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Influence of Different White Matter Lesions Sites on Clinical Prognosis of Acute Ischemic Stroke Patients Treated with rt - PA Intravenous
Thrombolysis. CHEN Tong, CHEN Guofang, CHEN Zhengyu, et al. Xuzhou Central Hospital, Jiangsu 221009, China

Abstract Objective To investigate the influence of different white matter lesions sites on clinical prognosis of acute ischemic
stroke (AIS) patients treated with intravenous thrombolysis. Methods A total of 129 patients who combined with periventricular white
matter lesions (PWMLs) or deep white matter lesions ( DWMLs) with AIS on anterior circulation treated with intravenous thrombolysis
within the 4.5 hour time window in our hospital were collected between July 2014 to February 2021. According to Fazekas scale score, the
patients were divided into PWMLs group (2 —3 points) and DWMLs group (2 -3 points). According to the 90 days modified Rankin
Scale score, the patients were divided into good prognosis group (0 —2 points) and poor prognosis group (3 —6 points). The baseline da-
ta and clinical data of the AIS patients with intravenous thrombolysis were collected, and were used to analyze the influence of WMLs sites
on the clinical prognosis of patients. Results There was significant difference between PWMLs group and DWMLs group in age, total
cholesterol, triglyceride, high — density lipoprotein cholesterol, low — density lipoprotein cholesterol and hypertension( all P <0.05) ; The
proportion of stroke recurrence and poor prognosis in the PWMLs group was significantly higher than that in the DWMLs group (all P <
0.05). There was no statistically significant difference in the remaining baseline data and clinical data between the two groups (all P >
0.05). There was significant difference in pre — thrombolytic blood glucose (P =0.028), homocysteine (P =0.001), baseline NHISS
score (P <0.001), TOAST classification distribution (P =0.038) , area of WMLs (P =0.025) , proportion of early neurological deterio-
ration (P =0.001) and proportion of stroke recurrence (P <0.001) between the good prognosis group and the poor prognosis group. Mult-
ivariate regression analysis revealed that PWMLs compared with DWMLs (OR =8.92, P =0.037), baseline NHISS score (OR =1.67,
P <0.001), and stroke recurrence (OR =19.97, P =0.003) were independent risk factors for poor prognosis in patients with anterior

circulation acute ischemic stroke patients after intravenous thrombolysis at 90 days. Conclusion  The recurrence rate of stroke in patients
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with anterior circulation acute ischemic stroke combined with PWMLs undergoing intravenous thrombolysis is higher, and the clinical prog-

nosis is poorer at 90 days after onset. Compared with DWMLs, PWMLs can better predict the clinical prognosis of patients undergoing in-

travenous thrombolysis in anterior circulation acute ischemic stroke.
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SR A I A Bl BT 22 (white matter lesions,
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