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Study on the Correlation of HCY , CRP and sICAM -1 with Essential Hypertention and Left Ventricular Hypertrophy. Zhang Shutao. The
Affiliated Zhongshan Hospital of Dalian University, Liaoning ,116001 ,China

Abstract Objective The plasma concentration of homocysteine (HCY ) ,C reactive protein (CRP) and soluble intercellular adhe-
sionmolecule — 1 (SICAM — 1) was analyzed to explore the relationship between HCY ,CRP,sICAM — 1 and essential hypertention as well
as hypertention with left ventricular hypertrophy. Methods 33 hypertention patients in hypertention group were divided into two group:
group A (19 patients, without left ventricular hypertrophy) and group B (14 patients, with left ventricular hypertrophy). 34 subjects who
had normal blood pressure were in the control group, and their blood pressure, lipid, concentration of blood sugar, HCY,CRP and sICAM
—1 were measured. Results The plasma concentration of HCY,CRP and sICAM —1 of the hypertention group was significantly higher
than that of the control group (P <0.01) and the CRP,sICAM — 1 concentration of group B was higher than that of group A (P <0.05),
while its HCY concentration was lower than that of group A (P <0.05). Analysis showed that HCY, CRP and sICAM -1 level was posi-
tively correlated with blood pressure. Conclusion The plasma concentration of HCY ,CRP and sICAM -1 was positively correlated with
blood pressure. The plasma concentration of CRP,sICAM -1 is obviously correlated with hypertention with left ventricular hypertrophy,
while the relation between HCY and hypertention with left ventricular hypertrophy is not clear.
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The Efficacy of Invasive and Non — invasive Mechanical Ventilation in Treating Severe Respiratory Failure with Chronic Obstructive Pulmo-
nary Diseases. Du Minghui,Meng Yuhong , Wei Jian, Department of Respiratory Medicine, The Sixth Hospital of Luohe, Henan 462000,
China

Abstract Objective To discuss the efficacy and relative factors that affect the sequential therapy of invasive and non — invasive
mechanical ventilation in treating severe respiratory failure. Methods We analyzed the clinical data of the patient who was hospitalized in
Respiratory Department of the Sixth Hospital of Luohe on 3th February 2008. Results The patient received invasive mechanical ventila-
tion for 4 days, then changed to mask non — invasive positive pressure ventilation for 10 days, while receiving comprehensive treatment of
anti — infection and bronchial expansion, etc. Then the patient was recovered. Conclusion The sequential therapy of invasive and non —

invasive mechanical ventilation in treating severe respiratory failure is effective. The efficacy depends on the optimum converting time be-
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