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Telmisartan Can Activate Peroxisome Proliferator-activated Receptor Gamma to
Down-regulate the Nuclear Factor-Kappa B Pathway to Inhibit Monocytes THP-1 In-

flammatory Response Induced by Lipopolysaccharide
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[ ABSTRACT | Background and Aim Telmisartan (Telm) , one of peroxisome proliferator-activated receptor gam-
ma (PPARvy) agonist. To investigate the effects and potential mechanisms of Telmisartan on pro-inflammatory cytokine
release and expression from lipopolysaccharide ( LPS) -induced THP-1 mononuclear cells. Methods The human THP-
1 mononuclear cells were cultured and randomly divided into 3 groups: control group, LPS group, and Telm group.  After
Telm group pre-incubated with Telm( 10 wmol/L)for 2 h, Telm group and LPS group were both stimulated with LPS for 24
h.  The expression of PPARYy, p-PPARYy, inhibitor of nuclear factor-kappa B (IkBa) , p-IkBa, NF-kB and p-NF-«B in
total protein of cell extract of each group were measured by Western blot.  The level of monocyte chemotactic protein 1
(MCP-1), tumor necrosis factor alpha ( TNF-a) and interleukin-6 (IL-6) in supernatant and cell of each group were
measured by ELISA and RT-PCR. Results Compared with the control group, the expression of p-PPARYy, p-NF-kB,
p-IkBa, MCP-1, TNF-a and IL-6 in the LPS group were significantly increased accompanied with the decrease of IkBa( P
<0.05), but there was no difference on the expression of NF-kB and PPARYy between the two groups(P >0.05). Com-
pared with the LPS group, the expression of p-NF-kB, p-IkBa, MCP-1, TNF-a and IL-6 in the Telm group were signifi-
cantly decreased accompanied with the increase of IkBa and p-PPARY(P <0.05). There was still no difference on the
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expression of NF-kB and PPARY between the two groups (P >0.05).

Conclusion Telmisartan pretreatment can in-

hibit inflammation induced by LPS-stimulating THP-1 mononuclear cells, and the mechanisms may be related to preventing

NF-kB activation through further PPARYy activation.
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Figure 1. The influence of Telm on the expression of

PPARY level by Western blot(n =6)
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Figure 2. The influence of Telm on the expression of IkBa
and p-IkBa by Western blot(n =6)
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Figure 3. The influence of Telm on the expression of NF-
level by Western blot(n =6)
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Figure 4. The influence of Telm on the expression of MCP-
1, TNF-a and IL-6 mRNA level by RT-PCR
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Figure 5. The influence of Telm on the secreation of MCP-
1, TNF-a and IL-6 by ELISA
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