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Changes of nitric oxide and endothelin in the plasma and mesenteric

smooth muscle cells in patients with essential hypertension

Chen Yu, Liu Guangyao (Department of Cardiology, Daping Hospital, Third Military M edical University, Chongging,
630042)

Abstract Objective: To explore the role of nitric oxide (NO) and endothelin (ET) in the pathogenesis
of essential hypertension (EH). Methods: Eighteen patients undergone abdominal operation including 9 with
EH and 9 without EH were selected, the levels of NO and ET in the plasma were measured. The mesenteric
artery was then isolated and digested for culture of the vascular smooth muscle cells (VSMCs). The cultured
VSMCs were treated with NG-monomethyl-L-arginine (L-NM M A), the inhibitor of NO synthase. Finally,
the levels of NO and ET in the supernatant of cultured VSMCs were also measured. Results: The level of
NO was significantly lower but that of ET was significantly higherin the plasma and supernatant of cultured
VSMCs in patients with EH than in those without EH ( P < 0.0l and P <0.05 Q 0l). L-NM M A signifi—
cantly increased ET level in all patients ( P <0.01). Conclusion: The higher vascular tone and blood vessel
resistance in patients with EH might be due to decrease of NO and increase of ET.
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also determined. Results: During O],

the expression of F& R and phagocytic function were

significantly increased and they were significantly correlated with the concentration of endotoxin in the plas—

ma. Conclusion: During O J, the decrease of phagocytic function of KCs might be due to the decrease of the

expression of F& R and the treatment with bile acid can effectively decrease the concentration of endotoxin in

plasma and h ence the expression of F& R and phagocytic function of KCs are enhanced.
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