94

online© ML Comm
Sleep Medicine and Psychophysiology

a3 - FAYe2l 15(2): 94-99, 2008

HE R 9H:oE BN ¥

st Heyy 4

O3 &0

9% o¥c

20 18

A Case of Child with Obstructive Sleep Apnea Syndrome
Recurred after Adenotonsillectomy
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B ABSTRACT

The most common cause of obstructive sleep apnea syndrome (OSAS) in childhood is adenotonsillar hypertrophy. Adenotonsillectomy
improves the symptoms quite well in most cases. However, some patients could experience the OSAS again after adenotonsil-
lectomy, who might have several risk factors such as incomplete operation, misdiagnosis, combined anatomical malformation,
sinusitis or chronic allergic rhinitis, obesity, initial severe OSAS, and early onset OSAS.

We report a case of 11—year—old obese boy who presented with snoring for several years. He was obese with body mass index
(BMI) of 26.3 kg/m? and also found to have fatty liver by ultrasonogram. Initial polysomnography (PSG) showed that he met the
criteria of severe OSAS with the apnea—hypopnea index (AHI) of 70.5. He underwent adenotonsillectomy and symptoms improved
immediately. Four months later symptoms were relieved with AHI of 0, but 1 year after the adenotonsillectomy he started to com-
plain snoring again and the subsequent PSG results showed that OSAS has relapsed with AHI of 43. Paranasal sinus X—ray and
physical examination showed sinusitis and re—growth of adenoid. Obesity was proved not to be a contributing factor because his
BMI decreased to normal range (23.1 ka/m?) after diet control and regular exercise. Also, liver transaminase was normalized and
fatty liver was disappeared on follow—up abdominal ultrasonogram. After treatment of sinusitis, symptoms were relieved with de-

creased AHI (8.5).

This case suggests that simple adenotonsillectomy might not be the end of OSAS treatment in childhood. Patients who had
adenotonsillectomy should be followed by subsequent PSG if symptoms recur. It is also important to be aware of risk factors in the
recurrent OSAS for the proper intervention according to the cause. Sleep Medicine and Psychophysiology 2008 ; 15(2) : 94-99
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N B

S
LeAeein olsfes dofaein

Department of Pediatrics, Eulji University School of Medicine,
Seoul, Korea

et st olzefs; Al vfeta

Department of Psychiatry, Eulji University School of Medicine,
Seoul, Korea

e A e B R D R

Department of Otorhinolaryngology, Eulji University School of
Medicine, Seoul, Korea

Corresponding author: Young Min Ahn, Department of Pediatrics,
Eulji University School of Medicine, 280-1 Haegye-dong, Nowon-gu,
Seoul 139-711, Korea

Tel: 02) 970-8221, Fax: 02) 976-5441

E-mail:aym3216@eulji.ac.kr

F35& =357 (obstructive sleep apnea

syndrome : OSAS) 2 4715=9] A|&5AQ1 H2
dAQl &1 HHZ Al i Fol i%ol 7
sk o= Qlel Ak, 1
S0 e 25 % ?}01‘3}(1—3) ’\OPE] A9

TEE SHEE PlAmE AU el

L

EO rR
ﬁ
rlo
?{_‘
ol
olN
mlo
l-N‘
=
m"#’

g
i&
2
_%

7t F T3E
F3o) FE dele #Hy o OPtﬂLO]‘: HWE —or’i@
xo)E AAEoly & $ 75~

gL, 32 drdie

HNG). T4 AT AR Fw e

714, FrlEss, dezr) v 59 W 9



opi

=

Ao,
fo
)
2
m
2
2L
2
3
R
N
=~
12
rO
e
~
=
©
N
il

[t
o,
of,
re
o

o ATE ot A A= A

=, A%
obiolE 429] 71982 Gt Ui GA] Tdout
k71, 7HN, e sldlem, A, ke 29
g 59 del27] SA w3 Holx| ¢iodt), FET W W
THE FREEA 2otk A= 9 100/70 mmHg,
A& 36.9C, Wuk4= 763]/4, 55 183)/ o9loH,
A 70 kg (9592917 o4, 71 163 cm (9591
17h), AA%A5(body mass index, BMD = 26.3 kg/m®
(959l o) & n|wte] itk A== Brodsky 9] 7|

o % BF 45RO vsigln FF Fold &

35
=]
Q.
L
=]
-
A

o

Fig. 1. Initial paranasal sinus X-ray before
adenotonsillectomy (2006.1) shows normal
maxillary sinuses (A) and enlarged adenoid
(short arrow) and narrowed nasopharynx
(long arrow) (B).
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Table 1. Comparison of polysomnographic findings

®15  pogopamo U concsoemmo) OO

AHI 70.5 0 41.6 0.8 8.4
Obstructive apnea index 26.9 0 16.2 0 0.5
Hypopnea index 43.6 0 255 0.8 7.9
Sp02

Average (%) 95.5 97.2 96.2 98 96.6

Lowest (%) 84 87 84 90 87.0

Average desat. (%) 5.3 5.6 6.2 55 5.6
Snoring time (%) 72 0 4.74 9.2 38
Sleep efficiency (%) 80.7 97.6 89.8 96.7 97.7
Respiratory arousals (/h) 14.2 0 2.9 0 1.3
Sleep onset (min) 37 8.5 21.5 13 55
BMI (kg/m2) 26.2 25.7 24.3 24.3 23.9

AHI : apnea hypopnea index, BMI : body mass index
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Fig. 2. PNS X-ray 1 year after ade-
notonsillectomy (2007.3) shows both
maxillary sinusitis (A) and findings
suggestive of enlarged adenoid
(short arrow) and markedly nar-
rowed nasopharynx (long arrow)
(B). To make sure, the child was
submitted to laryngoscope but the
result was normal (C).
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