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[ Abstract] Objective To investigate the adiponectin (APN) ,serum amyloid proteins (SAA) ,soluble leucocyte
antigen of differentiation 40 ligand (sCD40L) ,and interleukin -6 (I[.-6) changes of the different types of the patients
with coronary heart disease (CHD) and its clinical significance. Methods 198 cases of coronary angiography inspec-
tors were selected as the research object,and were devided,according to the different count of coronary lesions,into
single lesion,double teams disease and multivessel disease groups,with 25 cases of the healthy check—up as the con-
trol group. And the dynamic observations of the APN,SAA,sCD40L and IL-6 were carried out by means of venous
blood enzyme immunosorbent analysis. At the same time, the correlation of the APN,SAA,sCD40L and 1L.-6 were
compared among the different groups. Healthy controls were examed once in the outpatient department. Results The
concentration of SAA,sCD40L and 11.-6 in CHD group is significantly higher than that in control group (P<C0. 05).
Compared with the single lesion group,the SAA,sCD40L and IL-6 of double teams lesions and multivessel disease
group are significantly higher (P<C0. 05) while compared with double teams lesions group,the SAA,sCD40L and IL-
6 in multivessel disease group are significantly higher (P<C0. 05). The cocentration of APN in CHD group is signifi-
cantly lower than that of the control group (P<C0. 05). Compared with the single lesion group,the APN flat in double
team lesions and multivessel disease group is significantly reduced (P<C0. 05),and compared with double teams le-
sions group,the APN in multivessel disease group was significantly reduced (P<C0. 05). The correlation of SAA,
sCD40L and 11.-6 is positive with each other,but negative with APN. Conclusion The occurrence and development of
coronary heart disease have something to do with the factors mentioned above and the APN,SAA,sCD40L and IL-6
can be used for a diagnosis of coronary heart disease and its severity could change with the concentration level of the
disease.
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