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Mild/Moderate SDB (n = 22) Severe SDB (n = 20)
Pretreatment = CPAP Withdrawal P value Pretreatment = CPAP Withdrawal P value
AHI4% (/h) 15.7+9.2 16.7 £ 13.5 0.70 176226 61.9+24.3 0.005*

“...reduced frequency of SDB events on CPAP withdrawal is consistent with the
hypothesis that long-term CPAP results in physiologic changes that improve upper
airway collapsibility (for example, reduced upper airway edema).”
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Hypotheses

H1: The decrease in AHI4% after several months of CPAP therapy
among subjects with severe OSA is associated with improved upper

airway collapsibility (1" Vpassive)
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Hypotheses

H1: The decrease in AHI4% after several months of CPAP therapy
among subjects with severe OSA is associated with improved upper
airway collapsibility (1" Vpassive)

H2: The decrease in AHI4% after several months of CPAP therapy
among subjects with severe OSA is associated with improved breathing
stability ({J LG1)

H2b: Subjects with a significant hypoxemic burden demonstrate an
improvement in breathing stability ({ LG1) after several months of
CPAP therapy.



Subject Characteristics, n = 34

Age, years
Sex (M:F)

BMI, kg/m?
Mild/Moderate/Severe OSA
AHI3A at diagnosis, events/hr
AHI4 at diagnosis, events/hr

ESS at diagnosis

Mean+SD Range
47.2+10.9 25—64
22:12 -
38.4+8.7 25.2—-61.6
6/10/18 -
57.9+33.2 7.9—138.5
49.7+35.1 1.4—128.5
13.7+5.7 3—23
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Breathing instability (Loop Gain)
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Hypotheses

H1: The decrease in AHI4% after several months of CPAP therapy
among subjects with severe OSA is associated with improved upper
airway collapsibility (1" Vpassive)

H2: The decrease in AHI4% after several months of CPAP therapy
among subjects with severe OSA is associated with improved breathing
stability ({J LG1)

H2b: Subjects with a significant hypoxemic burden demonstrate an
improvement in breathing stability (I LG1) after several months of
CPAP therapy.
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Hypotheses

H1: The decrease in AHI4% after several months of CPAP therapy
among subjects with severe OSA is associated with improved upper
airway collapsibility (" Vpassive)

- Balanced by reciprocal decrease in upper airway muscular compensation (Vcomp)?
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H2b: Subjects with a significant hypoxemic burden demonstrate an
improvement in breathing stability (I LG1) after several months of
CPAP therapy.



Hypotheses

H1: The decrease in AHI4% after several months of CPAP therapy
among subjects with severe OSA is associated with improved upper
airway collapsibility (" Vpassive)

- Balanced by reciprocal decrease in upper airway muscular compensation (Vcomp)?

H2+-The decrease-in-AH4% after severalmonthsof CRAP therapy
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H2b: Subjects with a significant hypoxemic burden demonstrate an

improvement in breathing stability ({ LG1) after several months of
CPAP therapy.
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