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Addison Disease Due to Adrenal Tuberculosis Presenting as an Abscess in a
Nearby Psoas Muscle with a Duodenal Fistula

Hyeong Seok Jeong', Yune Young Shin', Ji Hyun Kim’, Jung Min Lee’, and Sang Ah Chang’

IDepartment of Internal Medicine, Seoul St. Mary’s Hospital and “Division of Endocrinology and Metabolism,
Department of Internal Medicine, St. Paul’s Hospital, The Catholic University of Korea College of Medicine, Seoul, Korea

An 80-year-old male with nausea and poor oral intake was referred for evaluation of hyponatremia. Primary adrenal in-
sufficiency was diagnosed by a rapid adrenocorticotropic hormone (ACTH) stimulation test. The cause of the adrenal insufficiency
was revealed to be adrenal tuberculosis presenting as a bilateral adrenal mass on computed tomography imaging. During the first
few months of treatment, the size of the tuberculous mass increased and spread to an adjacent area, and further adrenal hormone re-
placement was needed. In addition, there was a newly developed tuberculous abscess in a nearby psoas muscle with a duodenal
fistula. Thus, we report a case of a long-term clinical course of Addison’s disease with changes in hormone replacement as a result
of active adrenal tuberculosis, together with a review of the literature. (Korean J Med 2016;90:351-356)
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QR4 HA17| 525 A (primary adrenal insufficiency; Addison oAl LAPd KA s L] 20-50%S AFASHH1,2].
disease)> A AlAH o2 = Agto g ArHHS 7|5 7] FAZ SR o] WAgeh Shhs 1, L, A, A4l
QFE A7 s AAehs 2oz g QUe1]. HIV oFZ TadhH HAM ol AUEFES, LEEES,
2ol oJa Hofo] #JshE ERtollAl tehg 4= Sl AHA A 55 Helr Ao o by RS A
szHfo] 2] 2(cytomegalovirus) = A gtol oJFt Filu] 7] &) fleiMe T2E HARE Fol FAlude] 715 A st
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£ 2L, e Ee vAEEYS Fote] At He & HEF 114 mEgL, 2 44 mEgL B35 AFF2Y 253 mOsmkg
of thet v = 221514 ERlo] Hasieh v Azt 2 AR AUEFESS Btk A 2 1dAde) 7]
dol gl A7t A= FATE ZEE HARA FAlVTE & Aol 1Hd 9 HIV s 24dolqith
RAL Wolw A AfolA] HAAM| Fhkat 24 S B LHEH] ZIAF AZ8 QA4 A7 SRAL Fe 2aln A
ofH AP glol= FAlddS ek o= Iu3] A= HARIA BHRIE ITHTable 1). @5 FATAA=E2
HAAMO] A g BXH Ao Folo] &4l TFQH I(adrenocorticotropic hormone, ACTH)Z} 2 E]<x(cortisol)2]
= & o711 FSF FAlsk=S darstar Qleh4]. Heol #A 7|AA= 242t 873 pgmL (B Wl 6-56.7 pg/ml), 3.95
o ZEE #Hlse Bkl 7IsAsH T gl e Al pg/dl (87 W91 7-25 ng/dL, 27 84] 715)E KAk 250
Hd 3EES HEE) Folof gtk 90% o] g2 FAlu|do] ug 43 ACTH (Synacthen®, Ciba, UK) S} 5 304, 603]
T B Sl et Aoz deA g, A= ST EF Z2EE A 42 6.14 pg/dL, 622 pg/dLe =
Fofl FAluE o) 2 Fa)7]so] SR Aol tsiA= g =] o] ACTH Ap=of| REg-5HA] b3ttt E42'd2/d = (renin
HAR7IA = HESHA] Yt activity)+= 6.12 ng/mL/hr (8A4F H 9 0.15-2.33 ng/mL/hr), B35
AG7HA e Sl Fele FAEH ot A =8| E(aldosterone)> oF 1.0 pg/mL (44 | 7.5-300
AR 7] AT A gl disf 7]sst pgmL)2 FEAHES fFashal YIS =7 SV
AL ok ARRES FAlE o] ot ot X &mshe lom, d=AEE JA| ACTH Aol BHE-aHA] b3ttt
ol el A77F AAF R AR FH 8TO0R Faolsty AA: FARRS Esh] Sl A3t FA
ARlsto] AojAo R F32 FAshe S0l B3<= 5t ArtehtsEdaca o FA1Y dAsHA] o2 oA
of gxpe] A& I Bl AiE £ Ey A Balshs vz BEE o, thiA 9] efat Aol =Y
o, 3 o] 119 Aol TaHEglTFig 1) ol RAATS
AAFSHE Alolui3], Bate] H23) 7|geint G 2
5 A9 SEE NS HigoR BAZse] g QXY FAl
7152 ae Aassict
s b S04 Al R|Z L Ak 9] S Age] ok XA M ndbercudosis
F A oF UNY ARE ASE SR, 1o, AAME 7} BAEo| AN EE RS AT Yk 24
SR 80419 A B} oF R ANE A48 Al RAo] SH1E 7 hydrocortisone 100 mg 8417k 7FA O
3, 9 2 Aok AR B 9o WEshlth AFal3lom fludrocortisones 200 pg H-8-2 AlA8IRITE S22
35 Ao HP o2 EoA ddsto] A A 25 ek HZ WS AT U 5 2] SA4fo] 2l &
™, A Aee] ikt @ Aol 23t (mycobacterium tuber- T UEF 9 ARl sk Slnk SAI7F =g w2t
culosis)o] TEE|A] oktot, Zeef wljek HAA 2l TEE HIEEe dgstdon, B Aol prednisolone
o] 349 FF4A4| 8 H(isoniazid 300 mg, rifampicin 450 mg, 7.5 mg, fludrocortisones 100 pge =832 3}¢ich
ethambutol 800 mg, pyrazinamide 1,000 mg)2 A3} F-o]| it} 27 ANER BA AASIdEE Y2 thA] A5kt
TR SolAg ¢he
JIEE: Eo|Alg) ¢S Table 1. Responses of cortisol and aldosterone levels to syn-
AHE|EE: BolE, oz glo thetic ACTH stimulation
_ At diagnosis 9 months after treatment

Ol3t™ AZd: & Ao FHQ 130/60 mmHg, WulS> 753
K = = g i 752 Cortisol, Aldosterone, Cortisol, Aldosterone,

/5, 55 188)/% AL 368°CLE 24 WRstgo L pgml | sl pgul

8AQ1 A Bolek Y} Sligoll M 2o] HE|GL 0 min 3.95 1.0 12.6 36.0

CF F5 BB kol A Z1er ARl S wEkEA] o 30 min 6.14 1.1 11.5 382

k. 60 min 6.22 1.3 9.3 40.1
QUHIZAA! AZ: L A3z ZAF Helof 91glom, & ACTH, adrenocorticotropic hormone.
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(Fig. 2). 47]99] Aol Bali HAle] Asze] 27)=
kst el ﬂm Aoz o] Y FHL

AR HUA B Sashs SARE gl BF o
EFo| 127 mgdLz2 FAasH): ol= F4lud7]s9f st
= puse] B8 39l smE

drocortisone 200 pg o 2 Z}z} FEFslo] B85t FAl=
s A7 671 B Aol A Aol A
SFo7fldel A =7t FEE Aol lnt ey a7 EA) 2
o 2Al HALsEk R ol A AulEe] 27)7h Z71ek 6
e AllM dafide] Ewtgo] WEEI] ol F2
a4 88 fA5k|2 Selch SRR 2 14 T A4y

2 XS prednisolone 10 mg, flu-

B9l v 40 8% UERS A4 Wslel sk
3 O BAE T AT RS 8RS
sasiglon], @A 8% U=Ea ARk 247F 121 mydL,
256 mOsmkgi 7o} GIglek. ol RAlu A7 se] 4

ol ofslof lg Ao Wk, B2 A R st
AAE AYAYEEA T B4 ACTH A=

e o8] Aol uhgata grokon] BF Ui
A AJ=tof WkE-5ER] 9kQktH(Table 1)

AAITE Fal dArskdSE e AdFe] A7) 7
A3FH0 @22 Qo) koko] A2 TEE QI thFig 3).
okl 37] 12 em (&) x 7 cm (Zo)) gtk HoFe] SinE
o

AT, ol Aot ol Azt o)

2

rh

59 WA RIS T A8 el Aol
o ujZEs Zo] 2
3 Aol g ate] 4

WAl 9irkFig 30). ol A9 o
A 59l o] PAHE Ao A7

Figure 1. Adrenal CT scan (at diagnosis).
(A) Bilateral hypertrophy of the adrenal
glands with a multilocular appearance,
septa, and solid portion (arrows). (B) The
sizes of the adrenal glands were 3.8 x 2.3
cm (right) and 2.3 x 1.7 cm (left) (arrows).
CT, computed tomography.

Figure 2. Adrenal CT scan (after 4 months
of treatment). (A) The bilateral adrenal
glands were further enlarged in size
(arrows). (B) The sizes of the adrenal
glands were 6.1 x 3.1 cm (right) and 3.3
x 2.8 cm (left) (arrows). CT, computed
tomography.
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Aok ks = HHE =Y, $50 A TA5H % Adiate] Mol iAoz vivsirial A& Qo F
ot Ay | = sht: AUEREESS g5k ] sl Ao A AR 9] 75 A5t EAY sk Qe thad]
prednisolone 12.5 mg, fludrocortisone 300 pg o= Z}2} ZeFs} Al 71R] 71Ao2 AYEtl]. A HA= Aol FALS
of H-8517] ARSI Y 5 2kxpe] S48 S3lo] Al A whsh= AolaL, F WA= v 959 AdElelA S7kst
Helon, 5 UEF 9A| A HY=Z 3EH AL gelst = tumor necrosis factor-a5 3§t proinflammatory cytokines
3 2=2x 4 FEHAE FAsH ELsith o] FAlu oA FA=ElE HAS AAIsh= Aol Al HiA
AR 1A B4 RASIESEIE S AAWEIT, A L Aol 2ol AMEIS ripampicind] cytochrome PASO F4-E
Aoge] 27] W aTe] of A)E LMo R ARG sl Llolle] TREGE] thARE Z7HA7IE Rtk 9
SelstAth(Fig. 4). AAY prednisolone 7.5 mg, fludrocotisone Zugte A s EA7EA] oF 2001 HOl Zd7F B = ATH?2).
100 pgo. 2 T2 B o, HLteihSE oA Kol o) Akt yelE Harp ool =t HAla R, o)
= e 2715 sk A FH= sk ik 5 pa 2 T2 TR ARt 2Rpe] HAR B ol A
FAldao] elEl= FeElEolqinh HAdo] A3yt 9=

i H AR FAAH ZA7F d2p a9l A9 HaE ]l A

& Mg Z ripampicin©]] &J7F 41 91717} AR A9} QL

FALe W oFo) Folls | wiol] WEnlA 7] o, Zek GAFE oA 24 Jreo] BAl 9713

Figure 3. Adrenal CT scan (after 9 months of treatment). (A) The bilateral adrenal lesions had decreased in size (arrows). (B) The sizes
of the adrenal glands were 4.1 x 2.1 cm (right) and 2.9 x 1.6 cm (left). A tuberculous abscess was seen in the right psoas muscle (arrows).
(C) Interventional fluoroscopy during the needle aspiration. Contrast leaked into the duodenum (arrow). CT, computed tomography.

Figure 4. Adrenal CT scan (after 1 year
of treatment). (A) The bilateral adrenal
lesions had decreased further in size
(arrows). (B) The sizes of the adrenal
glands were 2.9 x 1.9 cm (right) and 2.5
x 1.4 cm (left); the tuberculous abscess
in the right psoas muscle had also de-
creased (arrows). CT, computed tomo-

graphy.
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