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[ Abstract] Objective To compare the efficacy and security of common heparin and Low-molecular— weight
heparin in the treatment of acute exacerbations of chronic obstruction pulmonary disease complicated with pulmonary
embolism. Methods  The 26 patients with acute exacerbations of chronic obstruction pulmonary disease
complicated with non-massive pulmonary embolism were divided into two groups based the different anticoagulated
treatment: the group of common heparin and the group of Low— molecular— weight heparin. The symptoms, the
results of blood gas analysis, the spiral computed tomography pulmonary angiography and the adverse reactions were
compared bhetween the two groups. Results  There were great improvements of the symptoms, the results of blood
gas analysis in the two groups after treatment. The branches of embolized pulmonary arteries were reduced greatly.
The effective rate and mortality were respectively 77% and 7% in the group of unfractionated heparin. Those of the
group of Low—molecular-weight heparin were 85% and 7% respectively. There were no statistically significant
difference between the two groups. The adverse reactions were higher in the group of unfractionated heparin than
those of the Low—molecular—weight heparin group. Conclusion The common heparin and the Low—molecular—
weight heparin are also effective in the treatment of acute exacerbations of chronic obstruction pulmonary disease

complicated with pulmonary embolism, but the Low—molecular—weight heparin is much safer than the common
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heparin.
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Tab. 2 Comparison of blood gas and D-dimers of patients in two groups before and after treatment (X +5)
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