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Study on the Relationship between the Expression Levels of Serum SLC7A11
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Abstract : Objective To investigate the relationship between the expression of serum solute carrier family member 11 (SLC7A11)
and acyl CoA synthase long-chain family member 4 (ACSL4) and the degree of neurological impairment and prognosis in
patients with acute cerebral infarction (ACI). Methods 60 ACI patients admitted to the Department of Neurology, Suzhou Jiulong
Hospital, School of Medicine, Shanghai Jiaotong University from October 2019 to December 2022 were selected as the ACI
group, and 60 healthy people in the same period were taken as a control group. Serum SLC7A11 and ACSL4 levels were detected
by enzyme-linked immunosorbent assay(ELISA). According to the degree of neurological impairment [assessed by the National
Institutes of Health Stroke Scale (NIHSS)], 60 patients with ACI were divided into a mild group( n=41 ) and a severe group ( n=19 ).
According to the prognosis of patients 3 months after discharge [assessed by the modified Rankin scale (mRS) score], 60 patients
with ACI were divided into good group (n=47 ) and bad group (n=13) , and the serum SLC7A11 and ACSL4 levels of ACI

patients in different groups were compared. Pearson correlation was used to analyze the correlation between serum SLC7A11
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and ACSL4 levels and the degree of neurological impairment and prognosis, and receiver operating characteristic(ROC) curve
was used to analyze the value of serum SLC7A11 and ACSL4 levels in predicting poor prognosis of ACI patients. Results The
serum SLC7A11 (16.88 + 3.19ng/ml) level in ACI group was lower than that in the control group (25.13 + 5.61ng/ml),
and the ACSL4(40.01 + 4.23ng/ml ) level was higher than that in the control group (23.29 + 5.72ng/ml), with statistical
significance (1=9.902, 18.205, all P<0.05). Serum SLC7A11(15.16 = 3.91ng/ml ) level in ACI patients in the severe group
was lower than that in the mild group ( 17.68 + 2.41ng/ml), and ACSL4 (42.08 + 5.02ng/ml) level was higher than that in a
mild group (39.05 + 3.40ng/ml), the serum SLC7A11(14.25 + 2.95 ng/ml) level of ACI patients in the bad group was lower
than that in the good group (17.61 + 2.85 ng/ml), and the ACSL4 (43.54 + 3.87 ng/ml) level was higher than that in the
good group (39.03 + 3.78 ng/ml), and the differences were statistical significance (= 3.070, 2.747; 3.735, 3.789, all P<0.05).
Pearson correlation analysis showed that serum SLC7AT11 level was negatively correlated with NISS and mRS scores of ACI
patients (=-0.416,-0.378,all P < 0.05). The serum ACSL4 level was positively correlated with NISS and mRS scores (-=0.351,
0.415, all P<0.05). The AUC (95% CI) of serum SLC7A11 and ACSL4 in predicting the poor prognosis of ACI patients was
0.810 (0.688 ~ 0.900), and the sensitivity and specificity were 68.09% and 92.31%, respectively, which were better than those
of individual detection (Z=2.176, 1.977, P=0.030, 0.048). Conclusion The combination of serum SLC7A11 and ACSL4 has a
high predictive efficiency for the poor prognosis of ACI patients.
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