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[ Abstract] Objective To study the levels of circulating ICAM -1, CD14 " CD16" , TNF-a and its soluble
receptors-1,2 in elderly coronary heart disease ( CHD) patients with various degrees of chronic left ventricular (LV)
failure. Methods According to New York Heart Association (NYHA ) class and left ventricular ejection fraction
(LVEF % ) ,the healthy subjects and the elderly CHD patients were divided into seven groups :control group, class
I group,class I group,class Il group,class IV group, LVEF =40% group and LVEF <40% group. Peripheral
blood ICAM-1,CD14* CD16 ", TNF-a and its soluble receptors-1,2 ( sSTNFR-1 and sTNFR-2) were measured in
elderly CHD patients with various degrees chronic LV failure . Results The levels of ICAM-1,CD14 " CD16* , TNF-
a,sTNFR-1 and sTNFR-2 were elevated in elderly CHD patients with severe chronic LV failure ( correlation
coefficient —0.87, —0.91, —0.69, —0.70, —0.76,P <0.01). The levels of ICAM-1,CD14" CD16 " , TNF-«,
sTNFR-1 and sTNFR-2 were elevated in diffrent NYHA class groups ,all P <0.01. LVEF =40% group ICAM-1
(15.3+1.3)% ,CD14™ CD16™ (3.2 £0.4)% , TNF-a (29.2 + 10.5) ng/L, sTNFR-1 (857.9 + 157.1 ) ng/L,,
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STNFR-2(1120. 7 +346.9 ) ng/L vs. LVEF <40% group ICAM-1(37.5 +2.4)% ,CD14" CD16" (14.7 +0.7)% ,
TNF-a(116.4 £11.7 ) ng/L,sTNFR-1(2113.9 +1282. 8 ) ng/L, sTNFR-2 (2991. 8 + 1067. 3 ) ng/L, all P <0.05.
Conclusions The changes in the level of ICAM-1,CD14" CD16" , TNF-a, sTNFR-1 and sTNFR-2 may predict

various degrees chronic LV failure in elderly CHD patients .
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