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Abstract

<FONT face=Verdana=>AIM: To examine the change of serum tumor necrosis factor-
a (TNF-a), nitric oxide (NO) in patient with congestive heart failure (CHF) and the
effect of angiotensin II (Angll), valsartan on TNF-a and NO production in culture
peripheral blood mononuclear cells (PBMC), to assess the relationship between the
renin-angiotensin system and cytokines. METHODS: Venous blood of both healthy
volunteers (n=12) and patients with CHF (n=16) were collected. Serum TNF-a and
NO were examined. Peripheral blood mononuclear cells (PBMC) were obtained from
both the control and the patients groups and cultured with Ang Il at concentrations
of 0, 0.01, 0.1, 1 umol/L, respectively. Angll at concentration of 0.1 umol/L
combined with 0.1 pymol/L of valsartan was also used. After 24 h incubation, the
contents of TNF-a and NO in the culture supernatants were measured. RESULTS:
Serum TNF-a and NO production in CHF group were significantly higher than that in
control group (P<0.01). The higher the heart failure degree, the higher the levels of
TNF-a and NO (P<0.01), and no significant among different etiologies of CHF (P>
0.05) were observed. Angll stimulated TNF-a and NO release from PBMC of
patients with CHF and normal person, which was inhibited by valsartan.
CONCLUSIONS: Angll obviously increases TNF-a and NO production from PBMC,
which indicates there is relationship between the renin-angiotensin system and
TNF-a, NO. The fact that valsartan inhibits TNF-a production may be one of the
mechanisms in treating CHF.</FONT>
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