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JR B P B LR % A8 R & (primary adrenal insufficiency, PAI) 2 — 9 AX &% » EBAFEHEK
R % 4T & (overall prevalence) & — B HATH A B E140A > RRA LA M RZEMEHE LR X
(autoimmune adrenalitis) &R # L c R RAEGERBEATRELEL VA -

RPME—BIMMRLHERZBEARLEGE ~ B - KRES ~ RBERERTS - B
AL RENERGER c FRRERALFZEETRE  BHEFLELH - FHAFTA o
MERX KK & EF o BRERERTHMAEET 126 mmol/L » JE K & (cortisol) 0.91 pg/dL » #2H £
MR E & (ACTH) K74 1250 pg/mL » aAF R 2B FAME LIRER - ARF LR &45%
AFZRE  AARHTREZAREART LRXFTERIFERT LRERGETL > 24
RAE RGBT o B AW AN H % (glucocorticoid) B A #& ¢ AT L E 136 mmol/L ¢ cortisol
5 1.67 pg/dL » ACTH/S K7 1250 pg/mL © EIRE & 5 @&+ % FRMARAZREREE LR
AAZUREFZRARY » EPUARBRF LR KRB RIMER 2 THREFRIEZ

AR e

BT - B CIRMEERZ (Adrenal insufficiency)

SHEFRECHT (Addison’s disease)
[ZE8ES (Cortisol)

€ L IRRZ B8 =& (Adrenocorticotropic hormone, ACTH)

& RS (Adrenal crisis)
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EIERLERE o It - BEE ARERDER
TEIFEREZ > WA G EEE D E AR
R o R K2 RS T By B A BT - B
bRl - GiamaERiiEE g RaER
DU I~ JeEd DUl > FBORPFERES
F ~ UK AERF IR - RIEEE S 3 AR
K7 (Addison’s disease) * #8532 2 R A R
2 0 EIFIMER 100/60 Z KK (mmHg) » & KHf
A RF I cortisol ¥R 5% 0.94 ng/dL (MR b 1E
fiEl » N:3.1-16.7) » [F] 5 [ 3% ACTH 2 & HI K 75
1250 pg/mL (N:0-46) °

b H 5 8%k » P XA A I 1E cortisol £
0.91 pg/dL (F _EIEHE » N:4.3-22.4) » [ ACTH
598 K12 1250 pg/mL » #4126 mmol/L (N:
135-145) » $H 4.7 mmol/L (N:3.6-5) * [RFE R
(BUN) 14 mg/dL (N:8-20) » WLE T (creatinine, Cr)
0.6 mg/dL (N:0.6-1.3) » 58 (Ca) 9.5 mg/dL (N:
8.4-10.2) » %A1 (Cl) 94 mmol/L (N:101-111) >
fl - (P) 5.4 mg/dL (N:2.5-4.6) * GOT 37 U/L (N:
10- 42) » GPT 23 U/L (N:10-40) » F185 1 (albumin)
3.9 g/dL (N:3.4-4.8) ° [MMEREFEL : HIMER (WBC)
5400/ul. (N:4800-10800) » [fil & 3% (hemoglobin)
12.6 g/dL (N:12-16) > [fil7]ViiX (platelet) 263,000/uL
(N:150,000- 400,000) > FMIERSTRE - Ak F ek
(neutrophil) 27.2% (N:50-75) » {kELEK (lymphocyte)
55.2% (N:20-40) > FEFHAL A 17K (eosinophil) 6.2%
(N:0-6) » BEHZER (monocyte) 10.9% (N:0-12) ° §
% M (ferritin) 49.5 ng/mL (N:11-306) °

N H R UR T w AL #E
(prolactin) 37.8 ng/mL (N:3-20) * FHHE{E % (lutein-
izing hormone, LH) 10.69 mIU/mL » & € &
(follicle-stimulating hormone, FSH) 7.15 mIU/mL
A R 3 (growth hormone) 0.244 ng/mL (N: 0.01-
3.6) » — fifl B IR PR 3 (triiodothyronine, T3) 1.62
ng/mL (N:0.87-1.78) » H AR i 3% (thyroxine, T4)
6.03 pg/dL (N: 6.09-12.23) » EHHRBRFIESE (TSH)
6.51 pIU/mL (N:0.34-5.6) » {3 KL #8 471 #8 (antimi-
crosomal antibody, AMiA) <1:100 (N:<1:100) >
B K B 2K 5 B #1 #8 (antithyroglobulin antibody,
ATA) <1:100 (N:<1:100) » H{E &% a8 Pii% (TSH
receptor antibody) 4.61% (N: 0-15) » e M HIH

AR M 3 (intact parathyroid hormone, i-PTH) 46.4
pg/mL (N:15-68.3) © [i% [f fi (aldosterone) 100.9
pg/mL (N:70-350) » & 2 1E T (renin activity) >50
ng/mL/hour (N:1.31-3.95) » fii f¢ 2 & 35 1 5] fi
(dehydroepiandrosterone sulfate, DHEA-S) 1.3 pg/
dL (N:60.9- 337) > 17-#% Blj 2% [l (17-hydroxypro-
gesterone, 17-OHP) 1.31 ng/mL (N: luteal phase:
0.7-3.1) » HUh3% (gastrin) 38.8 pg/mL (N:0-108) °
Bl %2 B (progesterone) 0.424 ng/mL » #f 1§ &
(estradiol, E2) 52.15 pg/mL » =2 [{i|f{fi (testosterone)
11 ng/mL (N:14-76)  BRRZEENT A BFTHE (glutamic
acid decarboxylase antibody, GAD Ab) <0.1 U/mL
(N:<1) » P14 A5 §1 #5 (antiphospholipid antibody)
0.74(-) (N:<12) » anticardiolipid antibody 2.1(-)
(N:0-15) » #1 #% ¥ #8 (antinuclear antibody, ANA)
negative * H1 % 5 5 F R IE % % D1HS (antidouble
strand DNA antibody) 10x(-) (N:<10(-)) ° IgG
1264 mg/dL (N:650-1600) > IgA 299 mg/dL (N:70-
400) > IgM 120 mg/dL (N:50-300) °

HEAER R e E - HEZERELLO
MREEY) Rl ZRia % » KB IT cortisone acetate 25
Z 00 (mg) BHI R > I HBCE B E — B4
IR & 5 (adrenal crisis) 2 A RERF 37 BTG
# oo WiHE - BER MESGHER - B84
W~ RGEBN RN —K 0 B2 o EIRF
JAZ 80/60 mmHg » DX IHCAE 1258 Wb FR B e s B I
IRfeRZE T > TLERRE

Fhitk SR ER T EE S ® 16087 » 4
B 4307 0 [ 103/70 mmHg » LBk 68/min » I
WK 20/min » #5IR37°C » 2BEMERE > 250
181 R T RTTE - LIRSS th A R 0TE - &
AR B (vitiligo) » A PIEERERAMREIR -
ERAGHER A B o BBl XOUh R E - HigE
g © HIEK 13900/uL » c-reactive protein (CRP)
<0.2mg/L » & #MEEF FREE] 121 mmol/L » 7L
FE{E1EH » BUN 17 mg/dL > Cr 0.5 mg/dL »
4.7 mmol/L » R AR H MK 5-10/hpf
BRIV SRS o M e R S8 S B IUAE » 7RIS 742
PR EE7K 52 100 % 52 hydrocortisone  ilfi H DL 100
£ 52 hydrocortisone /Il A 500 74 75 A4 B EE K
18 24/ NRHRITE © (ESERIMIR R RIREG #1% » 3T
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Afa iAo BEEZGE - 2H
M SR 1 7+ 22129 mmol/L » B&7EL /5327 o
38.7°C NREZE37°C KIS AL IRGTAE R K
cortisone acetate 25 2 5t — K — K& il 7
G S RIBREE BT o R ARBE R A
ACTH(1-24) # 1 (#1400 cortrosyn®) » [K] b 4
1T ACTH FIliEA%# (stimulation test) ° FHA &
A EARR 5 A AR IRENN Sz 5B - TR IR FRABUR
B B MR R M R M EIRBERER 2 0 i
LR R N T S (18— ) > fhins SR A

HFRR BRIT 4R

Il A IR R B 2 TR -

AR A5 9512 {11 HH %2 K B2 Wiebke Arlt/i>2009 4
BB NFZEN T L IREA EHIETE &
ZETRAZATR D SRR E AR 2
IRARTHER HiE RE g LR 2% - (HRRREMH
7€ 21-hydroxylase autoantibody (21-OH Ab) » [KLt
hiEEERS o B F#48 LU cortisone acetate 252
S R—ROAEEE » W H % - BERER
NEEL » BREORIEDERE » s
S L FAF] 136 mmol/L » K& 3.9 mmol/L »

B— : [EEiEkEER N OAE LIREE - MAB LIRERBFIREELR - AN

s - o

bR - (ARGRIBLIREYE :

BRCAIB LIREAYE : CRALTAB LIREYE : DAZLAB LIRTRIBE) -
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FiC 4 2 I3 cortisol 2 fE 5 1.67 pg/dL » ACTH 2
F&E R A 2 1250 pg/mL > B [E i 89.9 pg/mL »
HFRIEMERIRRKZE 26.21 ng/mL/hour ©

— ORITR R EEER R TRAEN

JRFEPEE IR REAS 2 VR RAEAR S 1855
-1 Thomas Addison FITH& Hi » [K] Lt th i 75 AL
38 7% FC% (Addison’s disease) ° igre —fid H 2
PR > (E CHAS B 2R %8 42 25 (annual incidence)
B8 AF08 A » BEATZE (prevalence) £ %
TEDZHEA— o FETEE > 70%2HH
BERIEIEE FRRRATER? o MERIK XS
IR RE A B BT AR M E IR =

B R RE S A i R A I R SR U
& ~ B OAME ~ BREBESEMER - B R ERG
MR FRITE R I B RS R 2
TERGIR R F iR R AFRS - 52t E#E
WSCHEIBRAER T 110 2 KRt ELA (R ISR >

|
(—) BRAREE R
i R R R BE DL B 1% - B — DT

HEFREEE LI I - A JelllE 5
i BZ & I (basal cortisol) fiEl » #% & ## cortisol fiE
K 12 14.5 ng/dL (400 nmol/L) 3 71« B8 & H I B
SeEE 2 W e BT HE B B E Bl (intact HPA axis,
hypothalumus-pituitary-adrenal axis)® ° 5 %
cortisol {H /] /i 100 nmol/liter (K #J %5 2 3.6 g/
dL) - [RIRFEE ACTH (A fHERRERI TS - 2

SE R EIRRE S R EEEEE o SR
3tz FF TS SCRREF PR F A (K 2 HE € cortisol fiEL K Tt
5L ACTH H L2 I [ 8 ML ERRBERE A 2 -
Harrison A B} 22 18"z « B F IR B RE A 2 Y32
7 2 5 HH T A ACTH(1-24) A i (SR
short cosyntropin test) 737 ® © 7E William A 7333 2
# Bl = (William Textbook of Endocrinology) 12
i th 2 pr A e B LR REAS 2= L H HERR
= ACTH RGBS * o SR & ERIRAR A RFF -
AR R IR IR LS 1% - B RETT IE XA i EE 2

B! o E X REREE2ET 7715 AT 2% 2003 4 Lancet
B 22 A T | 2 A5 HE KT S ACTH 3 B (standard
short corticotropin test) * {E3E 41 T+ J &
BEIMIE cortisol YR E > 2 % 5 FHERIR BN P9 1 51
75 248 F 250 pg B ACTH (1-24) (JRZ1E % 1-24
ACTH) > 51723085 60 77 §# 1% € MIF cortisol Ji#
B4 IEH A& IE.Z cortiso IR & A2
500 nmol/L LA F (K#J5% 18 pg/dL) » KILA i
I .2 cortisol I & fHE7E [ 28 18 pug/dL DL R »
FITEE B IR 2 o (BIEE AR H
# R R ERERT 2 2 o (i William
Textbook of Endocrinology 12 i #f} = - HI
7 3 R AR 05 P i A e AL P v B 75 =XAG T 250 g
ACTH (1-24)(J7ZE{F 5250 pg tetracosactin) > {H
30 77 1% I = I Z I cortisol P52 7H T2 550
nmol/L LA_F. (> 20 pg/dL) A B & [ [ fE? -

B R T R AEBIZ L 2000 HE3% T H —FE{H A
PR &~ B PSRN ERIE ST ACTH (1-24)
(J5 3 1E £ synacthen (1-24)) 2 I3 A Ba o b Fd
JiiERG & T AT LUEE 2 () S R RE
% R ERE T 0l I o 2 A Y JBR IR UL 2 B AE
HSCRRA A S S B R B REAS 22 Ry 2
# o LS ACTH(1-24) BT > MY cortisol
B KN Z MBI AN 4 pg/dL?

B8 H AR R L UL E 1T ACTH (1-24)
RGBT B e W aE o RO A T BB AL
A1 LUHF o % ACTH (1-24) i B A 0] 15 » 5%
FF ] 5 & JER 155 3 K I K 1t 52 3L B# (insulin hypo-
glycemic tolerance test » ITT) » It /7 15FR 1A LA
ARG T R AT RS EREh (HPA axis) IDIRE
e dRIEE IS » JRATEME A REGR R 4 & 1E
B oo RIAERRIR ERUPEER © IRATACTH (1-24)
RGBS R IEH - KA E LR~ 4 8
N BN S R R A it 52 3B - BRIk
eAEEEEE I T RS A B R
P R Z W TIRE? ©
(D) ERMTENMRELERERES FIRRER

fc¥itas

£ Wiebke Arlt 2 75 8 5 32 {5 i Wi 52 3
Bt FB B R AT BRI 2 — R A YE - AR
fth 35 B2 I 77 1 AR AR o IR At 1 2003
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Lancet 5§ 22458 & 2858 R HEE = (F L
785 2 9 By & 1ML 4% cortisol DL St ACTH & % 1 2
JEAE o #5 cortisol Z FEREYR L (EAK S 1E H 22 % {H
165 nmol/L (K f% 6 ug/dL) » [AlRf ACTH 2 %
TR U (1 A2 22 pmol/L (KI5 101 pg/mL) »
HIRT DU € 32 2 D 8 1 B IR RE A 2 © It
VAN |G NG 5 S Sl o 5 3 e 5
H ACTH BRI € K2 45.0 pmol/L (KK 207
pg/mL)* °

1996 F #r 5% 1% i B8 22 W | | > Wolfgang
Oelkers ft &7 728 3% {57 FH I %7 I 4% 3 8¢ cortisol LA
K ACTH kg & L2 B I 58 1 B L ARBRRE A~ 4 -
1B 5 (- L8 BE 2 o Bk 2 [ 4% cortisol 2 & /N >
EER 3 ng/dL (83 nmol per liter) [ » EILE &
FRREREAN R > R TE E R M E MR -
Oelkers t 5] F Blevins 7£ 1994 4 J¢ it & A 1
1992 1) B 52 e 15 78 5 - LA %5 cortisol 22 B {iE KK
A TR 25 0 H A OF A ACTH BERE E A
100 pg/mL A2 BN IS 1R RS RE R 2 -

=~ R ZERIEZER

FER A H I PR B R VR IR REAS 2
L% o TEBGETCHE R T IR R A &
WIIEA o FEATRCHII » B v/
B ERREEREAN 2 R RS LR TG R o H I HUAS
KA EEY) B 5 > RS A% B P o 1l I o 1
AREEREA 22 2 38 7E 28 (incidence) & FFEE H 77
Z AT o ABAEARFARE BB B B o R R
QeAROR T2 AR i A PR B L AR RE A 2 i F 2
(K7 o

TEEE > B LE s A R EIREREE
A2y E B R AL R e o IR B RS
B EARE B A S EERE S 22
SCERZEM » B T 1998 4 H P8 il 25 2 25 — 1l AT
WA PR B R AL TR A E R R R E R RE S
ZFENGY > 12 1% 3 J RE AU e A e R o2 SRR
T o RERXBRUE AR SRR LR RE AN IR
HE gAY S aas EERZBIE - /£
Wt H o 5t o 5 5L BE BRI B (W E -
HAEIA P B LA URS L R S5 e - B
fER 2 ERREErER s |\ > ERKIEIIRE -

H

*

5

WRR R

HiPubmed i H1 B #& “F “primary adrenal
insufficiency + Taiwan” W] =5 £I| &5 {837 1 1L 4F
KA BRI B R REA 42 2 SRR —
TR o R R AR RE S 2 1 i
R R AR AT R A R IR R B AR
YR ES IR 812 o R b bR B W 0 IR A 1 e R
T JREEPEE IRk R R fR bk 2 R PR A
B R S A AR A B R 5
PR Bk e A SRR bR B IR Wk ot
IIAT A HA AR E S Bk R o B L ARk 29
KE @I RAENE » B REAE IR AR 5 bk R
(non-Hodgikin lymphoma) & {Z ## i IF » F &2 2
FIE PR - BRES W RE EE 25% 0 (HEE ZFIU

B S o AHACHY - ISR ERb i

| |

Cosyntropin FEZ RIS E
R A B AT~ RER - LB

|

B R LR L& B AR RA
REEH B LR &

RIH AR RATBTA B LA R &
(724 cosyntropin & » o 7 K 8% J:# 500 nmol/L)

|

|

e ¢ ACTH 11190 8238 /m

|

Y
JRAS TR LR AR R A
(#2 % Renin1T, f2i# Aldosteronel |,
f2. 7% DHEAS ).

'

LM A A
TR AR 71 AL T (TSH, fT4)?
CEAER AR S+
5 M X R K o E B
‘ o] -
Rt v i v JET REME N R
g R Rk : X
AMAARE LR | g emyne
E] ’3&5&4}5%‘-7 ﬁ‘] ok #xlfrg‘(CT MRI)
oI I T
B s
BB - (BAR) AW AEHEE L
PP R R ()4 K R RA T R
WG i A )

3 AFENEEAE N E T Clin Endocrinol Metab 2009; 94:
1059-67. Figure 1
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o DA HIE L R R (adrenal mass) 2K R - H
23 BEFEERRIEE FivER A 2s -

G 350 D 1k I o B AT A A 0 R
AP sR - ARMEEEE Rk EEE0E
IR VS IR REA =B L R - IR +F
ZARE® (1996 722006 5F- ) » {E 1670 (i FEA A<
kR EE T HAERA LS ERIREBE R %
B Hrp =12 B I s M E Rk o A
ORI R REVEE R - = (IR
HEBEM - TR T9 ~ 60 K 795K > #BFE
T W 0 R R R B R RE A 2 o BESR
A B 5E G o (HEL LR F bk 9 A
gz ™ o R TE R b R e R TH R R
R > HR 2R —FEANIT?

JREEVEE bRk R S R R S R R
REANZIRF » @ E (LG A a] R I R
K o SR > 20025 15 8 B8 38 > & e — 1
80K BIEZREM » [ GHE —2 L7 E LIS
i > WEREE NEERITU R K
EZERR - 88— o B FIRRE—E
KZE ERRRERE o AR UIRR R - o5 P 25 1ifE
AR EL R o DRI - 7 88 A1 32 T AL AR IUR
I B R — G FUR ISR E R - 1))
RABNEEER O R IR F IR ke 10 -

JEGE 3G B T BB RE S 2 0 BR
TR R R R RS BRI
& o PR ER M R th AT RE R B B B IR
REN 2 o B K EE KA AMAE 9 A 854 i &4k
FINBEEAeREAE o HPaNUAMAEE
DRT JEL ) 8 e 05 3 ol I 8 1 B B BE A
2B 2010 F HB B REHR (145K D
Ve B SRR AR I R AF o [R5 O R
HAERERE > 2ZE LR IR~ 2 -
o 1 e 2 (B RN K - R B e T
O ERRYIR KM PR e A 22 R RR K R
(cryptococcus) /& J4 8 B E LR BERE T~ & o £
3t {18 H {5 2 0% E 7 (prednisolone) ~ L
FREL K7 "5 i (fludrocortisone) ~ J 1 B ZE 4775
B o St EISR A NE S - (HIS VIR ECE A T

s 14

et
JRES R EARMERE A 2 thn] B B %

T % A 43 Wb I 7% iE (autoimmune polyendocrine
syndrome, APS) Y| o {E 51 - I8 A e
R AT R () g 7 S8 K e SO0 P i R
4 A P 2 B Ry SR MBS (R IR S 8 5 1 S
SRIMAE A 77 W o B WY SR VR H08 2 305 TR Ay |
# 0 HIFRF R R Ea s RE A 2= & HI
THED R o B2 K2R B G L—
(7 43 R ZCPEZE I - 20 5% RE 58 FLER 1 BURE PR AR »
20 1% - BE B R IEE _EIRBEREA 2 K
A KRR & 280k - RItZE RS — A
HEOEIEZ NP WIRIRAE 1€ o 518 SR BRI BR
32 12 2010 4 1 Journal of Pediatric Endocrine and
Metabolism 55 2 25 — {51 58 5 BL 22 B APS type
20 WM AR R 1 — A AR I H 21- hydroxylase
autoantibody L7 o

£2009 4 JCEM ¥ i # 72 W .2 I 5% 1
LRRREA = BB < ZENRE T - B
FEBHEA R BEIEE EIRERET 2 - ZHiaiJE
W I BN I & (very long chain fatty acid) > LAHE
B X G (S TR B IR B 8 2K 2 E (X-link
adrenoleukodystrophy, X-ALD) Fi & % [\ A 5 #%
U o 20034 5 1 BEEE [ o 5 K R EE Al 5%
KWALT P4 E 8k B » —FAMa R LUR # 1%
T ISR R B R R - 22 E3FRH
R RSB AR AR 1S o A TR B 2 M HL I
ALD R 2 61 » [EA Aot — P iad -
A 72 A Al BE #E 2 PRk IE JiE (antiphospholipid
syndrome) * FH i 8 E A0 R o 122 22 H e )
A 43 38 2 955 58 - H1 % A5 1 H#E (antiphopholipid
antibody) ¢ anticardiolipid antibody & £% b2 £ ¢
FE - JERTHEBR RS < Al REME o

AREGIER IR FRIH R ERIE ~ &
B BRAAME - BEE RS ~ (K i i < il 2
JRBEVEE F IR 2 R B B R Z Rl
[Tl 1§ cortisol £ /)N * 1 pg/dL fx ACTH i & 45 K
21250 pg/mL » 2 52 R 55 1B IR RE 1~
o BEARH AR XOE Fr MR - B BRI
Wi fe U S (U R - A b R Ik
R 2Rk DAIFR— 2 22 B AL 8] From A ZE 4
IRZ T T RE2 B S RS B EIR A (autoimmune
adrenalitis) & 0F R #E 1B _EIRBEREAR 2 » AR

w
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ARUE 21-OH Ab » RIBLA B HELEZ 5 H
AR B -

A~ eEREE

BE G HRAT > FHLREE T 126 mmol/L
P 4.7 mmol/L > b 8 BRI cortisol £50.91
ng/dL » ACTH A 1250 pg/mL > [ [& 7 100.9
pg/mL » B RIEME KA 50 ng/mL/hour * TEREKR
i 7C 25 2 7 Y cortisone acetate Wi {lil H 1% » &
R STHED - HE GRITE A ik
= HIMmyE a1 720136 mmol/L » ST+
3.9 mmol/L > - _F 8B #T 2 {5 cortisol i
1.67 pg/dL » T [ & ACTH #2 £ HIJ {75 K 2 1250
pg/mL » P[5 ] 89.9 pg/mL » B 3 i1E T A X
Z£26.21 ng/mL/hour © #ff ] JE 35 {7 B 0 2
1/ 78 M B2 B 32 S mineralocorticoid % A A& I
OB EE - B R E BRI HAZE
IZ K% 459 » NI A 2 et Rl KAl e 25 Z e
1Y cortisone acetate B[} A] o 7F 52 I 75 47 8 1 2
EEARREEY AR5 5 EIRE R &k
Ve EMERR IR LG HIATR'E ~ #85% -
AIRSE o AT S B AT R BEG R IR RBE 0 TEE
IMBE ~ IMmAE ~ SEARE - i HEGER R I
{5 W 52 '8 2 HIBEES BRI o

G 2R S G I F e K bl e R R
cortisone acetate 25 % 5o % » FEE . L g Bl 1 A
cortisol i [ HUA (g L 2 1.67 pg/dL » [+
ACTH /3R KA 1250 pg/mL » ATRESRKIAIT :

F 8 B cortisol IR FE AR K« ZHF
Ji& (— ) BB IEA 7 i B (=) FRIMAY IR ) 2 5
S o

(— )t #2 MIER U7 3% ¢ A e ¥R F Beckman
CoulterZx ] Fff £ 7 HJUnicel DxI 800 Access
Immunoassay system I 7%E F 7 AR 0% LIGHK
Z cortisol 55 > EZBEAVE I RE MY cortisol HY
within-run ;) CV (coefficient of variability) /N>
4.1% > 1Ml between-run 1) CV E/]M 2 6.8% » #ETifE
JERS LS AT LI 2 R E A -

()IRMAYIERE] « BEFRF EARH—X
& K7 '8 32 cortisone acetate 252 7. * fAKF AL
Rz 4E H 8 BT behfim - Mt RAE R |

H

-y

%

HIRR

RiTsk

MR —XEEY) - IRIBERR R 5 _E I A cortisol R A
CARRRK - —fm S > BT LR~ 2
FEUE TE Al A f #E 71 & B9 hydrocortisone 15-25 %
Set% o IMH cortisol YR & P b7t > {E{E#S
] i B B (peak concentration) 72 FEEHA » 2 1%
B AE 5-7/ MR PRE T [ 22 /N 100 nmol/liter(K
HI553.6 ng/dL)M? o [RIPLERLE B TE18 1
H IR RE A A2 U I HE BRI % (maintenance
therapy) » H Wi F7 ' F | & 5 K% 2 Bl
I hydrocortisone 15-20% ¢ » ifi & § 7 (early
afternoon) 1 it hydrocortisone 5-10 % 5.2 &
B 5 2 W R H M A cortisol 8 19 42 B A 2
(circadian rhythm) HI#RIE - 3EHH—KIRH =X
hydrocortisone {6 77 X > 58 B 52 A R 25 4
3 — Kk F =K hydrocortisone )15 /7 22 %
" o (B S — (AR B 46 (1 FARtERE
RFEEERIERR o M cortisol R LR L
Bl FE 1 R R TR &7 38 P B R 1 il A4 20 o
R > — REMA R =RWEEEH > vH
BE R YRR EEE AR E - H8E
PR 8 B 2 ARG EL SR YT & - (H R A B
R IR R+ ARTIAE B L AR RE R 21/ VX
B HIH F B #8 25 [H] [ 15 (body surface area) [
K/NLIGHESEE R ZEY R & - ot o HEER
3 NS A cortisol Y AR L 41 ZE P 55 H 1R
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Primary Adrenal Insufficiency
-A Case Report and Review of Literature in Taiwan

Wei-Hsin Hsu', Ching-Yuang Huang?, Ching-Han Lin', I-Min Pan', and Chiang-Chin Tsai®
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Primary adrenal insufficiency is a rare disease. In the West, the overall prevalence rate is around 93-140 per
million, with autoimmune adrenalitis being the most common cause. In Taiwan, this disease may be less prevalent
than in the West. We report a case of 44-year-old female who complained of dark skin, malaise, poor intake, and
body weight loss. Her past history and family history were unremarkable. Physical examination revealed diffuse skin
hyperpigmentation, especially palmar creases, fingers and tongue. Chest X-ray was not remarkable. Laboratory
data disclosed Na126 mmol/L, Cortisol 0.91 pg/dL, plasma ACTH > 1250 pg/mL. Adrenal computed tomography
showed atrophy of right adrenal gland and negative findings in the left adrenal gland. Autoimmune adrenalitis was
impressed, but no definite diagnosis was concluded upon. Replacement therapy with cortisone acetate was initiated.
Two months later, laboratory data revealed Na 136 mmol/L, Cortisol 1.67 pg/dL, ACTH > 1250 pg/mL. Reviewing
the published papers from Taiwan in recent years, primary adrenal lymphoma was the most frequently reported in
terms of etiology, but it may not be the major cause for primary adrenal insufficiency. (J Intern Med Taiwan 2013; 24:
338-346)



