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Secondary Adrenal Insufficiency Associated with Megestrol Acetate
in a Patient with Lung Cancer

Ji Chan Park, M D, Suk Young Park, M D,
Department of Internal Medicine, The Catholic University of Korea College of Medicine, Seoul, Korea

Loss of appetite is an important factor in the quality of life for advanced cancer patients, Megestrol acetate is
used to stimulate appetite, but it can cause suppression of the pituitary adrenal axis due to the affinity of the
glucocorticoid receptor. Adrenal insufficiency is a life threatening disorder if left, untreated, but the initial clinical
symptoms of the patients are vague. Awareness of the glucocorticoid-like activity of megestrol acetate and its side
effects are important for the diagnosis of adrenal insufficiency. We present a case of secondary adrenal insufficiency
associated with megestrol acetate in a patient with lung cancer,
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Figure 1, Abdominal CT shows a 2.5 cm sized speculated
enhancing mass in right low lobe,
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Figure 2, PET/CT shows a hypermetabolic area in right
lung (SUV=82),
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Figure 3, In T1 (A) and T2
(B) weighted sagittal MRI of
brain, normal pituitary gland
is seen,

20l o] Fsto] Qo AZE oA $8A19} A F
& ] glucocorticoid response elementsE E3ke] HA7}
doju} 2H|Zo|= 2hgo] Yo ARt 218 z=9] 7)1
& WA gt

theFek F2kgo] HaEdal Als 71 4
o, 189, gr, 5% Fol glon, f FF
Yol o] ACTHS} cortisol HAZ QIgh FA175As
T e 4= qlok 124 7He] megestrol acetate A
o) 3ahg 1ol elspl 2 FFEE 3, T
A 129, T ofsh= 124, 1Al 169l FAl7
SABEO] USILK. 169 BATISAE 8 mE
AER ZH|Ro|E Fof okl SPE 4 F o|dfel] 54
o] 340] Ut} Megestrol acetateS FHHEHH T 7
o] FAREL SN, FAZISABER QIgh AP o
= By,

£ SeloMe @R oAl Fof F FAl7 A8
Hzkgo] ehAlElg o thH-E-2 megestrol acetate] %
7RE AME T FA s AR S Basteltt. Mann $UE
megestrol acetate 5-& - WS F217)52815 8o o
A megestrol kA= 60~ 1,600 mg/day®] 650l 437}
Ao] W92 Fol=rka B uakeirk. Ron 50 30'¢]
&2t 5 16780l FA7IsAEEol UL FAl7 s A
315 BAlE0) oAl Fefake 160 mgo] 14, 320 mge
290l o 7|7k 27) oA ds7ide] ML &
ke 7ol ittal Barskglrh. Naing 52 WA
Wadkal fHito 2 9l ollA megestrol acetate 160
mg/day Fof W= S0 §le SAE 5 WAL Al
ol o] sofgh &} 1078 AASt F<4 ACTH
A=7AARE Bke] 9rollA cortisolo] wE-G-o] Astd A&

ol
=
i)

b

f
oft

N

2 ob
Mz o oft FT

i}

49



JC Park et al: Megestrol acetate induced adrenal insufficiency

Hslgit}, o]&9] kAl 7|3ke] WM9lE 3~ 4870Y
O]OJX]U} T4 ACTH A o] ol megestrolo] 2]+ -
A7l sAssol AL Az 4= Qo B R oA Fof
TRke: ofel AR Isiol Sl
319 Chidakel £°& megestrol 800 mgS B8 &
U 3x} 287 h2T A A} 2172 o} cortisol
FAE vlashs ATE Bk3AL 5 ug/dL PlTke A7)
5 ABt= F3F3tt. Megestrol B-8<r2] 43% (127)9}
iz 10% (29)ellA FA71sA 87 F Blar, 74171
AL FAFE] oFAl B8 7IRE Sk 324031 oH
PR B71KE 27 ol SR @Kkl WA A
71e A e Bkt Raedler 57 108e] 773t
A AAE o 2 megestrol 160 mg, hydrocortisone 15
mg, $1oFS sl 24 29 E-8sllar A 58 234kE
%ol ACTHS} cortisolS EHQI3}F) 0™ megestrol -2k
et ZTAA| B} F-2J8HA| A8k cortisol A& Bl
319931 megestrol acetateol] 2J3)] hypothalamic pituitary
adrenal axisE 37 oJuldll FA0 2 A = 9lor
FA7s Aol oalEe Sl Ik AR 7]
Zroll BAIRIO] megestrol E-& oJRE Hl=A] E3}s)of
stk sk
o] 4ol megestrol acetate®] FA17|5A5) H2H-g-2
G7he] A7RE el T e S} F2 musg
7 megestrol SHA1E Ald B8 w2 588 T4
o] & 7] whizell Bt ofA| Fof 7R} 27
A WANGE Aol F53 4 Slth. EF R T
of 3 S HarEel] thalA= megestrol Fof § 24T
olA 11A)7F o]Wfjl| corticosteroid feedbackg F3) hy-
pothalamic pituitary adrenal axis7} &J#|=H o] oqzﬂ
7} A& 7S Al e S
O] O 7—]0]]’4—3}..— )\41311: O];(]U}- }_é_g_ __'?:_ Hl}‘go]»* 7]2_ ]
aiME 7 Q77 Bask Aoy, wgt 2 2ol
E89] 9J3} hypothalamic pituitary adrenal axis A
ZRRMmict s ztol7t Qlo] Z7]e A 4= Q17| uhE
o] megestrol acetate’™ o]o] B F Y Ao},
P ogs MVsARTe 27 SR 7Y
Asl7k vehd = 9lom, o] gole A8 X, B
o, 7E&, AL #H], Adst, AUEFES
W, Sk &7 Zf‘ ATt l‘?ﬂ THES &
FAelA &3] Hole= 4=
I ok & < Qlok & FEHldME A8 #8,
718 A, AUEFISo] ANeH A=54<1 AALE 7

_{

nr1r1

50

c}.

B2 F<4 ACTH A=72A12 Adst 5=
o, 250 pg® ¥ ACTH Fof A} 308, 60829
2 cottisol FEE %7@0}0:] 60E T=7} 18 png/dLe
5} ek &, 714 dF
*ﬂbﬂﬂz 71A g
ACTH &7} wro 2314 é MW lsAsleS Al

BA7)15 A8 megestrol acetate ARE S0l 73S
uj —ri HPAslLY oF o] Felle MHAYsly % 3hH o]E|
dlel AXE AEE thest Be. slmdle] olEshA]
% Al B8 FHO R gk okAle] HalvjdsaE
8] T2 B0, Al £ S B
o] KAl 9]7](adrenal crisis) 2 Z18), megestrol acetate®]
A 2R 84 S 3 Wiy FAlgEs
2ZE 282 W), megestrol acetate®] hypothalamic pi-
tuitary adrenal (HPA) axis®] A o] Uch

2|2 megestrol acetateE FHEFAL AREHQ] FAl7)
SAE5] 289} 7oA hydrocortisone 30 mgS E-&
st B g Sl 54 ACTH ASHARE Ax8ske] hy-
drocortisone A& 5-8& ofH5 A}

Megestrol acetate?} B ¥ W33l HA7)5#8 = oF

Ao Al = olegd APYES SVHA1Z Aot Megest-
rol acetate®] F219] A5 2= &tz o] 223} HPA :'1—01]
thek 2Hg-oll thate] QIAE shaL o alsfoF 5] &
7 AR Xdstal A8E & 4 Qlrk. H7h meges-
trol acetates H-§3HAY SHE AP} FEot 2EY
25, 7190 Aol o] ER B AG ) P AE
Ayztste] 2E|Rolme] R azfsjof & Flolt},

ok
of

kO

45 ek 29 el 2] B2 AT
=83 g2logA oo gt HE FA|ZE megestrol
acetatex= AAFAQ TAS G5 4 9t} o] ekAlE= B

271 sAske] Fakgo] WA 4= qlomn, ASkAto| AN
o) A FsAslo} Bael e /)4 At o Aue
olglk H2kg Fo 7 7htE 4=t} Megestrol acetateS
B} Foet BAIN FA7) 5 A} Pl 3
A9k ATtol sie Wl 3 Ase A0l AHE
= 7 7] wiZell ool thste] g3 JIAE L AHsk
Ak A5t Hase ol ok Ak, AHEE o



Tuberculosis and Respiratory Diseases Vol, 67, No. 1, Jul, 2009

& BEAfoll A megestrol acetate B5-8 & WS o]z} K-

WEsARNE 1912 FBstel B9 nEt Pl Bshe
ol

il

rek

[

. Mateen F, Jatoi A. Megestrol acetate for the palliation
of anorexia in advanced, incurable cancer patients, Clin
Nutr 2000;25:711-5.

. Mann M, Koller E, Murgo A, Malozowski S, Bacsanyi
J, Leinung M, Glucocorticoidlike activity of megestrol:
a summary of food and drug administration experience
and a review of the literature. Arch Intern Med 1997;
157:1651-6,

. Kontula K, Paavonen T, Luukkainen T, Andersson LC,
Binding of progestins to the glucocorticoid receptor:
correlation to their glucocorticoid-like effects on in vi-
tro functions of human mononuclear leukocytes, Bio-
chem Pharmacol 1983;32:1511-8,

. Pascual Lopez A, Roqué i Figuls M, Urr(itia Cuchi G,
Berenstein EG, Almenar Pasies B, Balcells Alegre M, et

10.

al, Systematic review of megestrol acetate in the treat-
ment of anorexia-cachexia syndrome. J Pain Symptom
Manage 2004;27:360-9,

Loprinzi CL, Fonseca R, Jensen MD. Megestrol acetate-
induced adrenal suppression, J Clin Oncol 1996;14:689.
Ron IG, Soyfer V, Goldray D, Inbar MJ, Weisman Y.
A low-dose adrenocorticotropin test reveals impaired
adrenal function in cancer patients receiving megestrol
acetate therapy, Eur J Cancer 2002;38:1490-4.

Naing KK, Dewar JA, Leese GP. Megestrol acetate ther-
apy and secondary adrenal suppression. Cancer 1999;
86:1044-9.

Chidakel AR, Zweig SB, Schlosser JR, Homel P, Schap-
pert JW, Fleckman AM. High prevalence of adrenal
suppression during acute illness in hospitalized patients
receiving megestrol acetate, ] Endocrinol Invest 2006;
29:136-40,

Raedler TJ, Jahn H, Goedeken B, Gescher DM, Kellner
M, Wiedemann K, Acute effects of megestrol on the
hypothalamic-pituitary-adrenal axis. Cancer Chemother
Pharmacol 2003;52:482-6

Salvatori R, Adrenal insufficiency. JAMA 2005;294:2481-8,

51



