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Relationship between plasma SP1, sFItl and Ghrelin and fetal growth restriction in patients with early-onset

severe preeclampsia ZHONG Lili. Department of Obstetrics, Fujian Province Longyan People s Hospital,
Longyan, Fujian 364000, China
[Abstract]  Objective To analyze the relationship of plasma pregnancy-specific 81 glycoprotein (SP1), soluble FMS-like
tyrosine kinase-1 (sFltl) and growth hormone releasing peptide (Ghrelin) with fetal growth restriction (FGR) in patients with
early-onset severe preeclampsia. Methods The clinical data of 73 patients with early-onset severe preeclampsia who were treated
in the hospital between September 2018 and September 2020 were retrospectively analyzed, and the patients were divided into
FGR group (n=41) and non-FGR group (n=32) according to fetal growth restriction. The levels of plasma SP1, sFltl and
Ghrelin were compared between the two groups of pregnant women. Pearson correlation analysis was used to analyze the correla-
tion between plasma SP1, sFltl and Ghrelin levels and fetal body mass, and ROC curve was adopted to analyze the predictive
efficiency of plasma SP1, sFltl, and Ghrelin on fetal growth restriction in patients with early-onset severe preeclampsia. Results
The plasma SP1 level in FGR group was significantly lower than that in non-FGR group (P <C0. 05) while the plasma sFltl
and Ghrelin levels were significantly higher than those in non-FGR group (P<C0. 05). Fetal body mass was negatively correlated
with plasma sFltl and Ghrelin (P <C0.05), and was positively correlated with plasma SP1 (P <C0.05). The AUCs of SP1,
sFlt] and Ghrelin curves were significantly larger than the reference lines (P<Z0.05), and the cut-off values were 95. 88 mg/L,
33.83 pg/L and 16. 54 pg/L. Conclusion Plasma SP1, sFltl and Ghrelin are closely related to FGR in patients with early-onset
severe preeclampsia. Plasma SP1, sFltl and Ghrelin levels can also effectively predict the occurrence of FGR and have high clin-

ical detection value.
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Mutation analysis of the common deafness genes in infants with non-syndromic severe-profound deafness
FAN Youwu, ZHENG Yanging » LIU Yaxue. Childrens Hospital of Quanzhou, Maternity and Child Health Hospital of
Quanzhou s Quanzhou, Fujian 362000, China
[ Abstract] Objective  To analyze the deafness gene mutations in children with non-syndromic hearing impairment

(NSHD, and to investigate the mutation types and frequency of genes in severe-profound hearing impairment infants. Methods

A total of 249 infants with severe-profound hearing impairment diagnosed by our hospital were tested for 20 mutations of four
causative genes, including GJB2, GJB3, SLC26A4 and mitochondrial 12S rRNA. Results In 249 cases with non-syndromic
severe to profound sensorineural hearing loss, 93 cases (37.35%) were found to carry causative mutation, 25 of which with
single gene homozygous mutations, 26 of which with single gene and double-site heterozygous mutations, and 33 with single-
gene and single-site mutations, mitochondrial gene variant 9 cases. Fourty-nine cases had GJB2 mutations, 35 cases had
SLC26 A4 mutations, and 9 cases had mtDNA m. 1555A>G mutation. GJB3 mutations didn’t find In SLC26 A4 mutations, 35
cases (70 ears, 58.57%) recorded the ASNR in ABR testing. Conclusion The GJB2 and SLC26A4 genes are the two common
causative genes in this study. The occurrence of ASNR may one of the important evidences for enlarged vestibular aqueduct diag-
nosis.

[Key words] non-syndromic severe-profound deafness; gene mutations; ASNR
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