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Expression of Inositol 1,4,5 — trisphophate Receptor type 1 in the Vascular Smooth Muscle Cells Induced by Tumor Necrosis Factor Alpha.
Zhou Ying ,Han Feng ,Liu Pei. Department of Infectious Diseases, Affiliated No. 1 Hospital of China Medical University, Liaoning 110001 ,
China

Abstract Objective To investigate the effect of TNF — o on the expression of inositol 1,4,5 — trisphophate receptor type 1 (IP,R
[ ) in vascular smooth muscle cells (VSMC) , in order to delineate the mechanism of. TNF — o causing the change of VSMC contraction
function in septic shock. Methods We primarily cultured VSMC, divided them into TNF — « — treated Oh, 4h, 8h, 24h groups. We i-
dentified the effect of TNF — o on the expression of IP,R I mRNA, protein and the activity of IP,R | promoter by immunofluorescence
staining, Western blot, RT — PCR and dual luciferase reporter gene assay. Results TNF — « could increase the IP,R I protein level
(WB) (4h:1.059 £0.005 vs 1.000 +£0.002, P =001;8h:2.416 £0.042 vs 1.000 £0.002, P <0.01;24h.2.138 +0.010 vs 1.000 +
0.002, P<0.01, n=9), but no expression on the distribution of IP,R ] in VSMC (IF) was seen, and increase the IP,R' 1 mRNA lev-
el (RT -PCR) (4h:2.260 £0.889 vs 1.00 +0.02, P=0.193;8h:5.449 £2.279 vs 1.00 £0.02,P =0.000;24h:3.049 +1.684 vs
1.000 £0.002, P=0.042, n=9). After PGL, - IP,R | promoter plasmid was transient transfect into VSMC, the activity of IP,R |
promoter could be increased by TNF — o (3.56 £0.65 vs 1.00 £0.05, P=0.02, n=9). Conclusion TNF -« can increase the activ-

+

ity of IP,R | promoter, and increase the release of Ca’" in VSMC mediate by IP,Rs. This function of TNF — o may affect the contraction
function of VSMC and participate in vascular control in septic shock.

Key words Septic shock; Inositol 1,4,5 - trisphophate receptors; Vascular smooth muscle cells; Tumor necrosis factor — a
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