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Effects and mechanism of pentoxifylline on the expression of intercellular adhension molecule - 1 in the rat
cardiac myocytes after lipopolysaccharide challenge GU Jian — jun, SUN Hua. Department of Intensive
Care Units The Second Affiliated Hospital of Nantong University, Nantong 226001, Jiangsu,» China

[ Abstract] Objective To investigate the effects of pentoxifylline (PTX) on the expression of
intercellular adhesion molecule — 1 (ICAM - 1) of rat cardiac myocytes after lipopolysaccharide (LPS)
challenge in vitro, and to evaluate the protective effect of PTX on cardiac myocytes and its mechanism.
Methods Cultured cardiac myocytes were randomly divided into three groups: control group, L.PS group
and PTX protection group. No drug was given in the control group. In LPS group, a part of cardiac
myocytes were stimulated with 100 pg/I. of LPS for 2, 4, 6, 8 hours, respectively, and the others were
stimulated with 10, 50, 100 pg/L LPS, respectively, for 6 hours. Expression of ICAM - 1, nuclear
factor - kB (NF ~ kB) p65 and NF - B inhibitor ~ a(IkB - a) in cardiac myocytes was respectively measured
with enzyme - linked immunoadsorbent assay (ELISA), immunochistochemistry, and Western blot. The
expression of ICAM - 1 in cardiac myocyte was also determined after the addition of 50, 100, 200 mg/L. of
PTX before LPS challenge. Results The intensity of expression of ICAM - 1 was highly dependent on the
stimulation of LLPS in dose depending and time — depending manner. The stimulation quickly resulted in
activation of NF —«B p65 to translocate into nuclei. This process peaked at 1 hours and then declined. The
expression of IkB —a was depressed at first, then elevated. With the addition of PTX, the expression of
ICAM -1 and NF -«B p65 was depressed, and the expression of IxkB — a was elevated. Conclusion PTX may
have a protective effect on the cardiac myocytes against LLPS injury through inhibiting the pathway of
NF - kB, which regulates the production of ICAM - 1.
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Figure 7 Effects of PTX on IkB - o expression in myocytes
at 1 hour induced by LPS
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Figure 3 Apoptosis cell in injury group Figure 4 Pathological change of renal tissue in injury group
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Figure 6 Expression of INOS detected by immunocytochemistry (DAB, x 200)
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