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Abstract PLAC (placenta-specific family protein) is a class of placenta-specific expressed protein that
promote placental and fetal growth and development, and ensure the smooth progression of pregnancy by regulat-
ing placental formation, embryo implantation, and the function of trophoblast and embryonic stem cells. In recent
years, more and more attention has been paid to the changes in expression of PLAC family protein in placenta-me-
diated pregnancy disorders, with significant differences between them and healthy pregnant women, and abnormali-
ties in the expression of related proteins and genes that may be associated with the risk of placental dysfunction and
disease development. It is important to explore the relationship and mechanism of action of PLAC family protein
with placenta-mediated pregnancy disorders, and they may be potential biomarkers for pregnancy disorders, which
are expected to be used for diagnosis and prevention of diseases.
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Fig.1 The structure, signaling pathway and regulatory mechanism of PLAC1 (modified from references [9,15])
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Fig.2 The structure, signaling pathway and regulatory mechanism of PLACS8 (modified from references [19,21])
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TR IETRE U X N FE S R kB A
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PrEYILY, 4RiY PLACOER H I3 AL T N Je i ik
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PR I B R B A AR ZEE T PLACTI & &, W]
G G ) LI A4 B R0 BEAA I SET 25 22 41005, (R i Bt 1
EWIRAEAE, TR S HE X AR NI B = HPLACI
B R B AR IR A s R BUR R L, JRRA R
S XA AR,
2.2 FVEETRRRERVILTE .. REFERE

X RaRH AT WA 4 5, KL PLAC] 32 %
SENL T SRR AN R BB b, I 5 TS Sl kB
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P, R BIATAT REAE MR A ) B2l PLAC LB, 4t
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FRIE LA K Z R G G R PLACT mRNA
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Table 1 Expression of PLAC in placenta-mediated pregnancy disorders

HARA RIEAAL AR LR 275 SCHR

Protein type Expression Diseases References

PLACI Blood: mRNA | Abortion [49]

PLACI Blood: proteint Recurrent pregnancy loss [50]

& in vitro fertilisation failure

anti-PLACI antibody ~ Antibody? Repeated unexplained implantation failure [51]

PLACI1 Blood: mRNA? Preeclampsia [30,52,54-55]
Placenta: mRNA | [15,57]

PLAC3 Blood: mRNA? Preeclampsia [32]
Placenta: mRNA1T

PLAC4 Blood: mRNA1? Preeclampsia [32,34]
Placenta: mRNA1T

PLAC8 Placenta: protein? Preeclampsia [23-24,56]
mRNA?

PLACI1 Placenta: mRNA7T Fetal growth restriction [58]
Blood: mRNA? [59]
Placenta: protein| [7]

PLAC3 Placenta: mRNA1T Fetal growth restriction [35]
Blood: mRNA1?T

PLAC4 Placenta: mRNA1T Fetal growth restriction [35]

Blood: mRNA1?
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