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Thrombolytic Therapy for Treatment of Acute Pulmonary
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Pulmonary embolism(PE) is often a life threatening disease. There is an
increasing tendency to use thrombolytic therapy(TT) reported in recent literatures.
To find out better management of acute PE, we retrospectively analyzed the records
of our hospital in recent three years.

From Jan. 1997 to Dec. 1999, we reviewed the records with clinical diagnosis of
PE. Only patients with compatible diagnosis by lung scan with high probability,
Echocardiography with right ventricular dysfunction(RVD) or positive pulmonary
angiogram were included. A total of 31 cases were analyzed, 21 female, 10 male with
average age of 65. Dyspnea was the most frequent symptom (87%), then chest discomfort
(40%) , syncope or collapse (33%). All patients received heparin treatment (duration -
8.5t 3.7 days), and 15 (50%) received TT (Streptokinase 1, urokinase 1, rt-PA 13
cases). Patients received thromolytic agents were more symptoms of syncope or
collapse (9/15vs. 1/16), echocardiographic signs of RVD (14/15 vs. 8/16). 3 patients
expired with TT, 4 with hpearin treatment. TT was given most in one week after
admission, 3 cases with complications of active bleeding needing transfusion, no
intracranial hemorrhage occurred.

In conclusion, TT is effective and relatively safe in the treatment of acute PE,
early treatment should be considered, especially patients with symptoms of

hemodynamic instability of signs indicating high risk.



