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[ Abstract])
ease (CHD), and to investigate the significance of SAA in the diagnosis of stable angina (SA), unstable angina
(UA) ,and acute myocardial infarction (AMI). Methods
of SA,54 cases of UA,and 53 cases of AMI) and 102 cases of healthy individuals (normal control group) were se-
lected. All of the CHD patients were diagnosed by coronary arteriongraphy. The levels of ALT,AST,TBIL,BUN,Cr
and UA were detected by SIEMENS Advia2400 automatic biochemical analyzer,and SAA was detected by immuno-

Objective To detect the level of serum amyloid A (SAA) in the patients with coronary heart dis-

149 cases of CHD patients (CHD group,including 42 cases

fluorescence assay. Results Comparing with normal control group, the SAA level of CHD group increased signifi-
cantly (P<C0.05). And the SAA level of AMI patients was significantly higher than those of SA and UA patients,

with statistical difference (P<C0.05). Conclusion SAA might play a role in the occurrence or development of CHD,

I}

which could be an observational biomarker of CHD patient’s condition,and help to prevent and diagnose CHD.
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