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Relationship between Orthostatic Circulatory Disorders and Severe Cerebral White Matter Lesions in Patients with Mild Acute Ischemic
Stroke. LI Shuangxing, TANG Weiting, FAN Wenjie ,et al. Department of Neurology, Affiliated 2nd Hospital of Hainan Medical Universi-
ty, Hainan 570100, China

Abstract Objective To explore the relationship between orthostatic circulatory disorders and severe cerebral white matter lesions
in patients with mild acute ischemic stroke. Methods Mild AIS patients visited outpatient and inpatient department of Neurology, from
June 2019 to June 2021, were enrolled. Magnetic resonance imagine were measured among these patients and WMLs was evaluated by
Fazekas scale. Patients were divided into non — WMLs or mild WMLs according to O —3 points of Fazekas scale,and severe WMLs group
with 4 — 6 points. Active — standing TCD test were performed on all patient, and blood pressure, heart rate and cerebral hemodynamics
were recorded. Results A total of 128 AIS patients were enrolled, including 105 cases(82.0% ) non — WML or mild WMLs,23 cases
(18.0% ) severe WMLs. Severe WMLs group was older and prevalence rate of hypertension was higher than that in non - WMLSs or mild
WMLs goup( P were 0.001,0.017). According to the results of supine — to — standing TCD test, patients were classified into Normal
group32 cases (25.0% ), Orthostatic cerebral hypoperfusion (OHP) 36 cases (28. 1% ), Orthostatic hypertension ( OHT) 38 cases
(29.7% ), Orthostatic hypotension — compensated (OH - C)8 cases (6.3% ) Orthostatic hypotension — uncompensated (OH - U) 16 ca-
ses (10.9% ). Incidence rate of OH — U was higher in severe WMLs group[ 6(26.1% ) vs 8(7.6% ), P =0.02]. Multivariate Logistic
regression analysis showed that older age( OR =0.92,95% CI1:0.87 -0.97,P =0.002) , hypertension (OR =0.162,95% CI.0.034 -
0.770,P =0.022)and OH - U (OR =4.82,95% CI:1.29 -17.91,P =0.019) were independent risk factor for severe WMLs in patients
with mild AIS. Conclusion OH - U is an independent risk factor for mild AIS patients with severe WMLs.
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