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~ e To challenge the current paradigm Of’\\w/
OSA ) b

e Discus} the,.rlﬂ'pat'hophysiologicaI \ j
mechanisms off Upper: airway. dxsfunction
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fogogad Bfjanlotyoas of OS

Symptom Type 1 OSA Type 2 OSA
Daytime Sleepiness + + + + +
Weight gain/Obesity + + + + +
Hyperactivity + + + + -
Lymphoid ++ + + + +
hyperplasia

Hypertension + + + + +
LV Dysfunction + + + + +
Insulin Resistance - + + + +
Psychiatric Problems + + + +

Gozal, Am Thor Proceedings 2008

Other proposed
types:
Craniofacial
Neuromuscular




Primary or Secondary

Sensory
Impairment

Upper

Centrally mediated
Hypotonia™
Hypertonia™
Erainstem dysfunction/compression
Cervical spinal cord lesion
Peripherally mediated
Cranial nerve injury (1)
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Neuro-motor
- dysfunction

alrway

dysfunction

Inflammation

Maodified from TaumanR & Gozal
D. Paediatric Respiratory/Reviews
(2006)
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Structural
alteration




SENsERAIMPaIENEnLt:

e Cause or effect?
e Older children
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Tongue Anterior Palate
Tapia, 2010, Sleep
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| Obstruction’ / ' Collapse \%/

- Devizted nas o Circumferential

Vd

septum
e Chronic rhinitis
e Adenoidal »
e [onsillar

/ pharyngea\
e | ateral pharyngeal




SUIRINEIRAGCIRDS

e Down syndrome cl’{ildze/h\e?hibgt a collapsing Kﬁ
pattern more than other children withé[.)\B ”’

P Lingual collapse is,signifi;ant but not universal f

o Né\uro-moto\ dysfunCtioh overrides strﬁlctural
alterations in.thi
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Atopy

Obstructive
Sleep
Apnea

Common genetic and environmental risk factors
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~ e SDB ’ n/ A

e Inflammatory markers identified__
/ _ ~ o CRP, OX|dat|ye spea}.s cytokines, eNO f

: \
o Evideﬁ’m hat treatin

inflammation



Primary or Secondary

Sensory '

impairment © Neuro-motor
~ dysfunction

Upper airway

dysfunction
Inflammation g ‘ SDB
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Structural wese

Ceviated septum

alteration  Sho sirecas o rermstierate

Mazal polyps

Oropharyns

Tonsillar hypertrophy *
Macraoglossia
Retto/micrognathia
Infiltration by rmucopolyzaccarides
[Hunter /Hur ler swndrames)
Obesity

Modified from TaumaniR & Gozal 3/P burnz

dcute skull base angle

D. Paediatric Respiratory/Reviews Pharyngeal flap
(2006) High arched palate

Nasopharynx
Midfacial hypoplasia
ddenaidal hypertrophy ®

Hypopharynx
Laryngotracheomalacia
Mocal cord paralysis
Mazcular ring
Subglottic stenosis
Hernangiorna
Meurofibrama




e Risk factor for OS/@»\(G 4.5) \X&f

e Obesity more pl/eva ent in studies_
/ ___\evalué‘ti{\g SDB. _

e Surgery (T&A) does not cure m\ajority
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~—p Pathophysmloé / | \\@/

e Anatomic factor ~—
e Hormonal, inflammatory |
/ -~ e Poss\,lple soft tissues' restricting alrway f
o Cramofaual structure
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“EYMPATHETIC DISCHARGEY
OXIDATIVE STRESST

[MPAIRED § PERTEMNSICE Ih{PATRED
OLUCORE THROMBOLYSIS
TOLERANCE




Enlel Orefeln) DYSitlnietion)

e Metabolic Dergmgé’n\ié’\t \\5/
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/ 0.__\Cérdi5‘Va)scuI§r dys/f}mction \ g




s pBandNYIEERlICSYACIOME

‘e Adjusting for sex, agé r\cejand prematurity
adolescents with OSA

o Adjusted OR of Met S 6)49 (95% CI, 2.52, 16.70)

/ ~. Jeo Degreé of: AHT. and lowers minimum Sa0, cheased odds of
MetS ‘

e Adjusting for ex, OSA predisposed
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e Cardiovascular nzt{rb‘iﬁlityj
e Blood pressure regulation S~

e o Cardiac function : (
e End élaStO“C dysfunctlon \
o Left ventricular remodelling e




controls
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» Time to reach baseline cutaneous flow was (mean) 69 seconds

Bhattacharjee et al, Circulation, 2007
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= Baseline cutaneous flow pre T+A was > 113 seconds
= Normalized to 60-80 seconds post surgery
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= Baseline cutaneous flow pre T+A was > 113 seconds
= Did not normalise post surgery
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post controls

= sSCD40L high in OSA but significantly reduced post T+A
but still higher than controls




Bhattacharjee, Sleep Medicine, 2010




OSAE e ENOEOERIUOGN

e Link between halpitual-\sno\r?rs with OSA and

neurocognition / _ N
/® Link between habl‘tuaDsnorers without OSA
and neurocognition \
e Increased FriskSfc havioural deficits
in the con

e Obesity.

e Hypoxemia andisieepifiragmentation:
Beebe DW, Sleep 2006
Gruber R, Sleep;2007;
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SUIMIMENRY

//

~ » OSA is common aﬁ?d\?aﬂjaffect many
children with ph§sica| and S
~ heurocognitive cons\equences (

e OSA cal} be related 10) adenotoﬁsnlar
hypertrophy, but that is not the only
factor to coRside

e Evaluating|fiacters rn:- rn- t‘/contribute
to the OSA willFnelprta ppropriate




