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[Abstract] Objective To analyze the risk factor for early neurologic deterioration in using Alteplase
thrombolysis to treat acute cerebral infarction. Methods 114 patients with acute cerebral infarction were se-
lected, they were treated alteplase thrombolytic therapy within 4. 5 h of the onset at the department of neurolo-
gy in our hospital from January 2013 to June 2018, and they were divided into the deterioration group (43
cases) and the non-deterioration group (71 cases) according to whether Early neurologic deterioration occurred
after alteplase treatment. The clinical baseline data of the two groups were collected and compared,and the risk
factors of END in patients treated with alteplase thrombolysis were analyzed. Results The number of alcohol
consumption, swallowing dysfunction, major vessel occlusion, and cardiogenic cerebral embolism, and white
blood cell count, TC value,ldl-c value, lipoprotein (a) value, ApoB, creatinine value in the deteriorating group
were significantly higher than those in the non-deteriorating group (all P<C0. 05), however HDL-C level was
significantly lower than that in the non-deteriorating group (P<Z0. 05),and there were no statistically signifi-
cant differences in other baseline data (all P=>0. 05); Logistic regression analysis showed that lipoprotein (a)
level , hdl-c level, responsible large vessel occlusion.and cardiogenic cerebral embolism were all significantly cor-
related with the END after thrombolysis (P<C0. 05). Conclusion Lipoprotein (a) and HDL-C abnormalities,
responsible large vessels occlusion, and cardiogenic cerebral embolism were all independent risk factors for
END in Acute cerebral infarction after alteplase treatment.
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