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The expression and methylation statues of imprinting gene
PHLDA? in placenta of preeclampsia

ZHU Hao, HU Rong, GU Wei—rongA
(Department of Obstetrics , Obstetrics and Gynecology Hospital, Fudan University ,Shanghai 200011, China )

[ Abstract] In order to investigate the expression level and methylation statues of imprinting gene
PHILDA?2 in placenta of preeclampsia, we collected the clinical information and samples of placenta tissues
from women with early onset preeclampsia (n=4) , late onset preeclampsia (7=20) and normal pregnancy
(n=30) in Obstetrics and Gynecology of Fudan University during Jun 2017 to Dec 2018.Clinical characters
were compared within the three groups. The mRNA expression of PHLDA2 was detected by real-time
PCR and the methylation statues was detected by pyrosequencing. There was no significant difference in the
relative mRNA expression level of PHLDA?2 between early onset preeclampsia and normal group (P=
0.405) , while hypermethylation was found in promoter region of PHLDA2 in early onset preeclampsia
group (P<C0.001). The relative mRNA expression level of PHLDA2 was decreased in late onset
preeclampsia group (P=0.019) , while hypermethylation was found in promoter region of PHLDA?2 in early
onset preeclampsia (P<C0.001).Low expression of PHLDA?2 and hypermethylation of promoter region in
placental tissues may be related to the pathogenesis of preeclampsia.
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Tab 1 Clinical features and obstetrical outcomes among the three groups

Maternal age (y) 37.75 * 3.30 35.93+4.15 35.43+6.29 P1=0.479,P,=0.775,P;=0.431

Gestational age (wk) 35.55+0.87 38.47 +0.89 38.69+ 1.31  P;<C0.000,P,=0.567,P5<_0.000

Nulliparous (%) 50 (2) 50 (8) 23.33(7)  P,=0.595,P,=0.066 27=0.28,42=3.38

Mode of delivery P1=0.104,P,=0.014,Ps=0.094  x;=4.53,%2=8.51,=2.81
Natural vaginal delivery 0 2 15
Operative vaginal delivery 0 0 2
C-section 4 14 13

Operative delivery (%) 100 (4) 87.5 (14) 50 (15) P1=0.015,P,=0.012,P5=0.094  x7=5.89,%2=6.30,:=2.81

Neonate birth weight (g) 1895.0+248.2 3207.5%568.4 3449.7+493.6 P;<<0.000,P,=0.140,P;< 0.000

SGA (%) 50 (2) 0 0
Newborn gender
Male (%) 75 (3) 75 (12) 63.33 (19)  P,=0.310,P,=0.421, 21=1.03,%,=0.65,
Apgar score
1 min<<7’(%) 75 (3) 0 0 P,<<0.000,P;=0.003 2=16.23,73=8.85
5min<<7' (%) 0 0 0

P, : Comparison between early onset preeclampsia and normal control group; P,: Comparison between late onset preeclampsia and normal control

group; P;: Comparison between early and late onset preeclampsia groups.
HEZH B 2 R AR (P=0.019) , T 1 B i 40 5 1 &
B TE BN I Z ) 22 S RGeS, Ik 2
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Tab 3 The methylation statue in promoter region of PHLDA2

among three groups

Tab2 Th ] ¢ PHLDAZ in o1 . Early onset PE group 4 27.45%16.57 P,<20.000
a € expression 0 In placenta Late onset PE group 16 20.10+9.45 P,<20.000
among the three groups Control group 30 17.35+8.22 P;<<0.000

P,: Comparison between early onset preeclampsia and normal
control group; P,: Comparison between late onset preeclampsia and

normal control group. P;: Comparison between early and late onset

Early onset PE group 4 1.742%£1.494 0.391 0.762 | )
Late onset PE group 16 1.940+0.784" 0589  0.665 precelampsia groups.
+ > > e
Normal control group 30 1.351+0.781 0 1 FFET- B 9.2% 57, B Bl 7= )L 45 B filc 3 BUs

(UP=0.019, comparison between late onset preeclampsia and
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