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A Case of Cushing’'s Syndrome Associated with Ectopic Corticotropin Production in
Patient with Small-Cell Lung Cancer
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Small cell lung cancer(SCLC) is frequently associated with paraneoplastic syndromes, which
occur in approximately 20% of patients at presentation. Clinical Cushing’s syndrome secondary to

ectopic ACTH production is uncommon, occurring in approximately 5% of all SCLC patients.
However, biochemical evidence of hypercortisolism can be detected in up to 50% of patients.
Patients with Cushing’s syndrome from ectopic ACTH production show hypertension, weakness,
hyperglycemia, and hypokalemic metabolic alkalosis, but differ from patients with classic
Cushing’s disease in that symptoms develop more rapidly. Ectopic ACTH production is associated
with a poor response to chemotherapy, short survival, and a high risk of treatment-related

complications.

We report a case of Cushing’s syndrome associated with ectopic corticotropin production in

59-year-old male patient with extensive stage of SCLC.

Key Words: Cushing’s syndrome, Ectopic corticotropin production, Small cell lung cancer(SCLC),

Paraneoplastic syndrome

M =

AAE AL A4 =Hige] 20%~25%F AAh=
o) BlANE Sigkell vl 24} £57} wEen, =)o)

e 53 947018 Aeln, B E A AgE
© gestete ol 22 ik EE Bt it oheh
SAE Hd2 7t de=]o] e paraneoplastic
syndromeo] H]323 £3] J=lo} Zgk FA] oF 20%
oA wizdckn deA e, b R R 5%

— 934 —



= F%l &) o)A T2 Fo] FulElo) A 4
& 2% H]Z3 8 Zlo] oj44 ADH ol 23k
SIADH(syndrome of inappropriate ADH secretion)$}
ol4&A)  corticotropin(adrenocorticotropic  hormone:
ACTH)®} Bujol] 2}8k Cushing 237214, SIADH:=
uld E3) B, ok ACTHRw o2
Cushing 538 vy =FolA A LML =it
3iRle) oF 5% RN wAldtha g ot Y.

&A|E sliQhellA] b Cushing 3972 Cushing
Wake A gl Xelg Holedl, S wy
SE7L FAs] dAste R QA o2 HeHQ Cush-
ing F¥-¢] o]2HH 474l & Zok HUB(moon face),
E4:9] E(buffalo hump), 25 4 Z(striae) I FAA
u]ehg(truncal obesity) 9] 47do| LR A|7ko] gl
of, FZ AAMNF W AFh4, w¥sh 18, AL
295 9 o RIS A R SO el O
Bl ™. #at opjel, oleldt £3-2 Hol: AE
2 gi3ketaniol digk nhsol £ %31, 218l w
€ PSR ol Uehiy, ¥ o 44X =gt
of] ulgl vl Fok PEFo] I~4nuloll HA) £
oha geiA gl

AR 7133 e W AAlsekzto] glof A9l ¢
HollA 5 X-4 Fdog #gto] 2islo] Eol)
AAH 3ol Z1A) WA o fZA g E4
ZAAAR ZAE A%E Ak A, aEsl
AZEe%E 9 oA kil Qlo] Alagst ¥4 gl
Xt cortisol A, 2813 @Y ACTH AR £AE )
Yol FHkA o]44 ACTH A34&bol| oIt Cushing 3
T g3t £ S Kol ZHlE AYE) B
#5127} 37 sk vlolrk

e

obt

all

B Xk £ o A, da) 594

F A H9E Bk IA 9 3EEs AAe
7l AERA

e 2] Shahe 1993y 5YxRe] $E 9 ¢
Al BiEE TETE) 9ol 19934 129 Fol)
N HAE sl digels Aduigiont $4

o] 34e] giglar, IEe 9 AAlsiekzto] Adizle
™ 19941 2¥2Nele ggo) WA 3F =t
o] 213)E]o} 19943 24 199 0 0 939 YUsld &
5wl 21 5] #29¥ sijle] o4ls]o] 19941 3
439 B9z AUy,

A n¥gl 3k, =AY 5o V19 AU

7EH: SolAg 9%

Ol&ty 42: i 2] "k 160/110mmHg,
U 953, AETT 243)/E, A2 368 Tk
oAl gl F 5ol ol A giglert <k
tz 9 mAEZe] Hxl(elangiectasia)o] FHAE|YIct
92 7HollA 17)9] Tl nAE 1.5X1 emBE
o] YZAo| X |H|, FH A AR E2lA
okgtort Hlo] 92 sdBglolld FUIA AEL 3%
ol E3om B3R F34 M d vk EAER|
orgkar v ARl S E EA5)R] st 4% slA|
ANAE BlAQ 2742 Holxl ¢hgkow, Cushing
S5 AFAQ oghd 47 Kol gtk

BAR A2 Y A d A g4k 127
g/dl, B 193,000/mr, WE- 8,200/me 013, 15
3277} 86%, AEFIL 1% 2 3579 Z7h 9 H=
7o 7 £7AE B3vk g4 AL Na 156mEq/
L, K 2.7mEg/L, C1 93mEqLE Zgx7} slslel 9l
9)3L spot urine?] A AHL Na 69mEq/L, K
45.6mEq/L, Cl 90mEq/Lich &3 A3l 74
BUN 24.3mg/dl, creatinine 0.8mg/dl, FEhl7A 6.8
g/dl(eHm 3.9g/dl, S2%el 2.9g/dl), AST 103U/L,
ALT 67U/L, alkaline phosphatase 198U/L, LDH 414
ULew, F5A] "do] 151img/dlZ Fo}b ARl
FEA G A% 2407 Fgo] 742 114/345mg/dl
2 y¥ge] 42748 ¥ick oyt F44 pH 7.57,
PCO, 44mmHg, PO, 73mmHg, A4 3} 96%,
bicarbonate 40mEq/LZ 43t Ui delsg 29
ok el S AAE B obd 8ol AR S
A cortisol EE= 47.8ug/dI(B4X]; 5.0~25.0), A4
1040l AR YA cortisol FEA 43.8ug/dI(AA];
3.0~15.002 % Awlol 93, YEwsKdiumal
variation)7} £A15)¢lom, 24X7 & cortisol TEE
1617.64g/day(75~270) 2 WAls] 455l0] )it of

— 935 —



Table 1. Laboratory Findings

Z @ 34A
8AM serum cortisol 47.8ug/dl 5~25ug/dl
10AM serum cortisol  43.8ug/d! 3~15ug/dl
24 hour urinary 1617.6ug/d 75~270ug/d

free cortisol
plasma ACTH 11.5/29.4pg/ml  9~52pg/ml
LDH 414 U/L 107~183U/L

AN

Fig. 1. Chest radiograph(upper panel) and chest CT
scan{lower panel) showing about 4cm sized
mass with a segmental collapse of lower lobe
of right lung.
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Fig. 2. Abdomen CT scan showing about 3cm sized
hypodense lesion in right lobe of liver.



scopic biopsy shows
small, round, oval or spindle-shaped, deeply
basophilic cells(H&E stain; X400).

Fig. 4. 99m-Tc MDP bone scintigram showing mul-
tiple hot lesions in the skull, T-spines and ribs.

ro] WARIFig. 5), AN Enterobacter
7} FAEY e, fungusE FAEER el b AlF
FAANAE 1x10°/mle] Enterococcus faecalis7}

Fig. 5. Chest radiograph showing haziness and
pneumonic infiltration on entire right lung
field and lower lobe of left lung.
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Tl ot TEAT ti T~14Y ouiel]
Yof1}7] wiiitol] o] ACTH Falel] ]38t hypercor-
tism & HAs| 2Hstx] Fab P_bA] X Hell Whe-&
gelsitiele XA A4 T es A
e} b 4 o A Al wE
Z¥o} A3 Fol whihsl= o' 9wl Qo v
2h4] Cushing F¥7o] 5HHE LAE =gdolle g9t
318} g Wi 9ol % adrenocorticosteroid AJARS o Als}r]
g X 87} P ool oleidt BH o ALEE o4
7} ketoconazole, aminoglutethimide, metyrapone,
mitotane £¢11) ketoconazole-2- imidazole-§- %4 F.4
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