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Objectives. The aim: to evaluate the role of sensory nerve in the development of hypertension following fructose-induced metabolic syndrome and NO-deficient rats.  54 Wister male rats were used; groups:  1. control  (intact rats); 2. NO-deficient rats (L- NAME drinking rats); 3.The desensitization + L- NAME; 4. L- NAME + stimulation,   5. Fructose-fed  rats (FFR);  6. The desensitization + FFR; 7.  FFR + the stimulation.
Methods and Results: NO-deficient rats: L- NAME (Nù-Nitro-L-arginine methyl ester hydrochloride (0,02 % solution to drink, 6 weeks). FFR - fructose (12,5% solution, to drink, 10 weeks). Glucose tolerance was assayed by glucose (intraperitoneal) tolerance test (GTT). Systolic blood pressure (BP) was measured by a tail-cuff apparatus (Coda, Kent Scientific, USA). The desensitization and the stimulation of sensory nerves were  induced   with  capsaicin,  desensitization - 150 mg/kg,    the stimulation - 1 mg/kg|day, for 3 days. FFR showed glucose intolerance. The desensitization and the stimulation of sensory nerves improved glucose intolerance. Systolic BP (mmHg) increased in FFR  and  NO-deficient  rats  as compared to  control rats: 142. 8 ± 5.1 (FFR ),   140.3 ±1.9  (L-NAME), vs control- 123.6 ±2.9 mm. The desensitization decreased BP in FFR (116.7 ± 3.9) and increased in NO-deficient rats (164.7 ± 3). The stimulation reduced BP in the both models of hypertension. 
Conclusion: The results showed participation of capsaicin-sensitive nerves and their different role in fructose-induced hypertension and NO-deficient hypertension.  


