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Abstract The polymorphisn of ACE gene and type A behavior pattern (TABP) survey w ere conducted in
109 patientsw ith CHD. The results show ed that the higher frequency of rareD allele and DD genotype(53%,
74%) of an insertion/deletion (1/0) polymorphisn of the angiotensin I-converting enzyme (ACE) genewas
found in type A behavior individuals in CHD group compared w ith type B behavior individuals (21%, 53%) in
oontrol group. T he frequenciesof DD genotype (7%) andD allele (34%) had no significant difference anong the
TypeB behavior individuals in CHD group than in control subjects Therew as a significant correlation betw een
the scoresof CH in TABP survey and DD genotype of the ACE gene Therew ere no difference in the scores of
TH and CH in TABP survey anong theDD, D, |l genotype in CHD group than in control group. Itwas sug-
gested that the development of CHD was mainly influenced by the behavioral attributes of competitiveness,
achievement striving, hostility, being irritated easily and mpatience The deletion polymorphisn of A CE gene
might play an important role in the development of CHD.
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