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The prognostic value of high-sensitivity C-reactive protein in-hospital patients with unstable angina
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Abstract ; Objective
Methods

To assess prognostic significance of high-sensitivity C-reactive protein in patients with unstable angina.

119 Patients who were included in the study had measurement of serum levels of hs-CRP. The patients were grouped into

those with hs-CRP=>10mg/L as Group | and those with hs-=CRP<C10 mg/L as Group [ . The unpaired t tests and Fisher's Exact

Test were used to compare variables between the two groups. Results

When compared with Group | , Group Il patients had more

myocardial infarction 29% vs 8% ;in-hospital mortality 6% vs 0 and severe triple vessel disease 63% vs 20% ,and a higher total

number of events 71% vs 24 %. Conclusion

Raised admission hs-CRP level is predictive of increased in-hospital cardiac events in

patients with unstable angina. Hs-CRP can be used to risk-stratify unstable angina patients.
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