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[Abstract] Objective To explore the causes of aggravation of microcirculation disorders in the
process of intravenous thrombolysis with alteplase and the clinical outcomes. Methods The clinical data
of the aggravated signs and symptoms of 13 cases treated by alteplase were reported, and the onset
characteristics and clinical outcomes were analysed to summarize emergency experiences. Results There
were 13 patients with stenosis of intracranial large arteries occurred perforating branch infarctions caused
by the blocking of carried arteries (8 cases in internal carotid system, 5 cases in vertebral-basilar system).
In the process of thrombolytic therapy, main aggravated presentations including cortical ischemic symptom,
quadriplegia, exacerbated disturbance of consciousness were seen. Imaging examinations showed multiple
new petechial ischemic foci in cortex and watershed region or increasing of infarct foci in cerebellum and
brain stem. The prognosis was favorable after expectant treatment. NIHSS score was 8.69 + 3.42 at 24 h
after treatment, and mRS score was 0.94 + 0.37 at 3 month-follow-up. Neurologic deficit and quality of life
were evidently improved. Conclusion In the course of intravenous thrombolytic therapy with alteplase.
Aggravated clinical signs and symptoms may be related to various factors. Emboli disintegration inducing
microcirculation disorder is inferred to be the main cause. For patients presenting aggravated signs and
symptoms in thrombolysis process, favorable outcomes may occur as long as intensive care and timely
treatment are performed.
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Figure 1 Imaging findings before and after thrombolytic therapy.
infarction. Axial diffusion weighted imaging (DWI) showed abnormal signals in left basal ganglia before thrombolytic therapy
(arrow indicates, Panel la). Magnetic resonance angiography (MRA) showed regional stenosis in left middle cerebral artery before
thrombolytic therapy (arrow indicates, Panel 1b). Axial DWI showed high signals in left frontal and parietal lobes and periventricular

A 52-year-old male patient was diagnosed as left basal ganglia

basal ganglia after 24 h of thrombolytic therapy (arrow indicates, Panel 1c). MRA showed left middle cerebral artery poorly developed,
and distal branches of the artery were decreased after 24 h of thrombolytic therapy (arrow indicates, Panel 1d).
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Figure 2 Imaging findings before and after thrombolytic therapy. A 66-year-old female patient was diagnosed as left pons infarction.
Axial DWI showed abnormal signals at the left of pons before thrombolytic therapy (arrow indicates, Panel 2a). MRA showed thinner
right vertebral artery and heterogeneity of basilar artery in diameter before thrombolytic therapy (arrow indicates, Panel 2b). Axial DWI
showed high signals at the left of pons and both sides of cerebellar hemisphere after 24 h of thrombolytic therapy (arrow indicates, Panel
2¢). MRA showed thinner right vertebral artery and regional stenosis in basilar artery after 24 h of thrombolytic therapy (arrow indicates,
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