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Research progress of thrombolytic drugs for acute ischemic stroke

KONG Weilin', YANG Qingwu' * (1. Dept. of Neurology, the Second Affiliated Hospital of Army Medical
University, Chongqing 400037, China; 2. Guangyang Bay Laboratory, Chongqing Institute for Brain and
Intelligence, Chongqing 400064, China)

ABSTRACT Acute ischemic stroke is a cerebrovascular disease with high incidence, high mortality and disability, and high
recurrence rate, which seriously endangers patients’ health. Thrombolytic drugs play a key role in the treatment of acute ischemic
stroke by activating plasminogen, rapidly dissolving thrombi, reducing platelet aggregation, and achieving successful
recanalization. In this study, we reviewed the principle of action of thrombolytic drugs, their classification and use on the basis of
current research progress at home and abroad. The results show that the safety and efficacy of thrombolytic drugs have improved
significantly from the first generation of thrombolytic drugs, streptokinase, which is not fibrin-specific, to the third generation of
thrombolytic drugs, tenecteplase, which not only retain the characteristics of directly activating plasminogen, but also enhance the
specificity of fibrin and prolong the half-life. With the development of research, small-molecular compounds with the inhibition of
plasminogen activator, or the modification of thrombolytic drugs with strong anti-plasminogen activator inhibition activity in vivo,
or the search for new small-molecular substances with thrombolytic effect from microorganisms and natural plants, have become the
focus of research on new thrombolytic drugs. The new thrombolytic drugs are likely to replace the current thrombolytic drugs
because of greater thrombolytic efficacy and fewer side effects.
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TIMELESS 2019 NCTO3785678 ~ TNK 0.25 mgkg il 90 dile K Rankin %34 456
ETERNAL-LVO 2020 NCTO454788  TNK 0.25 mgkg 1t-PA 0.9 mglkg 90 d R Rankin S 3700~ 1 3 L 740
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