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Effect of Prostaglandin E1 on Pulmonary Artery Pressure and Heart Failure Patients Cardiac Function
in Patients with Pneumocardial Disease Complicated Cardiac Failure

ZHANG Zhuoyi, HUANG Xiaomin, DING Liming, LU Rufeng(Emergency Department of Zhejiang Provincial
Traditional Chinese Medicine Hospital, Hangzhou 310016, China)

ABSTRACT: OBJECTIVE To evaluate clinical therapeutic effects of prostagland in E1(PGE1) on hemodynamics and plasma
BNP, ET-1 in cor pulmonale with heart failure and pulmonary hypertension. METHODS Eighty patients with cor pulmonale
were randomly divided into treatment group(n=40, PGE1, 10 days, iv drip add conventional therapy including diuretic,
enhancing myocardial contractility, anti-infection, correction of electrolyte and acid-base balance) and control group(n=40,
conventional therapy). The changes of clinical manifestation such as heart rate(HR), respiratory rate(R), systolic blood pressure
(SBP), diastolic blood pressure(DMP), urine output(UV), cardiac ultrasound results, arterial partial pressure of oxygen[p(O,)],
carbon dioxide partial pressure[p(CO,)], plasma BNP, endothelin-1(ET-1) were measured before and after treatment. RESULTS

EFRN: kei—, &, Wit, BITE(CEM  Tel: 13858190336  E-mail: zhangzhuoyi701213@163.com

<1302 - Chin JMAP, 2013 December, Vol.30 No.12 T E AN 2427 2013 4F 12 H55 30 555 12 W]



After treatment, UV was significantly increased, SPAP, MPAP, DPAP, BNP and ET-1 were decreased. Compared with control
group, there was significant difference in treatment group. CONCLUSION PGE!1 on cor pulmonale with heart failure have

significant effects, can significantly reduce pulmonary artery pressure, improve heart failure, may protect vascular endothelial

function and reduce the level of BNP.

KEY WORDS: prostaglandin E1; pulmonary heart disease; heart failure; echocardiography; brain natriuretic peptide;

endothelin-1
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Tab 1 Clinical indicators of patients in two groups before and after treatment(n=40, X +§)
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Tab 2 SPAP, MPAP, DPAP, LVEF and CO changes of
patients in two groups before and after treatment(n=40)
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Tab 3  Arterial p(O;), p(CO;) and plasma BNP, ET-1
changes of patients in two groups before and after
treatment(n=40)
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