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Table 1 Laboratory findings
Urinaly Examination Blood Chemistry Ultrasound Cardiograph
Protein (—) T.P. 6.7 g/dl Ejection Fraction 68%
Sugar (—) T.Bil 0.6 g/dl Left ventricular wall motion is good
Blood (—) GOT 27 TU/L Inferior Vena Cava does not enlarge
GPT 16 IU/L
Blood Gas Analysis (Room Air) ALP 106 TU/L Pulmonary Function Test
pH 745 LDH 540 TU/L VC 3,600 ml
PaCOq 36.2 Torr CPK 268 1U/L %VC 110.7%
Pa02 579 Torr BUN 20 mg/dl FEV1o 2,130 ml
HCOs3~ 25.1 mEq/L Creat. 092 mg/dl FEVi0% 64.4%
BE 1.6 mmol/L Na 137 mEq/L
K 46 mEq/L Polysomnograph (without n-CPAP)
Hematology Cl 101 mEq/L Apnea Index 17.2/hr
WBC 11,800/mm? Ca 8.1 mEq/L Apnea Hypopnea Index 52.4/hr
Neut 66.7% Lowest SpO2 76%
Eos 0.8% Serology Sleep Stage
Lymph 21.7% CRP less than 0.3 mg/dl Stage I 23.6%
Mono 10.0% Stage II 50.4%
Baso 0.8% Stage III 3.5%
RBC 460 % 10*/mm? Stage IV 0%
Hb 15.3 g/dl REM 14.8%
Ht 44.1%
Plt 13.9x10*/mm?

Fig. 1
nary edema is seen in the upper and middle lung
fields.

Chest roentgenogram during admission. Pulmo-
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Fig. 2 Repeat chest roentgenogram 8 hours later
shows decreased pulmonary edema.
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Fig. 3 Clinical course

This patient had seizures during sleep several times (arrow A to D) prior to this admission (arrow E). Re-

markable pulmonary edema was shown on his chest X-ray films each time.

Table 2 Previous Reports of Pulmonary Edema Develops After Sleep Apnea Syndrome

Age (yrs) Height (cm) I Treatment of
Gen der. Body weight (kg) Complication Polysomnograph OSAS
BMI (kg/m?)

160
Chaudhary, et al 20 _ Al 65/hr
1982 Female ol Lowest SpOz 30% Tracheostomy
Chaudhary, et al 29 o _ AT 95/hr
1984 Male 136 Lowest SpOs 26% Tracheostomy
Lian, et al 48 _ Diabetes Mellitus AHI 27/hr 1-CPAP
1994 Male 23 Myocardiac Infarction Lowest SpO:z 80%

164

70 o AHI 524/hr ¥

Present Case Male 2%48 Lowest SpOz 76% T n-CPAP

AT: Apnea Index, AHI: Apnea Hypopnea Index, BMI: Body Mass Index,
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Fig. 4 Mechanism of pulmonary edema associated with upper airway obstruction.
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Recurrent pulmonary edema associated with obstructive sleep apnea syndrome
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A 70-year-old non-obese man with no history of cardiopulmonary disease presented 4 times to the emergency

room because of sudden onset of seizure during sleep. Each time he recovered within a few hours without any

medication. Nocturnal polysomnographic recording revealed severe obstructive sleep apnea syndrome (OSAS,

AHI 52.4/Hr). Nasal continuous positive airway pressure (n-CPAP) therapy was performed with 10cmH,O of pres-

sure. His symptoms of severe daytime sleepiness and seizure were diminished. CPAP was decreased from 10cmH,

O to 6 cmH:O later, because the patient complained with its high pressure. He then felt daytime sleepiness and

suffered seizures during sleep again, and was re-admitted to our hospital. Chest roentgenogram taken at this ad-

mission showed remarkable pulmonary edema. We found that the pulmonary edema was recognized every time

on his chest roentgenogram taken when he complained seizure. In addition, subsequesnt roentgenograms also

showed that the pulmonary edema was diminished soon. On the other hand, his AHI was high (24.7/hr) even

when he was under 6cmH-O of n-CPAP. We concluded that incompletely treated OSAS might lead not only to pul-

monary edema, but also to seizures in this patient.



