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[ Abstract] Objective: To explore the effect of methionine-rich diet on blood pressure

andplasma homocysteine (Hcy) levels. Methods: Twenty male Sprague-Dawley rats (aged
8 weeks) were randomly divided into three groups as follows: control group, Hey group and Hey +
folic acid group. Rats in the control group were fed with a regular diet and those in the Hey group were
fed with a methionine-rich diet (7.7g/kg L) for 16 weeks. Rats in the Hcy—+folic acid group were fed
with a methionine-rich diet for 16 weeks, followed by supplementary folic acid (100 mg/kg) for an
additional four weeks. Body weight and systolic blood pressure were recorded weekly. All rats
were sacreficed, and plasma Hcy levels were determined. Results: At the end of the experiment,
plasma Hcy levels were 4.03, 6.16 and 4.91 umol/L in control group, Hey group and Hey+
folic acid group, respectively, with significant differences among the three groups (P=0.004). At
16 weeks, systolic blood pressure was higher in Hcy group (149.8 mmHg) and in Hey+folic acid
group (150.0 mmHg) compared to control group (120.0 mmHg). After an additional 4 weeks of
folic acid feeding, systolic blood pressure decreased to 115.5 mmHg, which was not significantly
different from that in control group (P>0.05). Conclusion: Methionine-rich diet induces Hcy-
associated systolic hypertension in rats, and folic acid may have a therapeutic effect.
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