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The expression and clinical significance of autophagy-related
proteins in the placental tissues of pregnant women with
preeclampsia*

Gu Meng-wei, Ding Li-juan, Chen Chen
epartment o stetrics, The Affiliate uxi People's Hospital of Nanjin, edical Universi
[Dep Ob The Affiliated Wuxi People's Hospital of Nanjing Medical Ul ty
(Wuxi Medical Center, Nanjing Medical University), Wuxi, Jiangsu 214002, China]

Abstract: Objective To explore the expression and clinical significance of autophagy-related proteins (LC3-
II, LC3-1, and LC3B) in the placental tissues of pregnant women with preeclampsia. Methods A total of 108
pregnant women with preeclampsia who visited the Department of Obstetrics of our hospital from August 2021 to
August 2023 were selected for this study, which included 54 pregnant women with early-onset preeclampsia (early-
onset group) and 54 with late-onset preeclampsia (late-onset group). Additionally, 30 healthy pregnant women who
visited the hospital during the same period were taken as a control group. The mRNA expression of LC3B and
protein expressions of LC3B, and LC3-II/LC3-1 in the placental tissues of pregnant women in each group were

measured by quantitative real-time polymerase chain reaction and Western blotting, respectively. Results In the
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carly-onset group, the relative mRNA and protein expressions of LC3B, as well as the LC3-II/LC3-1 ratio in
placental tissues of pregnant women, were significantly higher than those in the late-onset and control groups (P <
0.05). There was no significant difference in the relative mRNA and protein expressions of LC3B and the LC3-1I/
LC3-I ratio between the late-onset group and the control group (P > 0.05). In the early-onset group, pregnant women
aged > 30 years had higher relative mRNA and protein expressions of LC3B and LC3-II/LC3-1 ratio compared with
those aged < 30 years (P < 0.05). The Spearman correlation analysis revealed that there were positive correlations
between the age of pregnant women and the mRNA and protein expressions of LC3B and the LC3-1I/LC3-I ratio in
the early-onset group (r, = 0.292, 0.299, and 0.279, all P < 0.05). No significant difference in the relative mRNA and
protein expressions of LC3B and the LC3-II/LC3-I ratio was observed among those with different BMI and types of
pregnancy in the early-onset group (P > 0.05), or among those with different ages, BMI and types of pregnancy in
the late-onset group (P > 0.05). Conclusions The expressions of autophagy-related proteins in placental tissues
exhibit a specific pattern in individuals with preeclampsia, which is particularly prominent in pregnant women with

early-onset preeclampsia and associated with the maternal age.
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