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[ Abstract] There are remarkable differences in the distribution and risk factors of the
cardiovascular disease between Chinese and western populations. Hyperhomocysteinemia is much more
common and the incidence of stroke is much higher in China. Hypertension individuals with a combination
of elevated homocysteine (=10umol/L) (so called Hyperhomocysteinemia-typed hypertension, H-typed
hypertension) had a strikingly increased risk of stroke compared with individuals without either condition.
H-typed hypertension, approximately 75% of the hypertensive adults in China, may possibly explain the
extremely high incidence of stroke among Chinese hypertensive adults, even after controlling for blood
pressure. Methylenetetrahydrofolatereductase (MTHFR) is the main regulatory enzymes for homocysteine
metabolism. Polymorphism of MTHFR C677T (677 CT/ITT genotype), among 75% of the hypertensive
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adults in China, leads to a reduction in enzyme activity, which may lead to an increased concentration
of plasma homocysteine and lower levels of serum folate, particularly in most of the Chinese population
with low folate intake. Furthermore, MTHFR C677Tpolymorphism can modify therapeutic responses
to various dosages of folic acid supplementation or ACEI antihypertensive drugs. A combination of
enalapril and folic acid tablets and MTHFR C677T polymorphism identifier is a cost-effective strategy
for prediction, prevention and management of H-typed hypertension and its major complication such as
stroke, in Chinese populations. The China Stroke Primary Prevention Trial (CSPPT, n=20702) tested the
hypothesis that a combined enalapril and folic acid therapy (enalapril maleate 10mg and folic acid 0.8mg/
day tablet ) is more effective than enalapril (10mg/day tablet) alone in reducing the incidence of stroke in
hypertensive patients. It further evaluated whether MTHFR C677T polymorphism modifies the therapeutic

effect. The CSPPT could provide a conclusive answer regarding the role of enalapril and folic acid tablets

and MTHFR C677T polymorphism in the primary prevention of stroke and the tailored medicine.
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