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Relationship between activity of nitric oxide synthase and pathogenesis of

essential hypertension in local vascular tissue
Chen Yu, Liu Guangyao (Department of Cardiology. Daping Hospital, Third Military M edical University, Chongging,

400042)

Abstract Objective: To explore the role of the activity of nitric oxide synthase (NO S) in pathogenesis
of essential hypertension ( EH) in the regulative process of local vascular tension. Methods: 18 patients un—
dergoing abdominal operation were selected. Of the patients, 9were hypertensive and 9 normotensive (N T).
Specimen of the mesenteric artery in all the patients was ex tracted to determine NO Sactivity in local vascular
wall in vitro. After digestion, the culture of vascular smooth muscle cells (V SM Cs) of the isolated mesenter—
ic artery was conducted with the induction of interleukin-1 (IL-1) and intervention of NG-monomethy-L-argi—
nine (L-NMM A) to determine the levels of NO and endothelin=1 (ET-1) in the supernatant. Results: NOS
activity in local vascular tissue was lower in hypertensive patients than in NT ones. NO, level in supernatant
of cultured VSMCs was lower in hypertensive patients than in NT ones. After the induction with 1L-1, the
NO:2 level was increasedin both kinds of patients but still lowerin hypertensive patients thanin NT ones. Af-
ter intervention with L-NMM A, the level of ET-1 was increased in both kinds of patients. Conclusion: The
increased vascular tension resistance in patients with EHmight be related to the decrease of NOS activity and
increase of ET level in local vascular tissue.
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An experimental study on the mechanism of liver regeneration after par-
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