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Changes in nuclear factor-xB and soluble vascular cell adhesion molecule-1

in acute coronary syndrome and their correlation
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[ Abstract ]Objective . To investigate changes in activity of nuclear factor—kB(NF-kB) in peripheral blood mononuclear cells and in
plasma soluble vascular cell adhesion molecule—1(sVCAM-1) level,to discuss their correlation in patients with coronary heart dis—
ease (CHD) and to explore their predictive value in occurrence,development and progress of CHD. Methods ; Concentrations of plas—
ma sVCAM-1 and NF—kB in patients with acute myocardial infarction( AMI) ,unstable angina pectoris(UAP) and stable angina pec—
tori(SAP) as well as in health controls were determined by ELISA. NF-kB P65 expressiosns in peripheral blood mononuclear cells were
determined by immunocytochemical staining and semiquantitative analysis. Results : Concentration of peripheral blood plasma sV-
CAM-1 and NF-kB as well as NF—kB activity in peripheral blood mononuclear cells were higher in AMI and UAP group than in
health control group,with statistical differences(P=0.000,P=0.000,P=0.000,P=0.002) ,however, there was no obvious difference in
above indicators between SAP group and health control group(P=0.329,P=0.819). NF-«kB and sVCAM-1 expressions were higher in
AMI and UAP group than in SAP group, higher in AMI group than in UAP group(P=0.000,P=0.000). Activity of NF-kB in mononu—
clear cells of peripheral blood was significantly correlated with plasma sVCAM-1 in ACS group(r=0.657,P=0.009). Conclusions.NF-
kB and sVCAM-1 are closely related with atherosclerotic plaque stability and both are involved in the occurrence of CHD develop—
ment. sVCAM—-1 might contribute to the production of cytokines and chemokines by activating NF—kB, which ultimately results in
atherosclerosis and acute coronary syndrome. NF—kB as a key transcription factor in inflammation may increase expression of sV-
CAM-1.
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Tab.1 Basic clinical data of AMI group and health control group (x +s )

o o AMIZ] el Xt B 21 . . ORI 95%CI
pUE =St 7N W 158 ] (ne?6) (7e20) B Py OR 18 i LR
RIS (%) <45=1,45~=2,55~=3,65~=4  57.55+9.46 55.95+8.04 0.015 0.908 1.015 0.784 1314

PEH =0, =1 57 16 1318 0.084 3.736 0.836 16.703

2 A e A =0, 1% =1 24 4 2.420 0.009 11.246 1.816 69.635

e I B JG =04 =1 31 2 -1.864 0.025 0.155 0.030 0.793
DRI L T =04 =1 7 0 1.660 0.080 5.257 0.820 33.698

Py 3d JG=0,4 =1 9 2 0.359 0.733 1.433 0.182 11.273

HAM =8 (mmol/L) <1.7=0,>1.7=1 146+045 171£040  —-1.240 0.109 0.289 0.063 1319
TC(mmol/L) <52=0, >5.2=1 494+0.64 467+056  -1.389 0.014 0.249 0.082 0.757
HDL-C(mmol/L)  <0.9=0,0.9~1.03=1, >1.03=2 1.10+0.18  1.09+0.13  -0.930 0.659 0.395 0.006 24.389
LDL-C (mmol/L) <2.58=0, >2.58 =1 290043  296+037  -1271 0.126 0.281 0.055 1.431
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Tab.2 Changes in concentration of NF-«xB and sVCAM-1 = -’)-‘gb& ~ i FEA EORR
in plasma and its comparative analysis
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