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Tirofiban reduces the incidence of progressive cerebral infarction after intravenous thrombolysis for cerebral infarc-
tion PENG Wei, WANG Hui, QIAO Xiang-liang™. Department of Neurology, Shuizhou Hospital, Hubei University of Medi-
cine, Hubei Shuizhou 441300, China
Corresponding author: QIAO Xiang-Liang, E-mail: HBSZqiao@ 126. com

Abstract Objective: To explore whether the early use of tirofiban after intravenous thrombolysis can reduce the inci-
dence of progressive cerebral infarction. Methods: A total of 140 patients with low risk of hemorrhage after thrombolysis for
cerebral infarction were enrolled. A retrospective cohort study was conducted. A total of 51 patients given tirofiban after in-
travenous thrombolysis served as the exposed group, and 89 patients not given tirofiban after intravenous thrombolysis served
as the non-exposed group. The incidence of progressive cerebral infarction, early symptom improvement, symptomatic intrac-
erebral hemorrhage and 90-day prognosis were compared between the two groups. Results: The incidence of progressive cere-
bral infarction was significantly lower in the exposed group than in the non-exposed group(P =0.011). Early symptom im-
provement rate was significantly higher in the exposed group than in the non-exposed group(P < 0.001). There was no sig-
nificant difference in the bleeding conversion rate between the two groups (P =0.300). The 90-day prognosis of the exposed
group was significantly better than that of the non-exposed group(P = 0.037). Conclusion: For cerebral infarction patients
with low risk of hemorrhage after thrombolysis, the use of tirofiban after intravenous thrombolysis can reduce the incidence of
progressive cerebral infarction, promote the recovery of early symptoms and improve the long-term prognosis without increas-
ing the incidence of symptomatic cerebral hemorrhage.
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