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ST-segment depression during sleep in patients with sleep

apnea hypopnea syndrome
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[Abstract] Objective To investigate whether patients with sleep apnea develop myocardial ischemia reflected by ST-seg-
ment depression during sleep and whether nasal continuous positive airway pressure (CPAP) treatment could reverse the ST depres-
sion. Methods Overnight sleep studies and simultaneous 3-channel Holter monitoring were performed in 32 patients with mode-
rate to severe sleep apnea hypopnea syndrome (SAHS) without history of coronary artery disease. Each patient received CPAP for
one night after sleep testing. An episode of significant ST depression was defined as ST segment decreased by over 1mm from base-
line for at least one minute. Results  Eleven patients(34% ) had ST depression during sleep. Although oxygen saturation was at
the same level, the apnea hypopnea index (AHI) and arousal index were higher during ST depression than that during ST segments
in isoelectric state. In all 11 patients, the duration of ST depression decreased significantly after CPAP treatment [ (33.4+19.7)
min/h vs (10.2 £ 12.9) min/h, P < 0.05] and this change was associated with reduction in the AHI ((61.8 +23.4)/h vs
(8.1+6.6)/h, P<0.05), arousal index( (50.2 £ 18.3)/h vs (7.6 +5.3)/h, P <0.05) and the time when oxygen saturation
was below 90% as percentage of total sleep time ((52.6+21.7)% vs (12.9+14.7)%, P<0.05). Conclusions ST de-
pression is common in patients with moderate to severe SAHS during sleep and CPAP treatment can improve ST depression signifi-
cantly. ST depression in these patients may reflect true myocardial ischemia or non-ischemic changes associated with sleep apneas.
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AHI) R S B M v - 39 48 /N B & A B I I 458 /41
WAUH, MR AR B A SRR < 90% 1
P ] o5 8 B R B R ) T3 B (TS0 /TST) B35 1
FITNE (MSa0, ) R T Bk Em . HEEE LA
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1.5 Sitat  BWRAHTR SPSS 10.0 Gt a
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£ B STETHA(=11)STRE¥EHA(n=21)

EH () 52.4+12.7 50.2£11.9
BMI 27.3£4.9 26.1+3.1
LER (K /min) 82+13 80+ 14

AHI(/h) 61.8+23.4 59.4+28.7
BRI (/h) 50.2+18.3 41.3:13.6
TS50 /TST( % ) 52.6+21.7 50.7+23.9
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