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Predictive value of serum CTSB and NOX4 levels for the prognosis of
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JI Naixi ,CUI Yunyun” ,LIU Wenhao , LI Shangzhen .\WANG Xiankui \YAO Changqing
Intensive Care Medicine s Xining Second People’s Hospital s Xining »Qinghai 810003 ,China

Abstract: Objective To investigate prognostic value of serum levels of cathepsin B (CTSB) and NADPH
oxidase 4 (NOX4) in patients with sepsis associated acute kidney injury (S-AKI). Methods A total of 306 pa-
tients with sepsis treated to the hospital from June 2023 to June 2024 were selected,including 192 patients
with SSFAKI (S-AKI group) and 114 patients without SSFAKI (non-S-AKI group). According to the prognosis
of S-AKI patients,they were divided into poor prognosis group (n=127) and non-poor prognosis group (n=
65). The differences of CTSB and NOX4 in different groups were compared. Pearson analysis was conducted to
analyze the correlation between CTSB,NOX4 and clinical indicators. The influencing factors of poor prognosis
in S-AKI patients was analyzed according to multivariate Logistic regression. Receiver operating characteristic
(ROC) curve was used to analyze the predictive value of CTSB and NOX4 on the poor prognosis of S-AKI pa-
tients. Results The serum levels of CTSB,NOX4 and serum creatinine (SCr) in S-AKI group were signifi-
cantly higher than those in non-S-AKI group(P <C0. 05) , while the mean arterial pressure and oxygenation in-
dex were lower than those in non-S-AKI group (P<C0. 05). Serum levels of CTSB and NOX4 in patients with
sepsis were positively correlated with SCr (P <C0. 05). Compared to non-poor prognosis group,the age,SCr,
CTSB and NOX4 of patients in the poor prognosis group were higher, while the mean arterial pressure and ox-
ygenation index were lower (P <C0. 05). The increased mean arterial pressure and oxygenation index were pro-

tective factors for poor prognosis in S-AKI patients (P<C0. 05) ,and the increased age,SCr,CTSB and NOX4
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levels were risk factors for poor prognosis in S-AKI patients (P<C0. 05). ROC curve showed that the area un-
der the curve (AUC) of CTSB combined with NOX4 was significantly higher than AUC of single detection of

CTSB and NOX4 (Z=4.066,P<C0.001,Z=3.801,P <C0.001). Conclusion

The serum levels of CTSB and

NOX4 in S-AKI patients are elevated,and can indirectly reflect kidney function. CTSB combined with NOX4

can significantly improve the prediction efficiency of poor prognosis in S-AKI patients, which has potential ap-

plication value for clinical treatment and nursing.
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AA#EH(mmHe) 163.214+14.53 208.21420.17 20. 827 <0. 001
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Effect and mechanism of miR-486-5P on hypoxia/reoxygenation
induced ferroptosis in H9¢2 cardiomyocytes”
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Department of Clinical Laboratory ,A f filiated Hospital of Chengde Medical Univercity
(Hebei Key Laboratory of Panvascular Diseases) ,Chengde s Hebei 067000,China
Abstract: Objective To investigate the effect of miR-486-5P on ferroptosis in H9c2 cardiomyocytes after
hypoxia/reoxygenation (H/R), and to analyze its mechanism. Methods Using H9c2 cardiomyocytes as the
research object,a H/R injury model was established using cobalt chloride (CoCl,) and fresh culture medium.
The cells were divided into control group, H/R group. H/R+ miR-486-5P mimic NC group. H/R+ miR-486-
5P mimic group, H/R+ miR-486-5P inhibitor NC group and H/R -+ miR-486-5P inhibitor group. The relative
expression level of miR-486-5P was detected by quantitative reverse transcription-polymerase chain reaction
(gRT-PCR). The cell viability was detected by CCK-8 method. The activities or levels of lactate dehydrogen-
ase (LDH), glutathione (GSH),Fe*" and malondialdehyde (MDA) were detected by colorimetric method.
The levels of reactive oxygen species (ROS) and mitochondrial membrane potential (MMP) were detected by
DCFH-DA fluorescent probe and JC-1 assay,respectively. Western blot was used to detect the levels of AkT/
mTOR signaling pathway proteins and ferroptosis related protein solute carrier family 7 member 11
(SLC7A11) ,glutathione peroxidase 4(GPX4) and acyl-coa synthetase long chain family member 4 (ACSL4).
Results Compared with the control group,the level of miR-486-5P and cell viability in the H/R group de-
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