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Continuous Positive Airway Pressure Therapy in a Obstructive Sleep
Apnea Syndrome associated with Active Acromegaly

Hwa Sik Moon, M.D., Young Mee Choi, M.D., Seog Ju Ahn, M.D., Chi Hong Kim, M.D.,
Soon Seog Kwon, M.D., Young Kyoon Kim, M.D., Kwan Hyoung Kim, M.D.,
Jeong Sup Song, M.D. and Sung Hak Park, M.D.

Department of Internal Medicine, Catholic University Medical College, Seoul, Korea

Sleep apnea occurs in approximately 50% of patients with acromegaly, and sleep apnea is
associated with increased cardiovascular diseases and mortality. In view of these findings, sieep
apnea may be a factor in the increased incidence of cardiovascular deaths in acromegaly patients.

We experienced a case of active acromegaly patient, 54-yr-old man, associated with obstructive
sleep apnea syndrome, congestive heart failure with dilated cardiomyopathy and serious cardiac
arrhythmias. He was treated for obstructive sleep apnea syndrome, diagnosed by overnight
polysomnography, with nasal continuous positive airway pressure(CPAP) for 4 months, which
successfully controlled his loud snoring, sleep apnea, nocturnal hypoxemia and apnea-related
symptoms. And also he was treated for underlying;acromegaly and cardiac complications with
bromocriptine and cardiogenic drugs for 4 months, but still had elevated growth hormone(GH) and
insulin like growth factor-1(IGF-1) levels and serious cardiac arrhythmias.

We describe our experience about the effect of CPAP treatment in an active acromegaly patient
associated with obstructive sleep apnea syndrome and cardiac complications with review of

literature,
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(growth hormone, o|3} GHZ <}3}:: measured by im-
munoradiometric assay, Ewon reference lab., Seoul,
Korea)} olg@l okAJAlelAl-1(insulin like growth
factor-1, o}&} IGF-12 2}3k measured by immunor-
adiometric assay, Ewon reference lab., Seoul, Korea)
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GHEHl9] A a}Hparadoxical  stimulation) 84S
Belm, SRR LA 298 GHRE o8 =
7Hsurge of GH secretion during sleep)S Hoich
(Table 1). RHE FHX-4 HAlA An(ig} tido]

Table 1. Hormonal Study Data

Study Profile Time Level(ng/ml)

Oral Glucose Basal GH 66.0
Suppression test After 30min GH 47.2
After 60min  GH 62.6

TRH stimulation test  Basal GH 26.3
After 30min  GH 336.8
After 60min  GH 1629

GH, lhour after sleep - GH 74.1

IGF-1(Somatomedin-C) - 576.2

normal range: GH(below S5ng/ml), IGF-1(247.0~261.6
ng/ml)
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(left bundle branch block)e] A WhAE-E- ¥l ol
& 2.2 A4EckTable 3). AxZ97iA)q 2E
At AAe] ghgEle] 9lglen B3] kel HA

A

B

Fig. 1. (A) Plain chest x-ray before treatment shows marked cardiomegaly, sligtly cephalized pul-
monary vasculature, haziness in the both hilar area and patchy infiltration with blurring
of the bronchovascular markings in the both lower lung fields.

(B) Plain chest x-ray after treatment for 4 months shows decresed cardiac size and
pulmonary interstitial shadows compare to chest x-ray before treatment.
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Fig. 2. Cephalometric roentgenogram shows elon-
gation of the mandible, inferiorly positioned
hyoid bone, enlarged soft palate and normal
posterior airway space.

Blgie). oldsh 28 AxgTEAoR B A2
WZ(dilated cardiomyopathy)ol] &gt €A AHA
(congestive heart failure)o] $1-2-8 9 = Iic) 3=}
YU FRaM} AEFFOE thh ITL)
Mg B9l AUl 2122 FsHETo] Fleet
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. 3219 H]”h‘ﬂbody mass index, Kg/m’):= 28.02
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Fig. 3. Foot lateral x-ray shows marked thickening of
soft tissues, and the thickness of heel pad is
measured as 35mm.

Fig. 4. Magnetic resonance imaging(MRI) of sella shows slight enlargement of pituitary gland,
normal size and shape of sella turcica and surronding structures.
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Table 2. Polysomnographic Data before and
after CPAP Treatment

Variable Pretreatment Posttreatment
Degree of snoring moderate -
Al, eventsfhour 393 1.7
RDI, events/hour 43.7 3.4
Prominent apnea type obstructive mixed
Sa0, nadir, % 82 92
Total sleep time, min 151 354
Stage 1, (%TST) 73.8 30.6
Stage 2, (%TST) 1.0 35.6
Stage 3, (%TST) - -
Stage 4, (%TST) - -
Stage REM, (%TST) - 24.0
Movement time, (%TST) 25.2 9.7
Total apnea time, (%TST) 193 i1
Sleep efficiency, % 719 94.8

TST: total sleep time

(apnea index, eventsfhour, oJ3} AIZ U3h+ 3932
2 sl B3 8(obstructive apnea)o] $-YshA| viek
o EEAolAG(respiratory  disturbance index,
eventsfhour, o]5} RDIZ 9RhE 43.70] $ui%
ZALAESLE(Sa0; nadir, %)+ 82% S ckTable 2).
X3 ¥ Hab g AT Zel g 84 AR
Azt R2AAg X gsly] Hslo] AT vl
kA 9 EIAl sk A5 (angiotensin converting
enzyme inhibitor), o]kl 3l Z|1#AAANE Fost
An S 3AE Bk 7Rl Fo
F R x)fuigl ot sl o TRl 2
3 g AAeSe AN AREHE v 4%
A 4 Qlong Az X8l 94l 9% A
AsZol] tigk 21871 A3 A2 AZEIT ol &
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& okelzgx| el gledx]uiprescription of pressure
level for CPAP therapy)»& $isted 9wl Yel] o]
AN AR FES (pressure titration) & AAI8 2
7} 7TemH09] gfEollA] £ HHE Byl Rl
nhazo) 2g5) shell 2 £algln FF-go) A
8] glolzles Al 17, RDI= 3.4, 5791F 2x144

= 2% kA 72 ARY 3HE 2
g wutohel ebAlsleep stages)?t sFHEAE
(sleep efficiency) & SA4s] 7|4 =QickTable 2). 32}
1Y 257105 24 64701 Y ASH &4
SFE-F*] B(CPAP: Healthdyne Technolog.ies, Atlanta,
Ga, USA)E Al&310] Fradadolld] of2irial F4o] &
A% AelE 168 Yol bromocriptine 2] Fol& A}t
3 El{dsigict

Al Bl 3olE HAXEE Hsle] 7IBAIRAA)
£ Solelgiam g¥4 AYAXEE Hslo] ARl
A Akas AAERTY o|uAlE Folsiglen wid
67t} A&3 RPEFXES Ak MY
F AN g XA AP, EWE vt
2734 9 FHARR AN EAE AdE Ele
] Yol F E3gle] AL ik Table 3, Fig.
1). B3 Aol %t 284 ARHe U &
AER o1} 24X 7 BEFAAE FAHAA N F31F
T 55 BN S50 ARA FAule] AgE R
Yo T2 FHZANAE GHS} IGF-10] BF ¥
& Aellol] glei(Table 3).
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Table 3. Clinical Data before and after Treatment for 4 Months

Variables Pretreatment Posttreatment

Apnea-related Symptoms + -
Loud Snoring + -
Excessive Daytime Somnolence + -
Observed apnea during Sleep + -
Nocturnal Choking + =+
Morning Fatigue

Pulmonary Function Test & Arterial Gas Analysis
FEV1, liters(%pred) 1.67(51) 2.82(87)
FVC. liters(%pred) 2.92(66) 3.95(90)
FEVI/FVC, % 57 71
PEFR, L/sec(%pred) 3.64(44) 6.70(82)
TLC, liters(%pred) 5.07(83) 5.9197)
VC, liters(%pred) 2.92(66) 3.97(90)
RV, liters(%pred) 2.82(140) 2.18(107)
RV/TLC, %(%pred) 56(165) 37(109)
FRC, liters(%pred) 3.34(105) 2.90(91)
DLco, ml/min/mmHg(%pred) 21.5(85) 20.9(84)
Raw, cmH,O/L/sec(%pred) 2.97(203) 1.87(128)
pH 7.402 7.46
PaCO,, mmHg 352 38.8
Pa0,, mmHg 52.7 86.5
Sa0,, % 87.6 96.6

24 Hours Ambulatory ECG
Multiform VE*, total 370 601
Multiform VE*, 2~4 consecutive 43 63
Frequent sustained LBBB + +

Hormonal Study Data**
GH(ng/ml) 23.46 17.17
IGF-1(ng/ml) 576.24 1107.07

* Ventricular ectopic beats
** Assay by random blood sampling

(total sleep period)oll Zx] AHA3t FHIAZAE =)
4 5 FEFEFTO) A Ak
AEAUZNA G FEFo] sl HIEE B
Aol wle} 2 Hol7t glort oF 50% B =R YeiA
AP AkAENA GHS) IGF-19] 7ks F24)
7} AzAe] st e Bitohel o)E HhAjellA]
R Zuky]= )42 (macroglossia) 0.8 ¢lsle] A
7127} FobA7] wiliel] sy 1 FEEE Lo
= 73t BARt olF el T4 T FEF

(central sleep apnea)e] FHIE|E= A% HA &
P g P FEES] HaIAE Ykt @
A FFHA THde] ARERL Y], REE AR
(hormone activity)2] Z7h= QP thA-E(resting meta-
bolic rate)g =3 $F=AAE2] 3317144l (chemo-
sensitivity) 2 Zo|il o]Zglsl| 3F7|¥k-2(ventilatory
responsiveness)l] W3S Zaslo] A U H
o] AIThe Aimjo] 1% shtolol?, ThE shie 5%
ZAZFE ARkl AT EE F573 Z(central
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