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Relationship between plasma endothelin-1, nitric oxide, D-dimer levels and pulmonary artery
systolic pressure in chronic obstructive pulmonary disease with pulmonary hypertension
WANG Yun, RUAN Wei-jie, SUN Shao-ping, FANG Jia, ZHENG Zhu-quan (Department of Internal Medicine,
Dongguan Southeast Central Hospital, Dongguan 523710, China)

Abstract: Objective To analyze the relationship between plasma endothelin-1 (ET-1), nitric oxide (NO), D-dimer levels
and pulmonary artery systolic pressure (PASP) in chronic obstructive pulmonary disease (COPD) with pulmonary
hypertension (PH). Methods Plasma levels of ET-1, NO and D-dimer were determined in 100 cases of COPD with PH (group
A), COPD without PH (group B) and 100 healthy controls (group C), and their correlation with PASP was then analyzed.
Results Compared with group C, ET-1 and D-dimer levels were higher, while NO content was lower in groups A and B
(P<0.01), especially in group A (P<0.01). Plasma levels of ET-1 and D-dimer were positively correlated with PASP (»=0.462,
P<0.01; r=0.473, P<0.01), but NO content was contrary (+=—0.527, P<0.01). Conclusion Plasma levels of ET-1, NO and D-
dimer might indirectly reflect PASP in COPD patients with PH.
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