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A Study on the Correlation of Atherosclerosis Risk Factor and Pulse Wave
Velocity(PWV) of Carotid-Femoral Artery With Sasang Constitution
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ABSTRACT

Object = The purpose of this study was to investigate the correlation of atherosclerosis risk factors and pulse wave velocity
(PWV) of carotid-femoral artery with Sasang constitution. This study also aimed to investigate the relationship between PWV
and risk factors of atherosclerosis, including serum cholesterol and homosisteine, hs-CRP.

Methods : We enrolled 160 patients without experience strokes who visited our hospital for a medical examination from
January 1, 2008 to April 30, 2010 except patients whose body constitutions were undetermined according to QSCCI. We
Investigated the correlation between serum cholesterol values, blood pressure, body mass index(BMI), homosistein, hs-CRP and
PWV. Pearson’s correlation and partial correlation analysis were applied to examine the relationship between PWV and risk
factors of atherosclerosis.

Result : Among the 160 subjects, 54 were 7aeumin, 54 were Soyangin, and 52 were Soeumin. The prevalences of high BMI
(P-value <0.01), high hs-CRP(P-value <0.05), and high PWV(P-value <0.05) of 74eumin were higher than those of the other
constitutions. PWV of carotid-femoral artery was significantly different among the three constitutional groups(Z74eumin:
8.12+1.64m/sec, Soyangin: 7.48+1.16m/sec. Soeumin: 7.49+1.12m/sec) (P-value <0.05). This research has show a statistical
significance between the average amount of carotid-femoral artery PWV that is higher in 7aeumin. Age factor of 7aeumin was
the effective determinant of the increase of mean PWV of carotid-femoral arteries.

Conclusions : There were significant differences in the prevalence of athe’lsclerosis according to Sasang constitution. This
study showed that atherosclerosis was more prevalent in 7zeumin. Therefore, according to our results, risk of atherosclerosis
was higher in 7aeumin than among other constitutions.

Key words : Pulse wave velocity(PWV), Sasang Constitutional Medicine(SCM), atherosclerosis, risk factor
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Table 1. Basic characteristics of the subjects

Taeumin(n = 54) Soyangin(n=54) Soeumin(n =52) P-value
Age 00.33+11.11 60.74+12.28 57.92+11.25 0.4031
M/F 18(33.33) /36(66.67) 22(42.31)/30(57.69) 23(42.59) /31(57.41) 0.5360

Table 2. Comparisons of Age, Total-C, Triglyceride, Homocystein, hs-CRP, BMI, BP, PWV

variable all(N=160) Taeumin(N=54) Soyangin(N=54) Soeumin(N=52) P-value
Age(years) 59.6941156  60.33+11.11 60.74+12.28 579241125 04031
Total-C(mg/dl) 197.094402  194.94+28.59 202.96+47.85 1932344187 0.4121
Triglyceride(mg/dl)  172.61£122.25  204.19162.12 1492447426 164.08+10882  0.0533
Homocystein( ; mmol/L)  11.37+2.53 11.5%3.05 11.45+2.41 11.15+2.06 0.7457
hs-crp(mg/d]) 3.01£6.47 498+9.44 249,62 2.00+4.98 0.0220
BMI(kg/m?) 24.96£2.81 26.55+2.61 2494251 24.09+2.63 <.0001
SBP(mmHg) 131.81419.06  136.11+17.42 130.37421.19 1288541789 0.1154
DBP(mmHg) 80.5+14.7 82.96+12.98 80+17.27 784651334 02771
C-F PWV(m/sec) 77135 8.12+1.64 7.48+1.16 7.49+1.12 0.0182

PWV., pulse wave velocity: C-F, carotid artery-femoral artery.
BMI. body mass index: SBP, systolic blood pressure: DBP. diastolic blood pressure: Total-C. total cholesterol:

Table 3. Pearson’s correlation coefficients between variable factors including serum lipids values and
pulse wave velocity

Tacumin(N = 54) Soyangin(N =54) Soeumin(N =52)
variable C-F C-F C-F C-F C-F C-F
coefficient P-value coefficient P-value coefficient P-value
Age(years) 0.39143 0.0034 0.19521 0.1572 0.17382 0.2178
T-chol(mg/dl) 0.02573 0.8535 -0.2407 0.0796 0.15871 0.2611
TG(mg/dl) 0.2268 0.0991 0.09259 0.5055 0.03928 0.7822
Homocystein(mg/dl) 0.139%4 0.3148 0.29398 0.0310 -0.0092 0.9486
hs-CRP(mg/dl) -0.0048 0.9725 0.14842 0.2841 0.0913 0.5197
BMI(kg/m’) 0.0329 0.8133 -0.1846 0.1815 -0.1128 0.4260
SBP(mmHg) 0.16566 0.2313 0.11538 0.4061 0.01085 0.9391
DBP(mmHg) 0.18196 0.1879 0.16962 0.2201 0.1074 0.4486
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