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Influence of Home Noninvasive Ventilation on Right Heart Function for Chronic Obstructive Pulmonary Disease at Stable Stage with Pulmo-
nary Heart Disease Patients. Tang Meng, Zhang Yan, Wang Bijun et al. Respiration Department, Taizhou Central Hospital of Zhejiang
Province , Zhejiang 318000 , China

Abstract Objective To study the change of home noninvasive ventilation for chronic obstructive pulmonary disease (COPD) at
stable stage with pulmonary heart disease patients on right heart function. Methods Forty one cases of COPD patients at stable stage with
pulmonary heart disease patients were selected and divided into two groups, with 20 cases in the test group received noninvasive double lev-
el ventilation, noninvasive ventilation treatment 4 ~7 hour and low flow inhale oxygen, total time over 15 hours everyday;21 cases in the
control group received long — term home oxygen therapy, low flow inhale oxygen over 15 hours everyday. Results After three months of

treatment , the pulmonary arterial pressure of the test group and control group were(54.2 +2.75) mmHg and(59.9 +1.76) mmHg, and the

diference between the two groups was statistically significant( P <0.01). Right ventricular Tei index of the test group and control group

were(0.74 £0.02)and(0.80 £0.04) ,and the diference between the two groups was statistically significant( P <0.01). Conclusion

Home noninvasive positive pressure ventilation has obvious efect on the right heart function improvement of COPD at stable stage with

pulmonary heart disease patients. and it worth further research.
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pulmonary hypertension is associated with increased 1 — year mortality
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Diagnostic Value of Electrocochleogram and Vestibular Caloric Test in Unilateral Meniere’s Disease. Wang Jingbo ,Chen Jun,Zhang Yue,
et al. Department of Otorhinolaryngology, The First Affiliated Hospital of Wenzhou Medical University , Zhejiang 325000 , China

Abstract Objective To investigate the effect of electrocochleogram( EcochG) and vestibular caloric test in diagnosis of unilateral
Meniere's disease. Methods Fifty eight patients with unilateral Meniere’s diasese were given pure tone audiometry, electrocochleogram
(EcochG) and vestibular caloric test. Results As for electrocochleogram, the percentage of the abnormal EcochG at three durations, i.
e. 0 =5 years, 6 — 10 years and over 11 years were 58.3% ,78.2% and 90.9% respectively. The total positive rate was 72.4% . The
percentage of the abnormal EcochG at different durations of Meniere's disease had significant difference(P <0.05). As for vestibular ca-
loric test,the percentage of the abnormal canal paresis ( CP) at three durations,i.e. 0 —5 years, 6 — 10 years and over 11 years were
45.8% , 73.9% and 81.8% respectively. The total positive rate was 63.8% . The percentage of the abnormal CP at different durations of
Meniere’s disease had significant difference( P <0.05). For all the 58 patients, there were 42 cases whose electrocochleogram were ab-

normal ,and the percentage of the abnormal was 72.4% ;of whom 37 cases were abnormal for canal paresis (CP) ,and the percentage of the
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