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The clinical significance of serum, hs - CRP,IL - 6 and TNF - a in angiocardiopathy Chi xiaowei, Liu Jie(The Affili-
ated Hospital, Shandong University of Traditional Chinese Medicine, jinan 250012)

[ Abstract ] Objective To investigate the clinical significance of serum value of hs — CRP,IL - 6 and TNF ~ « in prediction and prognosis
of angiocardiopathy. Methods 132 normal persons were studied. All the serum hs — CRP,IL - 6 and TNF - a were detected by enzyme linked
immunosorbent assay(ELIA), and these persons were followed up to investigate the relationship between the serum value in prediction of angio-
cardiopathy. Results The serum value of hs — CRP in CHF happened later is higher than not (P<0.01) ; The serum value of IL - 6 and TNF
- o in coronary, cerebrovascular disorder and CHF happened later is higher than not (P<0.01) . Conclusion Detecting the serum value of hs

= CRP,IL - 6 and TNF - a has important significance in prediction and prognosis of angiocardiopathy.
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