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Prediction of key laboratory indicators for diagnosis of Kawasaki disease based on random forest”
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Abstract ; Objective To construct the diagnostic model by the random forest algorithm,and to analyze the
key laboratory indicators distinguishing incomplete Kawasaki disease from complete Kawasaki disease in order
to increase the diagnostic rate of incomplete Kawasaki disease and reduce its misdiagnosis rate. Methods A
total of 145 children patients with definitely diagnosed complete or incomplete Kawasaki disease in the pediat-
ric department of Ordos Central Hospital from January 2018 to June 2023 were selected,including 34 cases of
incomplete Kawasaki disease (incomplete group) and 111 cases of complete Kawasaki disease (complete
group). The differences in red blood cell count, hemoglobin, erythrocyte sedimentation rate, blood sodium,
white blood cell count,platelet count, mean platelet volume,neutrophil count,neutrophil percentage,lympho-
cyte count,lymphocyte percentage,C-reactive protein,alanine transaminase,total protein,albumin, total biliru-
bin,aspartate transaminase, procalcitonin (PCT), creatine kinase, creatine kinase M polypeptide (CK-M) , N-
terminal B-type natriuretic peptide precursor (N-proBNP), prothrombin time, thrombin time, D-dimer and u-
rine white blood cell count were compared between two groups. The random forest algorithm was used to con-
struct the diagnostic model and analyze the laboratory indicators for distinguishing incomplete Kawasaki dis-
ease from complete Kawasaki disease. Results The model results showed that the top 5 laboratory indicators
of contribution degree in order were platelet count (0. 381) ,urine white blood cell count (0. 372) ,lymphocyte

percentage (0. 260) ,thrombin time (0. 255) and neutrophil percentage (0. 163),which have important indica-
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tive significance in distinguishing Kawasaki disease types. The area under the receiver operating characteristic

(ROC) curve of the constructed diagnostic model was 0. 864, with a sensitivity of 1. 00 and a specificity of

0. 74. Conclusion Platelet count,urine white blood cell count,lymphocyte percentage,thrombin time and neu-

trophil percentage through the random forest algorithm could serve as the key laboratory indicators for the di-

agnosis of incomplete Kawasaki disease, which provides the theoretical basis for the diagnosis and timely treat-

ment of the children patients.
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Effect of glutathione on brain injury related indexes of newborn mice
exposed to sevoflurane based on iron death pathway”
LIU Hongxia ;\MIAO Zhenhua” NIU Huiyang ,SHI Haitao
Department of Hand Anesthesia , Xingtai Municipal Central Hospital , Xingtai  Hebei 054000, China

Abstract : Objective To investigate the effect of glutathione(GSH) on brain injury related indexes of new-
born mice exposed to sevoflurane based on iron death pathway. Methods Eighty healthy female mice with
SPF grade on 6 d of birth were selected and divided into the control group,simple sevoflurane group, GSH in-
tervention group and sulfonamide sulfonamide (BSO) intervention group,20 mice in each group. The simple
sevoflurane group, GSH intervention group and BSO intervention group adopted the sevoflurane intervention,
the control group did not adopt the sevoflurane intervention. Before adopting sevoflurane intervention, the
GSH group was injected by 400 mg/kg GSH and the BSO intervention group was injected by 600 mg/kg
BSO. The behavioral and neurological deficits of mice in each group were observed. The expression levels of
Tau protein 5 (Tau5) ,apolipoprotein E (ApoE),PHF1,AT8 in hippocampal tissues,and glutathione peroxi-
dase 4 (GPX4), cystine/glutamate antiporter (xCT),and nuclear factor erythroid 2-related factor 2 (Nrf2)
proteins levels in brain tissue were detected. The iron ion, MDA and GSH levels in brain tissue homogenate
supernatant were detected by colorimetric method,and the Perls staining was used to detect the iron deposi-
tion in mouse brain tissues. The HE staining was performed to analyze the brain pathological changes in mice.
Results The evasion latency and neurological deficit scores in the GSH intervention group were significantly

lower than those in the simple sevoflurane group,and the number of platform crossings was significantly high-
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