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A modified thromboembolic stroke model of rat suitable for the delayed thrombolytic therapy YOU
Xiao-fang, LI Ming-hua, ZHAO Jun-gong, LI Yong-dong, CHENG Ying-sheng. —Department of Radiology,
Shanghai Sixth People’s Hospital, Shanghai Jiaotong University , Shanghai 200233, China

[Abstract] Objective To develop a modified focal thromboembolic stroke model of rat suitable for the
delayed thrombolytic therapy. Methods Ten fibrin-rich autologous blood clots (0.8 — 1.0 mm in length, 0.35
mm in width)were injected into the internal carotid artery to establish a focal thromboembolic stroke model. 138
embolized rats were divided randomly into ischemic group (n = 68)and delayed thrombolytic therapeutic group
(n=70). At3h, 6hand9 h after embolization, the rats in delayed thrombolytic therapeutic group were
treated with 10 mg/kg recombinant tissue plasminogen activator respectively, while no treatment was performed
on ischemic group. Lesion size, location, relative cerebral blood flow volume at different time, and intracranial
hemorrhage after treatment were evaluated by MRI.  After the last MRI examination, the rats were decapitated
and their brain tissue were fixed with formalin for further pathology study. Results Embolization with a pre-
formed clot resulted in a focal infarction in the territory supplied by the MCA branch or anterior choroid artery,
including 79.4% (104/131) of infarction located in ipsilateral parietal cortex or/and audoputamen, with
infarction volume of (23.12 + 6.04)% in embolized hemisphere. At 3 h, 6 h, and 9 h after embolization, the
relative cerebral blood flow volumes were (36.86 = 16.02)% , (40.67 + 2591)% and (44.72 = 26.51)%
respectively, with no statistical difference between them(3 hvs 6 h, Z=-0.958, P=0.338, 3 hwvs 9 h, Z=—
1.147, P=0.251). Hemorrhage was observed in 12 rats, all of that were in delayed thrombolytic therapeutic
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group. 13 rats died wthin 24 hours and 3 died within 12 days after delayed thrombolyic therapy. Conclusion

The modified rat thromboembolic brain model is reliable and repeaducible closely mimicking that of the human

middle cerebret urterial branch thrombosis, suitable for invastigating the delayed thrombolytic therapy in rats.(J

Intervent Radiol, 2007, 16: 330-333)
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