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Relationship between serum orexin A,aspartate aminotransferase levels and
the condition and prognosis of patients with acute ischemic stroke”
XU Guodong s DONG Xiaoli \ LIANG Xiaohui ,MA Liang
Department of Neurointerventional , Hebei Provincial People’s Hospital
Shijiazhuang , Hebei 050000, China

Abstract:Objective To investigate the relationship between serum orexin-A (OXA) and aspartate amin-
otransferase (AST) levels and the disease severity and prognosis in patients with acute ischemic stroke
(AIS). Methods A total of 167 AIS patients (AIS group) treated at Hebei Provincial People’s Hospital from
January 2021 to January 2024 and 84 healthy individuals undergoing physical examinations (control group)
were selected as the research objects. AIS patients were categorized by severity into mild AIS group [ National
Institutes of Health Stroke Scale (NTHSS) score <(5,42 cases],moderate AIS group (NIHSS score 5—<C16,
56 cases) ,moderate-to-severe AIS group (NIHSS score 16 —<C21,36 cases),and severe AIS group (NIHSS
score ==21,33 cases). Based on 3-month prognosis (modified Rankin scale) , patients were divided into poor
prognosis group (=>2 grade,54 cases) and good prognosis group (<2 grade,113 cases). Spearman correlation
analysis was used to assess the relationship between NIHSS scores and serum OXA and AST levels in AIS pa-
tients. Multivariate unconditional Logistic regression was used to determine the relationship between serum
OXA and AST levels and the prognosis of AIS patients. Receiver operating characteristic (ROC) curve was
used to analyze the predictive efficacy of serum OXA and AST levels for prognosis. Results Compared with
the control group,serum OXA level in the AIS group was lower, while AST level was higher (P<C0. 05). Ser-
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um OXA level progressively decreased,and AST level progressively increased across the mild, moderate, mod-
erately severe,and severe AIS groups (P <C0. 05). NIHSS score was negatively correlated with serum OXA
level and positively correlated with AST level in AIS patients (P<C0. 05). High OXA level was an independent
protective factor for poor prognosis in AIS patients, while high AST level was an independent risk factor (P <<
0.05). The area under the curve (AUC) of the combined assessment of serum OXA and AST levels in predic-
ting poor prognosis in AIS patients was 0. 873, which was greater than the AUC of OXA (0. 793) and AST
(0.770) alone (P<C0. 05). Conclusion

sociated with disease severity and poor prognosis. The combined evaluation of serum OXA and AST levels has

In AIS patients,lower serum OXA level and higher AST level are as-

higher predictive value for AIS prognosis.
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