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Expression and significance of placenta glucose transporter 3 in fetal growth restriction
LI Jinyan',HU Rongjing' ,ZENG Min**
(1. Department of Obstetrics and Gynecology ;2. Department of Pathology ,Chongqing
Municipal Hospital of Traditional Chinese Medicine ,Chongqing 400021 ,China)

[Abstract] Objective To explore the expression of placenta glucose transporter 3 (GLUT3) in normal
pregnancy and fetal growth restriction (FGR) and to investigate its significance in FGR. Methods The pla-
cental tissues were collected from the normal pregnancy group (n=15) and FGR group (n=15). The expres-
sion of GLUTS3 in placental maternal surface and fetal surface were analyzed by Immunohistochemical method.
The expression levels of GLUT3 mRNA and protein in placental maternal surface and fetal surface were detec-
ted by adopting RT-qPCR and Western blot respectively. Results The fetal weight, placenta weight and pla-
centa thickness in the FGR group were [ (2 035, 94451, 2)g,(386.2+55.3)g and (1. 93740. 6)cm respective-
ly) ,which were lower than the corresponding indicators in the control group (3 205. 8 £358. 1) g, (582. 7=+
77.4)g and (2.56=%0.4)cm,all P<<0.05]. The immunohistochemical results showed that the average optical
density (AOD) level of GLUTS3 in the placental maternal surface of FGR was 0. 451 £0. 121, which was
markedly higher than 0. 2772£0. 093 in the control group (P<C0. 05). The mRNA and protein levels of GLUT3
in placental maternal surface of FGR were 2. 124:0. 23 and 1. 1240. 23 respectively, which were significantly
higher than 0.462+0. 13 and 0. 48£0. 13 in the control group (all P<C0. 05). AOD in the placental fetal surface
of FGR,GLUT3 mRNA and protein expression had no significant difference between FGR and control group.
Conclusion FGR placental anoxia causes GLLUT3 expression increase in placental maternal surface, the placenta ex-
cessively consumes glucose due to placental anoxia,and finally leads to decrease of glucose transporting to fetus.
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