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[ Abstract] Objective To study the effects of exercise on blood pressure ( BP) and aorta gaseous mole-
cules of spontaneously hypertensive rats (SHR) , so as to explore the role of gaseous molecules in exercise-induced
changes of hypertension. Methods Sixteen male SHR were randomly divided into the SHR control (SC) group
and SHR training (ST) group. Eight healthy male Wistar rats were used as normal control (WC) group. All the
rats were fed normal foodstuff. The ST group was subject to 90-minute moderate swimming exercise once daily, 6
times a week, for a total of 8 weeks, while the SC and WC groups were give no special intervention. The blood
pressure and the contents of aorta NO, CO and H,S were examined before and at the end of the 4th, 5th and 8th
weeks of the exercise. Results After 8-week, a within-group comparison showed that the systolic BP (SBP) and
diastolic BP (DBP) was significantly elevated in SC group as compared with the baseline BP[ (198.07 £7.27) vs
(159.91 £6.48) mmHg in SBP, (132.75 £11.93) vs (103.75 £3.69) mmHg in BBP] (P <0.05) , while
that the BP remained without significant changes in the ST group [ (164. 85 + 3. 73 ) mmHg for SBP and
(103.20 £7.63) mmHg for DBP | after 8-week of exercise. A between-group comparison showed that BP values
measured at the end of 4th, 5th and 8th weeks post-exercise in the ST group were significantly lower than those in
the SC group (P <0.05). It was also shown that, at the end of 8th week post-intervention, the levels of aorta
NOS, NO, HO, CO, CSE and H,S of SC group was significantly lower than those of the WC group (P <0.05),
and the levels of NOS, HO, CSE in the ST group were significantly lower than those in the WC group (P <0.05).
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Conclusion Moderate exercise can help relieve hypertension in SHR, and the gaseous molecules might synergisti-

cally mediate the effect of exercise in lowering the BP.
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