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Interaction Effect of Three Recumbent Postures and Heart Disease Severity

on the Autonomic Nervous System

HANT - P2 - U - 2™

Wuon-Shik Kim*¥ - Jang-Ho Bae** - Hyoung-Min Choi* - Fun-Hye Jang***

azEzdetdTd AAEIE
Human Llife Measurement Group, Korea Research Institute of Standards and Science

Aprista olFfeyst g
Division of Cardiology, College of Medicine, Konyang University Hospital

Fajeta Aeiste
Dept. of Psychology, Chungnam National University

Abstract : This study investigated which recumbent posture can give rise to the highest vagal modulation in
patients with coronary artery disease(CAD), among three recumbent postures; namely, the supine, left lateral,
and right lateral postures. For this purpose, 43 patients as CAD group and 31 patients as control group were
studied, Heart rate variability(HRV) was measured on these patients for three recumbent postures in random
order, Normalized high-frequency power was the highest, whereas normalized low-frequency power was the
lowest in the right lateral postures, among the three recumbent postures,
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FHO] : 7& AA(recumbent posture), T35 A S coronary artery disease : CAD), A¥}5#H o] (heart rate

variability : HRV)
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£ 1. SNZH BASHaZY Sy
HAEY
K= "
Fie | s | e
(n=23)

Age (yrs) 58+10 5848 NS
Gender (M/F) 9/16 13/10 NS
History (n, %)
Previous MI 0(0%) 7(30%) NA
Hypertension 13(48%) 16(70%) NS
Diabetes mellitus 5(20%) 5(22%) NS
Smoking 1(4%) 9(39%) (.01
Hyperlipidemia 11(44%) 9(39%) NS
Medications
B blocker 2(8%) 11(48%) (.01
Calcium antagonist 3(12%) 9(39%) (.05
Nitrates 2(8%) 8(35%) (.05
ACE inhibitor 4(16%) 8(35%) NS
Digitalis 1(4%) 1(4%) NS
Aspirin 9(36%) 23(100%) | <.001

[Values are number of patients or mean + SD
M/F = male / female

ACE = angiotensin converting enzyme

MI = myocardial infarction

NA = not assessed; NS = not significant(p).05)].
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(M=72)5t} ©] &L HFE BQh(p(.05). 2}
#FeRddTd A o 72 AA(M=98,
p(.005)9} f&Zo T T AA(M=85, p(.001)&
LEZXOZ 72 AANM=142)ET} HF7} ¢ Yk
o} =8 72 A FJuztel d3Eg-o] HF
olxE 4 Foldk Aoz YeldtHE(2, 90)=
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B 3, HFOll chst XtMIQ) FEa 2 XpMIQE FTHZE AFER
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H 2, XME HEHEHO|Z(HRV) X|E
HRV X|E EHIR o2z Uz

ExZ (n=25)

LF(ms) 9692 83176 100£95

HF(ms") 108+108 10392 72£70

nLF(n.u.) 49419 45£17 56+20

nHF(n.u.) 51+19 55117 44220

SD2/5D1 28411 2,5+0.8 3.6£1.5

ASHEST (n=23)

LF(ms’) 132£104 9799 115100

HF(ms") 98+66 1424101 85475

nlF(n.u,) 5417 38+15 55%15

nHF(n.u.) 46217 62415 45415

SD2/SD1 3.041.4 2.3£0.9 2.921.0

[HRV=heart rate variability; LF=low-frequency power; HF=
high-frequency power; nlLF=normalized low-frequency power
(= LF/TPX100); nHF=normalized high-frequency power
(= HF/TP X 100); TP=total power; n,u,=normalized unit; SD1=
width of Poincare Plot for HRV; SD2=length of Poincare Plot
for HRV],

k5L (analysis of variance : ANOVA)S AA[8H4
o, B4 A, FAHCE foud Hol7t e

Source X&g df Haxks F pat
AHAl 21E04 2 1.0E04 514  .008
AA 7 15804 2 0.7E04 3.68  .029

Error(ZHA]) 18805 90 2.0E03

[HF = high-frequency power],
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