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[ Abstract]  Hemorrhagic transformation (HT) is part of the natural history of ischemic stroke, and
is a common complication of therapeutic interventions used in the acute phase of ischemic stroke, such as
intravenous thrombolytic therapy. HT is associated with poor outcomes after stroke and the reason for
underusing of reperfusion therapies. Understanding of the definitions, classifications, risk factors, diagnosis
and treatment of HT is helpful for better management and future researches on HT. Therefore, a consensus
statement for diagnosis and treatment of HT was drafted based on current available evidence. Several drafts
were circulated until a consensus was achieved, and the final statement was approved by the Chinese Society
of Neurology and the Chinese Stroke Society.
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Radiographic  classification  of  hemorrhagic
transformation on  MRI. HI: hemorrhagic infarction; PH:

parenchymal hemorrhage
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Table 2 Radiographic classification of hemorrhagic transformation after ischemic stroke
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Figure 2 Flowchart of diagnosing hemorrhagic transformation
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Table 3 Suggestions for reversal agents that may be considered on the basis of the mechanisms of action of the agent and alteplase

in patients with symptomatic intracranial hemorrhage occurring within 36 hours after alteplase infusion
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