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The articles by Orr and colleagues1 and Lettieri and Williams2 
superbly highlight the complexities of managing posttraumatic 
stress disorder (PTSD) and comorbid obstructive sleep apnea 
(OSA) and underline the sometimes bidirectional nature of the 
relationship between OSA and some PTSD symptoms.3 Orr 
and colleagues1 examined the effect of positive airway pressure 
(PAP) therapy in veterans with PTSD and recently diagnosed 
OSA and noticed a modest improvement in PTSD severity as 
measured by the PTSD Checklist-Specific (PCL-S), from base-
line to 6 months. There was a significant decrease (albeit below 
the minimum threshold to qualify as a response to treatment) 
in PCL-S scores from baseline to 3 months, with no significant 
change from 3 to 6 months. Only the percentage of nights that 
PAP was used (and not average hours or percentage nights with 
more than 4 hours of use) was predictive of improvement in 
PCL-S scores. These results are consistent with the decrease 
in sympathetic activation with PAP therapy,4 which likely im-
proved some PTSD symptoms.

The modest improvement in PTSD symptoms with continu-
ous positive airway pressure underlines the possible contribu-
tion of hyperarousal and high levels of sympathetic activation 
in PTSD, that can cause sleep fragmentation1,2 and increased 
upper airways collapsibility and OSA in patients with PTSD3 
that is often unrecognized. I have treated several patients with 
PTSD and OSA with anticonvulsant mood stabilizers such 
as divalproex sodium (dosage 750–1500 mg/d) for emotional 
regulation, because of poor response to standard pharmaco-
therapies for PTSD (such as antidepressants). Most of these pa-
tients were nonadherent to PAP therapy. The apnea-hypopnea 
index (AHI) in these patients (measured with serial home sleep 
testing or HST) sometimes decreased from the severe range 
(AHI > 30 events/h) to mild to moderate range (< 10 events/h) 
after a 10- to 14-day course of divalproex. The improve-
ment in AHI was associated with a significant improvement 
in sleep fragmentation (increased sleep efficiency and total 
sleep time, decreased number of arousals per hour, decreased 
sleep onset latency) and clinically significant improvement in 
PTSD symptoms. The adjunctive use of mood stabilizers in 
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the management of patients with OSA, PTSD, high levels of 
baseline sympathetic activation, and sleep fragmentation mer-
its further investigation.

CITATION

Gupta MA. Treatment of PTSD-related OSA with CPAP is as-
sociated with only a modest improvement in PTSD: possible 
adjunctive treatment with mood stabilizers. J Clin Sleep Med. 
2017;13(6):841.

REFERENCES

1.	 Orr JE, Smales C, Alexander TH, et al. Treatment of OSA with CPAP 
is associated with improvement in PTSD symptoms among veterans. 
J Clin Sleep Med. 2017;13(1):57–63.

2.	 Lettieri C, Williams SG. The PTSD-OSA paradox: they are commonly 
associated and they worsen outcomes, but treatment nonadherence is 
common and the therapeutic effect limited. What are clinicians to do? 
J Clin Sleep Med. 2017;13(1):5–6.

3.	 Jaoude P, Vermont LN, Porhomayon J, El-Solh AA. Sleep-disordered 
breathing in patients with post-traumatic stress disorder. Ann Am Thorac Soc. 
2015;12(2):259–268.

4.	 Marrone O, Salvaggio A, Bue AL, et al. Blood pressure changes after 
automatic and fixed CPAP in obstructive sleep apnea: relationship with 
nocturnal sympathetic activity. Clin Exp Hypertens. 2011;33(6):373–380.

SUBMISSION & CORRESPONDENCE INFORMATION
Submitted for publication February 19, 2017
Submitted in final revised form March 1, 2017
Accepted for publication March 22, 2017
Address correspondence to: Dr. Madhulika A. Gupta, 585 Springbank Drive, Suite 
101, London, Ontario, N6J 1H3, Canada; Tel: (519) 641-1001; Fax: (519) 641-1033; 
Email: magupta@uwo.ca

DISCLOSURE STATEMENT
Dr. Gupta has indicated no financial conflicts of interest.


