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Clinical analysis of 41 cases chronic pulmonary heart disease complicating pulmonary thromboembolism
Lai Yueping sQiu Zhijian”
(Department of Emergency s Luzhou People’s Hospital , Luzhou,Sichuan 646000 ,China)
Abstract: Objective To investigate the clinical features of chronic pulmonary heart disease (CPHD) complicating pulmonary
Thirty-eight patients with CPHD
(CPHD group) and 41 patients with CPHD combined with PTE(CPHD-+PTE group) caused by COPD were enrolled to compare

retrospectively their clinical symptoms, physical signs,level of D-dimer and PaO,. Results

thromboembolism(PTE) caused by chronic obstructive pulmonary disease (COPD). Methods

The incidence of refractory right conges-
tive heart failure,dissymmetry edema of both lower extremities,levels of D-dimer were significantly higher in CPHD+PTE group
In CPHD patients, the possibility of CPHD

combined with PTE should be paid special attention to, when there appear such clinical symptoms as refractory right congestive

than in CPHD group, but hypoxemia was significantly lower (P<C0. 05). Conclusion

heart failure, hypoxemia and increased serum D-dimer, especially dissymmetry edema of both lower extremities, which are hard to

explain according to primary diseases.
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