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Level and significance of serum PPMI1A in patients with idiopathic membranous nephropathy "
ZHANG Chao ,2WEI Jinxi,LEI Min
Department of Nephrology »Pidu District People's Hospital sChengdu ,Sichuan 611730,China

Abstract:Objective To explore the level and significance of serum protein phosphatase 1A (PPMI1A) in
the patients with idiopathic membranous nephropathy (IMN). Methods A total of 100 patients with IMN re-
ceiving treatment in the nephrology department of this hospital from March 2019 to March 2022 were selected
as the observation group,and 100 healthy volunteers undergoing the physical examination in this hospital dur-
ing the same period were selected as the control group. Fasting venous blood was collected from IMN patients
at admission and control group during physical examination. Serum PPMI1A level and other clinical indexes
[ total cholesterol (TC), triglyceride (TG), creatinine (Cr), blood urea nitrogen (BUN), serum albumin
(ALB) ,serum uric acid (UA),hemoglobin (Hb) ,platelet count (PLT) ] were detected in all subjects;24 h u-
rine was collected from all patients and 24 h proteinuria (UTP) levels were detected. The correlation between
serum PPMI1A level and other clinical indexes of IMN patients was analyzed. According to estimate glomerular
filtration rate (eGFR) ,the patients with IMN were divided into the reduced renal function group and normal
renal function group. The receiver operating characteristic (ROC) curve was drawn to analyze the value of ser-
um PPMI1A in predicting the renal function decline in IMN patients. Results Compared with the control
group,the levels of PPM1A,ALB and Hb in the IMN group were decreased, while the levels of Cr,BUN and
UA all were increased, and the differences were statistically significant (P<C0. 05). The levels of PPMI1A,
ALB,and Hb in the renal function decrease group all were lower than those in the renal function normal
group,while the levels of Cr, UTP and BUN all were higher than those in the renal function normal group,and
the differences were statistically significant ( P<Z0.05). The results of Pearson correlation analysis showed
that the serum PPMI1A level in IMN patients was negatively correlated with UA, UTP,Cr and BUN (P <<
0. 05) ,and positively correlated with ALB and Hb (P <C0. 05). The results of ROC curve analysis showed that
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the area under the curve (AUC) of serum PPMI1A in predicting the decline of renal function in IMN patients
was 0.816 (95%CI:0.726—0. 886) ,with a sensitivity of 95.12% and a specificity of 67. 80%. Conclusion
The serum PPM1A level in the patients of the IMN group is decreased, which is correlated with the decline of

renal function,could predict the decrease of renal function in the patients with IMN,and have certain reference

significance for clinically evaluating the progression of renal function in the patients with IMN group.
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A retrospective cohort study of dichorionic twin fetuses iatrogenic fetal reduction
operation and expectation management”
CHEN Yueduo' .LAN Ling' .YANG Jingwei'* ,ZHAO Ling'"
1. Reproductive Medicine Center s A f filiated Women and Children’s Hospital of Chongqing Medical
University /Chongqing Municipal Infertility and Assisted Reproduction Clinical Medical
Research Center ,Chongqing 400013,China ;2. College of Public Health ,Chongqging Medical
University ,Chongqging 400016 ,China

Abstract:Objective To compare the maternal and infant outcomes of iatrogenic fetal reduction and early
spontaneous fetal reduction (iISA) in the patients with dichorionic twins. Methods A total of 5 502 patients
with early determined dichorionic twins conducting in vitro fertilization-embryo transfer (IVF-ET) in the Re-
productive Center of the Women and Children’s Hospital Affiliated to Chongqing Medical University from
September 2016 to October 2022 conducted the retrospective cohort study. The patients with fetal reduction
were divided into the iatrogenic reduction group and expectant management-natural reduction group according
to the follow-up duration of pregnancy and adopted fetal reduction. The baseline data and perinatal maternal
and infant outcomes were compared between the two groups in order to provide a better decision-making basis
for clinicians and patients. Results There were 151 cases in the iatrogenic fetal reduction group and 632 cases
in the expectation management-natural fetal reduction group. The natural fetal reduction rate in the early
pregnancy (within 12 weeks of gestation) of the dichorionic twin population was 11.49% (632/5 502),and
the risk of complete miscarriage was 9. 83% (541/5 502). The incidence rate of complete miscarriage after iat-
rogenic fetal reduction in the iatrogenic fetal reduction group was higher than that in the expectation manage-
ment-spontaneous fetal reduction group [ 6. 62% (10/151) wvs. 3. 16% (20/632) ],and the neonatal body weight
was lower than that in the expectation management-spontaneous fetal reduction group,and the differences
were statistically significant (P <C0. 05). Conclusion For IVF patients intending to have a single fetus, the ex-
pectant therapy could be carried out first. If spontaneous fetal reduction does not occur in the early pregnancy,
the remedial iatrogenic fetal reduction is recommended at 12— 13 weeks.

Key words: dichorionic twin; iatrogenic fetal reduction; early natural embryo loss; maternal and in-

fant outcomes; perinatal period
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