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Effect of enteral nutrition with taurine and L—carnitine on stroke patients with dysphagia. YANG Zhi—ying, WU
Yin, ZHANG Mao-xiang, ZHOU Yan—xia. Department of Nuitrition, the Second People’s Hospital of Shenzhen City,
Shenzhen 518035, Guangdong, CHINA

Abstract  Objective To investigate the effect of enteral nutrition with taurine and L-carnitine on the nutri-
tional status, gastrointestinal complication and neural function in acute stroke patients with dysphagia. Methods ~Six-
ty-six acute stroke patients with dysphagia were randomly allocated into the study group (enteral nutrition with tau-
rine and L-carnitine) and control group (enteral nutrition without taurine and L-carnitine). The nutritional status,
gastrointestinal complications and neural function were determined on admission and four weeks after admission.
Results The nutritional status and neural function showed no statistically significant difference between the two
groups before treatment. After treatment, compared with the control group, patients in the study group had significant-
ly lower levels of plasma homocysteine (P<0.05) and lower risk of gastrointestinal complication, including abdominal
distension, nausea and vomiting (P<0.05). Conclusion The use of taurine and L-carnitine can significantly reduce
the levels of plasma homocysteine and risk of gastrointestinal complication, and improve the prognosis of acute stroke
patients with dysphagia.
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Clinical observation and analysis on the comprehensive intervention in the treatment of hypertension
complications. WAN Wei. Department of Internal Medicine, Beijing Normal University Hospital, Betjing 100875, CHINA

Abstract  Objective To investigate the trend of hypertension and its complications, symptoms in the com-
prehensive intervention of hypertension, and to explore more scientific treatment programs. Methods According to
hypertension guidelines, our hospital has carried out comprehensive hypertension intervention for 5 years. With medi-
cal records, interviews, annual physical examination reports, patients were classified into group A (low risk group,
with general hypertension), group B (medium risk group, hypertension with diabetes or dyslipidemia), group C (high
risk group, hypertension with diabetes and dyslipidemia). The incidence of clinical complications of the patients was
analyzed and tested respectively. Results The treatment rate increased from 67.7% in 1999 to 90.7% in 2003, the
control rate increased from 50.3% in 1999 to 76.8% in 2003, and the awareness rate increased from 69.2% in 1999 to
96.4% in 2003, all with statistically significant difference (P<0.5). Incidence of hypertension with coronary heart dis-
ease, diabetes and dyslipidemia increased from 9.5% to 12.3%, 13.3% to 16.9% and 36% to 43.4%. From 1999 to
2003, the clinical complications, such as left ventricular hypertrophy, myocardial infarction, coronary revasculariza-
tion, heart failure, retinopathy, lacunar cerebral infarction, ischemic stroke, hemorrhagic stroke and kidney damage
rate, showed a downward trend. During the five years before and after treatment, the incidence of myocardial infarc-
tion, retinopathy, ischemic stroke and kidney damage rate were decreased from 1.55%, 15.32%, 3.39% and 9.02% to
1.53%, 10.99%, 1.82% and 6.05%, with statistically significant difference (P<0.05). The incidence of complications
increased with the increase of clinical risk levels. The incidence of myocardial infarction, coronary artery blood luck
reconstruction, retinopathy, lacunar cerebral infarction, ischemic stroke and kidney damage rate were 1.01%, 0.14%,
7.09%, 2.75%, 1.45%), 1.45% in group A, 1.52%, 1.71%, 14.64%, 5.70%), 2.09%, 9.13% in group B, and 3.85%,
2.56%, 16.03%, 6.41%, 3.21%, 16.03% in group C, showing statistically significant difference between the three
groups (P<0.05). Conclusion Compared with traditional treatment, comprehensive hypertension intervention is able
to effectively reduce the risk of clinical complications, especially the occurrence of myocardial infarction, retinopathy,
ischemic stroke and kidney damage.
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