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Abstract: Objective To analyze the serum antiphospholipase A2 receptor (PLLA2R) antibody titer and C-
type lectin-like domain 1 (CTLD1) level in patients with idiopathic membranous nephropathy (IMN) ,as well
as their predictive value of prognosis. Methods A total of 154 patients with IMN in Mianyang 404 Hospital
were selected from May 2022 to May 2023, and their prognosis was evaluated after 12 months of treatment,
and they were divided into poor prognosis group and good prognosis group according to their prognosis. Gen-
eral information,serum PLLA2R antibody titer and CTLD]1 level at admission were compared between the two
groups. Pearson correlation analysis was used to investigate the correlation between serum PLA2R antibody
titer and CTLDI1 level at admission. Multivariate Logistic regression was used to analyze the factors influen-
cing the poor prognosis of IMN patients. Receiver operating characteristic (ROC) curve was used to analyze
the value of serum PLLA2R antibody titer and CTLDI1 level in predicting poor prognosis in IMN patients.
Results The rate of poor prognosis among the 154 patients with IMN in this study was 25. 97%. The esti-

mated glomerular filtration rate (eGFR) at admission in the poor prognosis group was lower than that in the
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good prognosis group,and the 24-h urinary protein (24 h-pro),serum PLA2R antibody titer and CTLDI1 level
were higher than those in the good prognosis group (P<C0. 05). The serum PLLA2R antibody titer at admission
in both the poor prognosis group and the good prognosis group correlated positively with the level of CTLDI1
(r=0.572,0.564, P <0. 05). At admission, eGFR, 24-h pro,serum PLA2R antibody titer and CTLDI1 level
were all factors influencing the poor prognosis of IMN patients (P<C0. 05). The area under the curve (AUC)
of serum PLAZ2R antibody titer and CTLDI1 alone for predicting poor prognosis in IMN patients at admission
were 0.761 and 0. 768 respectively,which showed no significant difference compared with the AUC of eGFR
and 24 h-pro (P>>0.05). The AUC of serum PLA2R antibody titer combined with CTLD]1 for predicting poor
prognosis in IMN patients was 0. 886, which was larger than the AUC predicted by eGFR, 24 h-pro, serum
PLA2R antibody titer and CTLD1 alone (P <C(0. 05). Conclusion The serum PLAZ2R antibody titer and
CTLD1 level are closely related to the prognosis of IMN patients,and combined detection has good application

value in predicting poor prognosis.
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Relationship between ESR,NK cell/hs-CRP,CysC and EBV-DNA load in children
with infectious mononucleosis and efficacy in predicting kidney damage "
ZHUO Xinxin ,ZENG Xia ,SU Lina ,ZHOU Xingzhu
Department of Pediatric Gastroenterology s Hainan Women and Children’s Medical Center
Haikou , Hainan 570100,China
Abstract: Objective To investigate the relationship between erythrocyte sedimentation rate (ESR) ,natu-
ral killer (NK) cells/high-sensitivity C-reactive protein (hs-CRP),cystatin C (CysC) and EB virus (EBV)-
DNA load in children with infectious mononucleosis (IM) ,as well as the efficacy of predicting kidney injury.
Methods A total of 196 children with IM admitted to Hainan Women and Children's Medical Center from
February 2020 to June 2024 were selected as the research subjects,and were divided into kidney injury group
and non kidney injury group based on whether there was kidney injury. Compare the ESR, NK cell/hs-CRP
and CysC between the two groups,among children with different EBV-DNA loads. Use Spearman correlation
analysis to investigate the correlation between ESR,NK cell/hs-CRP,CysC and EBV-DNA load. Use multiple
Logistic regression analysis to investigate the effects of ESR,NK cell/hs-CRP and CysC on IM kidney injury.
Draw receiver operating characteristic (ROC) curve to analyze the efficacy of ESR,NK cell/hs-CRP and CysC
in predicting IM kidney injury. Results The ESR and CysC in the kidney injury group were higher than those
in the non kidney injury group,and NK cell/hs-CRP was lower than that in the non kidney injury group,with
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