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A bstract

Introduction: From population-based cohort
study and clinical trial data, hypertension was
important risk factor for cardiovascular
events. The pathogenesis of hypertension was
complex, and besides of dietary and life style
factors, genetic components have important
roles in the pathogenesis of hypertension.
There were enough evidences that there was
strong familial aggregation of hypertension,
and the estimated heritability was around 30-
60%, from twin and pedigree studies. We
designed the family study, ascertained from
probands, to investigate the genetics of blood
pressure.

Materials and Methods. The patients with
coronary artery disease, confirmed by
coronary angiography, are identified as
probands. The first relationships of proband,
including parent-offspring, siblings, and
spouse are invited for study. Various
anthropometric  measurements,  including
body weight, body height, and blood
pressures were collected. Socioeconomic
status, physical activity, dietary behavior,



smoking and acohol drinking status were
also included as confounders. Familial
resemblance and aggregation can be
estimated by familial correlation coefficients.
By complex segregation anaysis of
regressive model, we estimated the best
mode of inheritance and familia correlation
of blood pressure.

Results and Discussion: Total 73 patients
receiving coronary angiography  were
recruited into this study. First relatives,
including spouse, offspring were invited. The
correlation coefficients of systolic blood
pressure were —0.27 among spouse pairs, and
0.67 among parent-offspring pairs. The
coefficients of body mass index were 0.12
among spouse pairs, and 0.41 among parent-
offspring pairs. Compared with arbitrary
model, the polygenes model was most fitted
model to explain the model of inheritance of
systolic blood pressure (y %=1.7 > P=0.64),

and mean was 125.8 mmHg, variance was
255. The correlation coefficients among
spouses were -0.10 = 0.27, those among
parent-offspring were 0.45+0.14, similar to

the results of FCOR.

Conclusion: We found significant parent-
offspring correlation among blood pressures
and body mass index. Polygenes model was
the best mode to explan the mode of
inheritance of systolic blood pressure.

K eyw ords: hypertension, segregation analysis,
genetic epidemiol ogy
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