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[Abstract] Objective The incidence of stroke in China has been growing year by year and has
become the first cause of death exceeding cancer and heart disease. However, non-standard thrombolytic
drug dose and therapeutic time window have seriously affected the treating effect of acute ischemic stroke.
This study aims to explore the effect of intravenous alteplase with standard dose and reperfusion injury of
ischemic brain tissue and prognosis of patients receiving thrombolytic therapy within therapeutic time
window. Methods Clinical data of 86 patients with acute ischemic stroke receiving thrombolytic therapy
with alteplase were retrospectively analyzed. Efficacy at 24 h and 3 months after thrombolysis was
evaluated according to the multi - modal MRI, and the U.S. National Institutes of Health Stroke Scale
(NHISS) and modified Rankin Scale (mRS) were used to identify the extent of neurological function
improvement and prognosis of patients. Results Among 86 patients, 56 cases were anterior circulation
ischemia, and 30 cases were posterior circulation ischemia. At 24 h after thrombolysis, 62 cases with
favorable neurological function outcome accounted for 72.09%, and 24 cases with poor outcome accounted
for 27.91%. The NHISS scores before and after thrombolysis were statistically different (P =0.023). Based
on multi-modal MRI of 42 cases at 24 h after thrombolysis, there were 18 cases with complete vascular
recanalization (42.86%), 6 cases with partial recanalization (14.28%) and 18 cases with occlusion (42.86%).
The difference before and after thrombolytic thearpy was statistically significant (P = 0.073). In the follow-
up of 3 months, 78 patients with favorable function outcome accounted for 90.70%, and 8 cases with poor
outcome accounted for 9.30%, which were significantly different from that before thrombolysis (P = 0.008).
Conclusion Cerebral vascular recanalization and reperfusion of brain tissue are reliable indicators of
clinical efficacy for intravenous thrombolysis with alteplase.
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Figure 1 A 68-year-old male patient was diagnosed as periventricular infarction in the right basal ganglia. Imaging findings
before and after thrombolytic therapy. DWI before thrombolytic therapy showed periventricular abnormal signals in the right basal
ganglia (arrow indicates, Panel la). PWI before thrombolytic therapy showed the mean transit time (MTT) of right frontal-parietal
lobe, basal ganglia and periventricular region was prolonged, and the blood flow velocity was slow (arrows indicate, Panel 1b).
MRA before thrombolytic therapy showed the circumscribed abnormal flow void shadow presented in the bifurcation of right
middle cerebral artery (arrow indicates, Panel 1c¢). DWI after 24 h of thrombolytic therapy showed periventricular abnormal
signals of the right basal ganglia, suggesting new onset of infarction (arrow indicates, Panel 1d).
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