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Experimental Study on the Up-Regulation of NF- kappa B
and MMP-9 mRNA Level in HUVECs Stimulated by Serum from Children
with Coronary Artery Lesions of Kawasaki Disease

LIU Li-sha,LLI Zhe-gian, TAN Cheng, YU Han-qing (Department of Clinical Laboratory,
Children’ s Hospital of Nanjing Medical University, Nanjing 210008, China)

Abstract: Objective To investigate the relationship between nuclear factor-kappa B(NF-kB) and matrix metalloproteinase-9
(MMP-9) mRNA in human umbilical vein endothelial cellsCtHUVECs) stimulated by the serum from children with coronary
artery lesions of Kawasaki disease (KD). Methods HUVECs were cultured and were divided into 4 groups:normal serum
group,general fever group, Non-CALs group and CALs group. Co-Immunoprecipitation (ChIP) was used to detect the rela-
tionship between NF-kB and MMP-9,and RT-PCR was used to detect the mRNA level of MMP-9. Results Compared with

control groups, NF-kB p65 could bind the promoter of MMP-9 in HUVECs cultured with 10% serum from KD patients with

coronary artery lesions. The mRNA level of MMP-9 was also up-regulated. Conclusion

NF-kB p65 can promote the tran-

scription of MMP-9 in HUVECs induced by the serum from KD patients with coronary artery lesions.
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