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Intra-Arterial Thrombolysis in Acute Ischemic Stroke
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Early and complete recanalization of an occluded artery is the main therapeutic goal of acute ischemic stroke. Since the National Insti-
tute of Neurologic Disorders and Stroke (NINDS) study was done, intravenous (IV) recombinant tissue plasminogen activator (tPA) thera-
py within 3 hours after the onset of symptoms has been widely used. Despite the advantage of the rapid and easy initiation of throm-
bolytic therapy, IV tPA treatment is limited by low recanalization rates, particularly in cases of larger proximal arterial occlusions. Compar-
ed with the IV approach, intra—arterial (IA) thrombolysis is reported to have higher recanalization rates and an extended therapeutic
window. However, IA thrombolysis is limited by the delay to the initiation of treatment and the need for specialized angiographic tech-
nigues. In this article, the previous IA thrombolytic therapy trial will be reviewed and the limitations and hope of IA thrombolytic thera-

py will be discussed.
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TABLE 1. Summary of the major endovascular stroke therapy trials

90 day outcome

N Design Recanalization rate (MRS=<2) Mortality SICH
PROACTII 180 RCT 66.0% 40.0% 25.0% 10.0%
MELT 114 RCT 73.7% 49.1% 5.3% 9.0%
IMSI 80 POL 56.0% 43.0% 16.0% 6.3%
IMSII 81 POL 58.0% 46.0% 16.0% 9.9%
MERCI 141 POL 60.3% 27.7% 43.5% 7.8%
Multi- MERCI 164 POL 68.0% 36.0% 34.0% 9.8%
Penumbra 125 POL 81.6% 25.0% 32.8% 11.2%

RCT: indicates randomized controlled trial, POL: prospective open-label study, mRS: modified Rankin Scale, SICH: symptomatic intra-

cranial hemorrhage
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