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Abstract:Objective To investigate the clinical application value of serum homocysteine (Hcy) and high sensitive C reactive
protein (hs-CRP) in early diagnosis of patients with acute myocardial infarction (AMID). Methods Hs-CRP were determined
by scattering turbidimetry.enzymatic cycling assay was used to detect Hey. Detected and analyzed serum Hcy and hs-CRP
level in 80 cases of acute myocardial infarction (AMI) patients,70 cases of angina pectoris (AP) patients and 50 healthy
controls. Results The levels of hs-CRP in AMI group, AP group and control group were 8. 06+ 1. 66 mg/L,4.5540. 90
mg/L and 2. 54 £ 0. 35 mg/L. The difference between disease group and control group was statistically significant ( F=
4.156,P=0.036 9). AMI group was significantly higher than of AP group,the difference was statistically significant ( P<<
0.05). The levels of Hey in AMI group, AP group and control group were 36. 3747. 54 pmol/L.,22. 67+3. 94 pmol/L and
11. 28+1. 73 pmol/L respectively. The difference between disease group and control group were statistically significant (F
=3.264,P=0.023 4) ,AMI group was significantly higher than that of AP group, the difference was statistically significant
(P<<0.05). The levels of hs-CRP in AMI group and that in AP group and were positively correlated ( P<Z0. 05). Conclusion

Serum Hcy and hs-CRP levels were significantly elevated in patients with acute myocardial infarction,combined detection
of this two factors would have important value in the occurrence and development of acute myocardial infarction.
Keywords: homocysteine; high sensitivity C reactive protein;acute myocardial infarction
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