
A359 SLEEP, Volume 45, Supplement 1, 2022

14.4). His lamotrigine dosing was increased to from 1.8 mg/kg/day 
to 3.6  mg/kg/day, at presentation, with seizure control for three 
months but he developed a recurrence of  myoclonic seizures in 
the setting of  sleep deprivation. A  repeat vEEG was similar to 
previous findings and his lamotrigine was increased further and 
clobazam was added. Due to worsening behaviors, clobazam was 
discontinued and a weaning plan for lamotrigine was formulated. 
Repeat polysomnography demonstrated worsening central sleep 
apnea (AHI: 18.3, OAHI: 2.3), without hypoventilation, charac-
terized by sequences of  periodic breathing that occurred in con-
junction with myoclonic seizures. The majority of  seizure-induced 
periodic breathing episodes were observed during a one-hour 
period of  NREM sleep near the end of  the study. Stereotyped 
epileptiform activity occurred in conjunction with a resumption 
of  hyperventilatory respirations following apneic events. The in-
creased respiratory drive, however, did not appear to be clinically 
epileptic in nature as the epileptiform activity either preceded or 
trailed the respirations. A  variable REM and then NREM pre-
dominance of  central events on successive polysomnograms fur-
ther suggests that his central events are not intrinsic but that they 
are precipitated by epileptiform activity. Zonisamide, an anticon-
vulsant with carbonic anhydrase inhibitory properties was initi-
ated and is being titrated to therapeutic goal.
Conclusion: This case illustrates an unusual presentation of myo-
clonic seizure-induced periodic breathing during sleep.
Support (If Any): Cincinnati Children’s Research Foundation.
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Introduction: An estimated twenty-five percent of  American 
women are at high risk of  having obstructive sleep apnea 
(OSA). However, male sex is the predominantly reported risk 
factor. Women are less likely to report “classic” symptoms 
such as snoring that prompt referral for sleep evaluation. 
This dichotomy potentially represents a disparity in clin-
ical evaluation and treatment of  OSA in women. Consumer 
digital health devices are frequently used to monitor sleep in 
people with and without sleep disturbances. They are gen-
erally highly sensitive yet have lower specificity when com-
pared with formal actigraphy or polysomnography. They may 
be used in conjunction with physician evaluation to guide 
decision-making.
Report of  Cases: A  33  year-old female with a pertinent past 
medical history of  obesity (BMI 37.83  kg/m ), depression, 
chronic pain, and anxiety was referred to our sleep center 
with a multi-year history of  excessive daytime fatigue and 
non-restorative sleep that persisted despite healthy habits 
counseling and unremarkable lab evaluation. She ultimately 
presented her primary care physician with biometric data col-
lected by her Garmin watch and Oura ring. This data, which 
included a reported low SpO of  83%, motivated a referral to 
Sleep Medicine. Her presentation Epworth Sleepiness Scale 
(ESS) score and Insomnia Severity Index (ISI) were 14 and 

17, respectively. Polysomnography revealed an AHI of  32.6/
hr, oxygen nadir of  79%, ODI of  28.7/hr, and a 97.2% sleep 
efficiency. PLMS index was 23.2/hour but did not contribute 
to sleep fragmentation and there was increased proportion of 
stage N3 sleep (28.2%). Severe OSA was treated with APAP. 
The two month follow-up ESS and ISS improved to 9 and 4, 
respectively. Device data revealed greater than 6 hours of  con-
sistent nightly use with a residual AHI of  3.1/hr. She sub-
jectively stated APAP “has been a life changer” personally 
and professionally, as well as spousal report of  resolution of 
snoring. Her consumer devices similarly reported improved 
sleep measures.
Conclusion: Minorities and women may be underserved in evalu-
ation, diagnosis, and treatment of OSA. Portable monitoring 
using readily available consumer biometric devices may be a vi-
able strategy for patients to further identify high risk features and 
prompt referral by primary care.
Support (If Any): This work was supported by the Defense Health 
Agency, Defense Medical Research and Development Program, 
Clinical Research Intramural Initiative for Military Women’s 
Health (DM170708; Mysliwiec) and the Air Force Research 
Laboratory, Wright Patterson Air Force Base, Ohio (FA8650-18-
2-6953; Peterson).
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Introduction: We present a case of nocturnal tachypnea secondary 
to suspected auto-triggering in a patient on Bilevel device. Auto-
triggering is a patient-ventilator asynchrony in which a ventilator 
breath is triggered in the absence of inspiratory muscle activity. This 
phenomenon was mostly described in postcardiac surgery and in 
brain dead patients on mechanical ventilation. Detecting this asyn-
chrony is important as it can lead to patient discomfort, poor com-
pliance and hypocarbia that can lead to apneic events.
Report of Cases: An 82-year-old male with history of chronic atrial fibril-
lation, coronary artery disease (s/p bypass surgery) and Ischemic cardio-
myopathy (EF 25-30%). He had moderate obstructive sleep apnea with 
central apnea. He was started on AutoPAP then was upgraded to BPAP 
(IPAP 16/EPAP 9  cmH2O). His wife reported episodes of nocturnal 
tachypnea and increased daytime somnolence. This was confirmed by 
the compliance reports from his BPAP device, and a portable sleep study 
obtained while using the BPAP (respiratory rate > 40 breaths/minute).
Conclusion: Vignaux et  al estimated the incidence of auto-triggering 
with NIV to be 13%. This phenomenon can be caused by a major circuit 
leak or secondary to cardiogenic oscillations. Effect of cardiogenic oscil-
lation on the pulmonary air flow was described by West and Hugh-Jones 
in 1961. Our patient had dilated cardiomyopathy with hyperdynamic 
circulation which we believe was the major cause of his auto-triggering 
asynchrony. Changes in intracardiac volume and cardiac movements 
during systole resulted  in intrapulmonary flow oscillations exceeding 
the set flow-trigger threshold leading to the tachypnea. In our patient, 
the events resolved after cardiac resynchronization procedure that im-
proved the overall cardiac function and adjusting the trigger sensitivity.
Support (If Any): [1]Kondili E, Prinianakis G, Georgopoulos D.; Patient 
ventilator interaction, Br J Anaesth. 2003; 91: 106-119  [2] Richard 
Arbour; Cardiogenic Oscillation and Ventilator Autotriggering in 
Brain-Dead Patients: A Case Series. Am J Crit Care 1 September 2009; 
18 (5): 496–488. doi: https://doi.org/10.4037/ajcc2009690 [3] Imanaka, 
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