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Table 1 Characteristics of patients with CAD

CAD Group (n=43)

Age (yrs) 59 £ 11
Gender (M/F) 28/15
History (n, %)
Previous MI 17(40%)
Hypertension 20(47%)
Diabetes mellitus 14(33%)
Smoking 19(44%)
Hyperlipidemia 15(35%)
Clinical status
NYHA functional
Class (n, %)
1-vessel discase 17(40%)
2-vessel disease 13(30%)
3-vessel disease 13(30%)
A FES A4 e g+ IFHAY
MI : myocardial infarction
NYHA : New York Heart Association
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Table 2. Effect of Recumbent Postures on HRV

CAD group Znlg =07 HzoZ
(34) | e | reAd | rea
nLF {nu) 48 £.22 | 44 + 21 47 + 21
nHF (nu) 52+ .22 | 56 + .21 53 £ .21

nu : normalized unit
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