBER
SRR - BEHERIRE Dex-CRH RIBINRR B 2 BERIRA(R A RER)

SEREGREBEETE ! g2 WRASRIES :
BHEETESRENTMG O] REAR 2 E R ECHE

22l 7% [ R G AE
B : ZEADINEEIEMKESERE o
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REER A A FE IR ERE MV ER R 2RI - BAsk

KB I e ny R UBGRE - S — D
DARERE 2 M R » BB LU N B i =
R (1) WA BRI A RE B iR
IFEA BARYER RERBL (HIANAE 0y e IR B
BHFAIE )  (2) ARG ZHEELL CS HIERKRE
B HREZRWER ) £HE S =R ERE 548
G IMHAER 5 (4) EIREEH ] RE S B U IR IORERY
okt (BIanE ERRAE I ) (5) Bk H ik
FEOER PR EL (1A 3] 12 v 1M7L JBR BB B B A
SiE ) o AEMEFT A ALARIIAT - TR EUER A G
AEEY) S FRER S M A K [ 1 o R 3 JC ) B 0
JEE IR EGHE = A8 AsHITE 32 Ry R IR EAE » PRI AR
TR IR G B ACTH HURIE M » #E— 2 e
BRI DR E N — a8 E -

EB NI Ry » HIREER A G R
IRE » ATAEFIR2 AT DUT B9 9 fifi da 3l = 24 /)N
IRF PR 1R 16 B 57 B % (24-h UFC) ~ P8 70 I ] ¢
B I (late-night salivary cortisol) » 5[5 #& 1mg
dexamethasone #)I#lH[E% (overnight 1mg DST) -

R : PETBRECEE (CS) BRI E
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i VIERAS R - A H R T H A A D —
AR s BIAERRE AR - BT KRR &
dexamethasone #[I]iHI%E (2-day low-dose DST) -
ZETRENFEAA 25 ()Y £HER
EIERZETENE ~ TRUS AR SRS EE T
BH (R

IR EE R E - EEIN IR HEER
Rl 73k 5 e A SRER EEE R (BN
24 /NFFPR IR BIE BB R ) BURAE i i A
P ( BIANGEA R S ) o 1 18 fe o E o fiET 2
HillER it — = G2 Emte - vt R
TERMR2 &2 © 53 )BIAE 8AM F1 4PM Hi
IMAgEESE AR ACTH 1 BB RS 5 G380 A
11PM [Tk 1mg dexamethasone » fgX 8AM Ffif
IMAEE— KBRS - EhRifi R gl
ACTH FI B B2 - AlEE
JEEL iR TG
ACTH JREE - HIZEBRES - REEKR
Hif H-A 32 dexamethasone #I] - FIIFTHEZE
IR R - FEREREETTE R B AR
ELIfEZ -
ACTH IR - HIEBRRES - AEAER

R

Ho BB PR BT REME RS (DUHIRGCTRERZ R AR )
24 /NP R R ET IS e PRIGIEEAR TR+ BIGE % K5 (25 L/
(24-h UFC) >3 FEIEHAE B 80-98% 45 -98% day) + B % -
e R | R E (FREHEMIN TR
e E’I';If_”fgftgszfﬁy cortisol)  >145 n9/dL 92-100% 93-100%  FEMEH ) : HRFHEFEE - IBES - High « AR
£ f ik 2 -
P 1mg dexamethasone B3 >1.8 ug/dL  91-97%  80-94% 2% dexamethasone FUFHERIEER - U400 :
fIIHIES (overnight 1mg " Yy [ AR=] - BIRER S wBE
DST) BEERE>5 pg/dl 85-90%  95-99%  EEASAEREE [ (CBG) HYBRE » HIAN :
A7 dexamethasone % Imitotane ~ BERFAERERE - FFBEAL 5
2 A
?EJ;[IS%_;J)(EIJ%ﬁ (2-day low-dose  F7E[E >1.8 pg/dL  91-98% 70 -95% Dex-CRH JHIEASE s I 2 HEREHR A
% Dex-CRH ] # JEEE >14 pg/dL 98 -100% 60 - 100%
LS SR >75ug/dL ()  91-98% 92-100%  FEMERFAEPR 12 BRHEIUMREA 5 7
(midnight se;L;m cortisol) TR R EE S Ll@?fﬁik?ﬂﬁﬁﬁ%ﬁﬂ[m ;
>1.8 pg/dL ( ) 100%  30-62%  <1.8 pg/dL R rTHERZET

* f75/ NS T2 0.5mg dexamethasone 1 48 /[\E »

B RPN % (A WP eaating/ Ny ) fhifi b e S B AR -

# 1. 2-day low-dose DST fxf%—74 dexamethasone Fi/ NI AR 54 —Fil CRH (1 pg/kg) » 15 srgfethiliie s LB IR
Modified from: (1) Sharma ST, Nieman LK, Feelders RA. Cushing's syndrome: epidemiology and developments in disease manage-
ment. Clin Epidemiol 2015; 7: 281-93.(2)Nieman LK, Biller BM, Findling JW, et al. The diagnosis of Cushing's syndrome: an
Endocrine Society Clinical Practice Guideline. J Clin Endocrinol Metab 2008; 93: 1526-40.
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Efifd H A2 dexamethasone I » R HEZ[EE

RS B AT ACTH ¥ » JEMSREEITIS T &
IR E 2 (MRI) ~ T 55 8 55 K 1111 7% HY

SHELAS

Btmillik (IPSS) Tt d DIMERS 25y BEIKER
A > DU AAETE— I - 35 S e
M I REHEST I (PET scan) S L
MR A AR AL -

ARG A RERT A 4 T - ks
ERIRZETF 2%
— ERBEEDRBEMKIE

BIPISMIT SRR - H R TR
TR 2% PR AE 90% LA b - (B3R — Tkl
FEERE 5 B HERE VT o A5 SR T A 24
/INRF R VR e B R R A R S T W - RS
REEAE RN > SRR U S IR R
B | R FE AR BRI R L 1 - S3OMGII TR R
FIRERZEFURE - BIANAE AR LT BE BRI B 5E
> >7.5 pg/dL RURZETEEME R ARIE 1% 12 BEIF
(RIS SRR Y 1© SRR R R
DI - 14 ARG REE - filan
Tl 24 /MR IR BlE KB - eI AU
NG ISR PRI - BRAGHCER IR (B4
/R ) ZEPRZEPRI - TRE R L BRRTESC
TRUCERIEE R N AYER - v AR Al th 2250k
IR GEINT © AIMAE R SEY A hE

s BRRAER (£RY) - HA 2l 7kl fe

ST ATE R AR, (R )M -

A58 £ B R 2 L 71 T B
R0 : SHIBERARE - ZEADDEER

ERHE

LB o B

e (=M — R e SR F T S RS
I A ESS R) 38T iL F 43 9 CRH - 385005 %2
HPA (hypothalamus-pituitary-adrenal) i » &3 {7
Bl o B E IE R R AR CRH 4330

A=
BERZ

K= YRR EBEMCIERAFSRI0EEY) [14]

I CYP3A4 il » e dexamethasone A *
* Phenobarbital

» Phenytoin

» Carbamazepine

 Primidone

» Rifampin

* Rifapentine

» Ethosuximide

 Pioglitazone

HIsH] CYP3A4 il - 54> dexamethasone F91
» Aprepitant/ fosaprepitant

« ltraconazole

< Ritonavir

« Fluoxetine

e Diltiazem

» Cimetidine

RS GERE T (CBG) B0 » AIREEEUNIE K2
(2NN Jiey g S A K A =

 Estrogen

« Mitotane

G UFC {ET 5

» Carbamazepine

« Fenofibrate ( #+%%/H HPLC ks J7=0)

o FEESTMERE R (EERA] immunoassay &g /T
=)

* {1 11B-HSD2 BYEEY) (licorice ~ carbenoxolone)

*dexamethasone A& [l CYP3AA4/5 (1375 EL5]
Modified from: Nieman LK, Biller BM, Findling JW, et al.

The diagnosis of Cushing's syndrome: an Endocrine Society
Clinical Practice Guideline. J Clin Endocrinol Metab 2008;
93: 1526-40.

2B AU IRANREHOVEMEERATTE

PN 3 CIEPNELNEIEZ 3 apes NERAIIRER T ik
& 24-h UFC (GE : 25 538 =ZflIry UFC fEMER A DST ({RESTERIBESRER )
A= REIEHE ERRA i Fs 1 CS)
1o FHHURERTEEY) 24-h UFC ~ PRI S E ~ I KB R DST (gepynlRedgmifla 1t )
e TR F@f Img DST (talafiRIEH nIHkkR CS 2 - H 24-h UFC (ELERET & FR=R <60 mL/min
Tt REH LS CS) fif - UFC {H&RE(K )
SEIDLRE LG 24-h UFC siZR il (B IE (AR aE (B DST (BT TRy S B BRI AT A
(cyclic) CS BEAiRIEY - dRNRUERE LAl - YoidrRe & HIRTREE R )
Ao AR AIE AR )
B LI R B 1mg DST ~ ZRAINERSERT « FEIMTERER:  24-h UFC (AR IR RBURR i 22 )

SEDUPE B CS
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KA : REMEES - Bt IaEEmMIIBEREEREASIRE 1

AIRERA — SR DR K BAE AR R ZR

ARZAEA R RAERIERA L

B
© BRI
© Bl

* BERCERDUE
* JRREIEATHE
o BB E

o AEEPRRRTT (fEBE - T K9E)

o EEAR IR RE

RIS,

ARG IR

© SERFSEEREH (CBG) % (I AR ER{E T =1E
PRUGFHIE S B BRI hR R (AN 52

W e B B W i B AN [R] » SOR Ry R 1 B ik
FRAE (pseudo-CS)M o Ff LR ¥Rzt e Jiz 22 e T 7
ZE BRI E R B B AR -
KA AR e i R BT H R A - R RAK
& dexamethasone fJ%I3HIEs% (2-day low-dose DST)
EBAERYIE Eiife = ¢ FEE IR RAE BRI
T BB I i ey 32 L B 1 T 26 SRR ik K
SRS AR & 1 o SR B AR /0 B ik s
B B A B ey 2 TN BRI - RN AT 3 R
% Dex-CRH Bz DISE=mi2 BrgUsk 1 « fE5eEE
Pl DST f&85E T —H1 CRH » TEH ARIMAE
ACTH NI ERFRE A et ET S - (BRI
R RE

LA B Ry —ehaba s =(am
R ERE A ACTH HFEHaH = E - JRp 17-
FEZE[E] S (urinary 17-ketosteroids) ~ i B Z&1 52
PEHIEE (insulin tolerance test) ¥/ARSHENJF K FGAiE
Y IEME MK - 10 loperamide JIB&HYEE 15 TTA
o BEABFEEH . 2 desmopressin
Ba o 2AbTH RS B @R I TR
JeEL iR 9P KEL 35 B desmopressin (Y S JERE A » Bil
Feiag _ETH RS2 (vasopressin receptor) V2 1
IR F AR BEAHRE 18 5 HLIBR AR R B R
FFHE RS AT  BhAh - FETEEH SR HI2R
HERRIEE IR FCRE B AR Asrll 73k (s =
R R iR A ~ STl E dexamethasone HIIIHI
Bass (29N > AIRE(E—LEREfk IR A & - HY
BATEH ARG IR » a4 TR R At AT HE H B 2 A
B DRIPRER AN S 1 P iR B 2ol 1

hife PR B Rl FE AR B R PR 1B 0 » AR AR BD &
TR~ BT B oAt A B KISR0 ~ 1B
FA%FEZEY) ~ DU AR ik e 5 8 & PR 3T A
A% B TR ARESHI L Eie 720 - 18

VISt ts (B )

o HTERHAS R o AT E R T H A AR ST
ELGE— SRS -

o QNS EF RS SR SRS B WA TR A RS
RA—EIF - BB EE T ARk
DI E 2 B IR 5 BIA0E 24 /NIFPR IR
W R RO dexamethasone #1551 I B4 i
B B A DY IR R B A RS - v
e AL e e B P R M KB B BT
Dex-CRH HIB&E LU —25- 571 14 -

© P ARIERIR RN - HAR RS R
AIHEBR R IR RAERY 2 T - (H 2R 2k H BT Y
G S 1 B R R P AR SR BRF - FE K
HEFTHERA R -

o HAEEEEEINE (cyclic) EERRIGAERTRA
BIEE R KA MRS R EH - R T
o

— ~ HHRk | RS R AR EMR R
Rl g% ACTH 5 my I R ik FORES R A
¥ ACTH HUMRIENE: ; tBais e B2 TG

A Z TN MR B UK R MR AR AT

VLRXE R E R o R EER R SRR R ]

e b K DR SR IEETE - ACTH i

BRERYESEATT ¢

« # ACTH <5 pg/mL (1.1 pmol/L) X255 A rJRE
JE T ACTH- ARPFEFRI R R EGHE - FERBAE
T8 ERr G - (AR
BERBEANIENE - IRERGEIRIERY ACTH {H -

e Z# ACTH >20 pg/mL (4.4 pmol/L) 35K A 0]
RE@ ACTH- {RIEHUEE R FIE » FEMERE
TTHHR bR - WERE A2 A5 AL I T EE S B
HABIBAT (F75) o BIRIMNIFFERER - [k
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IR EEEANT ACTH FEEENY ACTH fBs B
SR . RiEE ACTH JEEE IR S0E (40
>500 pg/mL) » HIZ kySif; ACTH fiE M7 -
# ACTH BE AR PR > vl H B &
dexamethasone #II3HIEE ~ CRH Sl g 7 B)
BRI AR () RiRiE LB IE S
G ETHEREE - BOEERIRGABR/EEEERY cutoff {H %
AARME - PGSR R2 B U R S e
Fr72 52 - BRIZCER - =Pl & dexamethasone ]I
B - ER H BB BRI >50% {F a2k
REHE > (HA B I E LR (= H] 68% 1R
B SR B ) 1920 5 CRH il B B (e |57
Fi ACTH 7175 >50% ~ B7ERET & >20% 1ERy
ZETEE - (HRA H AR ERER AR KA A HE
(411 ACTH >34% » 5§ 7 B lE >14%) » W] J&15
AT R 222 o At o 1T i
R RE SR B N B S R N A -
AALFR R AR RS AN T i 2R
Prrs R (EFIE3E >6mm B ATESE ) FEAFHT -
A2 R B GRS » ART RS T T8 ACTH 433k
R I DRI/ IN T S AR 3 B > MR S A A HH 2
FIBESRAT By 20-58%1%° 5 It - %9 10% AYTEHS A
IRATHEE SEER IS T TR 24 - sl by
RIS o AIERERSEE - " E 8 M e IRIMIR

R\ : SPEREEAREGR (CD) BORAITSE *

ERME

kil (inferior petrosal sinus sampling, IPSS)
(FIN) » BT3RS I IR B Y 5 S AT E
HERMEAMEERE ' - IS R b
7R+ IPSS 2 e ik FQIps A RESURK 1k 15 89% » T
TS —7] CRH & Tl Al E— e m 2
94% ; AEFFEIRBEEL - IPSS FIE e (7 E 1Y
IERfER{E 70% (Bl CRH HIBRFH Ry 77%)% - Bl
B M FEAE SR L 2 -

TREERHNL ACTH fERF » AH 8 Jegt 52
(VAESpSRINCAnRE VA QA TR X mp- A 2= d ra
FFE RN frdt (CT scan) A1 MRI 5 BGE—25
8Nl & F-DOPA IETRUNENJE fifiti (F-DOPA-
PET scan) B #8135 52 18 P 52 (somatostatin
receptor scintigraphy) 5 - —IEF%E3E ks » CT/
MRI HY 22 B UK M 84 - T HERT R B9 52
W B s 5 & F F-DOPA-PET scan 5§ % #] 3
e POBE R 52 - W& N 8 B I TE I
(positive predictive value) - ffj CT/MRI & 4%
M IE T B e frfi (FDG-PET scan) Iy - HIRS
TEFEMIE IR 72 « 27 o 530 — i S i [ B 43 T s
FEA/R » 68Gallium-SSTR-PET/CT (f4f5 68Ga-
DOTATATE-PET/CT » 68Ga-DOTATOC-PET/CT
%) 28T EAS RBURMEZ TG e d /T Ui
()28 o HRTE R 5] FDG-PET » i —Lu5§

bl e TEREIE
=7 & dexamethasone HI3HI B B FEREAE >69% Diagnostic accuracy ~80%

(high-dose DST)*

R ORE 3R OR B BE (CRH
stimulation test)#

Ovine CRH : [M#F ACTH F5 >34%
1/ B B BT >20%

Sensitivity 93%

Human CRH : [f{% B >14%

Sensitivity 85%, specificity 100%

Ji&

MR GSEA - ATMRI

G T~ EBGEBE - FrE >6mm

20-58% CD J A RN T~ e e e leha A H
2K 5 SIS 10% 11 AN AT REHAR A Y
HEAETRATIS T

ENPN G
T A IR O 9 ISR A 3
(inferior petrosal sinus sampling,
IPSS) >3.0

Central-to-peripheral ACTH gradient
(IPS/P) = 2.0 #1/ B4 CRH #5£ %]

Fyigl CD HB SARHE
Sensitivity 96%, specificity 100%

* WREARI T2 OFE/ S/ INREG T— 75 2mg dexamethasone 3t 48 /NFF » ik — Tl 7S/ NRFBR FHIMAR A5 7 A IR 5 O 77—

7l 8mg dexamethasone » FERFHIALRR £ K BB

# RIS — A B =E B AR CRH (1 ng/kg » %% 100 pg) » 45 sr g fliiieds ACTH 1/ B S BT R i -
Modified from: (1) Sharma ST, Nieman LK, Feelders RA. Cushing's syndrome: epidemiology and developments in disease manage-

ment. Clin Epidemiol 2015; 7: 281-93.



A w Y
R

}iﬁkﬁ?ﬁv{u} v

Birf R it 68Ga-DOTATATE-PET/CT ; B
i P AR 8 B AR 175 Y A 8 e st s 5 16 4 T i R HIL
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Expert’s Consensus on Management of Cushing’s
Disease in Taiwan

Tien-Chun Chang, et al.

National Taiwan University College of Medicine, et al.

Cushing’s syndrome is related the excess of glucocorticoid in the body of the patient, resulting in the specific
abnormality and pathological changes. This disease may be classified according to the origin of excess of glucocorticoid,
and whether it is ACTH dependent. Cushing’s disease is related to the overproduction of glucocorticoid from the
stimulation of ACTH of the pituitary tumor. This consensus of diagnosis, treatment and follow-up of Cushing’s disease
is formed after several meetings of specialists in this field in Taiwan, to provide for the reference of management of
this disorder by the readers. (J Intern Med Taiwan 2016; 27: 295-308)



