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[Abstract] Objective To investigate the correlation between the serum levels of myeloperoxidase ( MPO) and endothelial
nitric oxide synthase ( eNOS) and the chronic cerebral hypoperfusion ( CCH) . Methods  Fifty patients with CCH who attended our
outpatient clinic from February 2022 to July 2022 were included ( CCH group) . Thirty people with healthy physical examination in the
same period were selected as a control group. The expression of serum MPO and eNOS and other clinical characteristics were compared
between the two groups. Multifactorial logistic regression was used to analyze the risk factors of CCH. Results The expression of eNOS
was lower and the expression of triglyceride ( TC) low-density lipoprotein cholesterol ( LDL-C)  high-density lipoproteincholesterol
(HDL-C) non-HDL-C MPO were higher in the CCH group than those in the control group ( P<0.01) . Logistic regression analysis
showed that lower low expression of eNOS and high expression of MPO were independently associated with the occurrence of CCH. Con—
clusions Serum level of MPO was significantly elevated and eNOS was significantly decreased in CCH patients. Serum MPO and
eNOS may serve as valid biomarkers for CCH.

[Key words] Chronic cerebral hypoperfusion; Arterial spin labeling ( ASL); Myeloperoxidase; Endothelial-type nitric

oxide synthase
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