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Study of Rehabilitation for Diaphragm Function
with Chronic Obstructive Pulmonary Disease by
External Diaphragm Pacing

I . Influence of Blood Gas in Chroic Obstructive Pulmonary
Disease by External Diaphragm Pacing

Xie Bingxu Chen Jialiang Li Zhiping
Zheng Wenlan Mao Yili Wu Yutian
(Sun Yat-sen University of Medical Sciences)

Abstract

The increased tidal volume using external diaphragm pacing to Chronic obstructive pul-
monary disease (COPD) are relationship with changing blood gas. The Paper discribed COPD
patients with hypoxemia and hypercapnia by external diaphragm pacing (EDP).

In 10 cases with COPD by EDP, there were 5 cases respectively emphysema and chronic
cor pulmonale. All patients are males, the respectively examined before 2(¢ mieutes and 30
munites during EDP. meanwhile these patients received O, at 2 3 L/min by nasal prongs.

It is shown that PaCO2 decreased from ¢3.3 + 35,0 mmHg to 48,8 + 21,3 mmHg (P<{0.05),
Pa0y increased from 97.3+25,.¢ mmHg to 100.9 % 36.3 mmHg and PH were obrious diffe-
ruce before and after EDP (from 7,33+0.06 t0 .34 +0.08,P<0.01) in 10 cases with COPD.
3 paitents presented respiratory alkalosis with hyperverentilation (PH 7,45 to 7.50).

It is suggested that COPD patients with hypoxemia CO2 retention may improve CQ2 exha-
lation using EDP and prevent hypercapnia during oxygen therapy. However, some patients with
COPD in EDP presented PaO2 decreasing, which may be result from which diaphragm pacing
induces upper airway occlusion and oxygen depleted. Therefore, for prevent PaO2 decreased
during EDP in chronic cor pulmonale therapy, inspiring oxygen flour volume could be in-
creased.



