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Figure 1. RT-PCR of HIF-1a mRNA in placental membranes (A) and,
chorionic plates(B) from normal (control) and chorioamnionitis
(CaSe 1,2,3) oot 12

Figure 2. HIF-1a mRNA expression by RT-PCR in placental
membranes (A) and, chorionic plates (B) from normal (control) and
chorioamnionitis (case 1,2,3). Data was shown as the average

relative expression of HIF-1a mRNA to B-actin ............. 12

Figure 3. Immunohistochemical analysis of HIF-1a in normal placenta
(A) and placental membranes of chorioamnionitis (B). Hematoxylin and
eosin (H-E)stain of normal placenta (C) and placental membranes of

chorioamnionitis (D) .« .ottt 13
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3. RT-PCR (Reverse transcriptase polymerase chain
reaction)
7}. RNA extraction and cDNA synthesis
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Y. RT-PCR

RT-PCR ¥H&& #13 50mM KCL, 10mM Tris-HCl (pH 8.3), 0.01%
gelatin®.® FA4%® PCR buffer®} 2.5mM MgCl,, 2.5mM dNTP, 2.5
unit®] Taq DNA polymerase®} Z+2b 0.2mme] HIF-1a¢] th3gl Eo]&<Ql
forward primer % reverse primerg ©ol&3Ivd 1 A7 MES
o3 Zth Forward primer (F): 5'-CCTGAGCCTAATAGTCCC-3,
reverse primer (R): 5'-GGTGGCATTAGCAGTAGG-3'¢lil, B-actin®]
sequencew (F) 5'-AGGCCAACCGCGAGAAGATGACC-3" (R) 5'-
GAAGTCCAG GGCGACGTAGCAC-3'2t}.

HIF-1a®] PCRE 94TCelx 30x3F ¥kg F 70ColA  30x7h
72ColA 30x%7F 35 cyclex AldE it WEEAMHES 1.5% agarose
gelol| A7)AFE 55t EEA7 & digital analysis software (Fuji
Photo Film Co., Ltd., Japan)& ©]&3}l% densitometer (IMAGE READER

LAS-1000 lite)E 53 #&35F3t}.



4, Immunohistochemistry (IHC)

HC A% Wy o537 Zt} paraffin-embedded blocks xylen,
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RT-PCR¥} THCo| AF&¥ ej¥t AA 4o o], el A&E-S Table

13} o, 2zt o Zhol] FATH R o7 zhol= (oAt

Table 1. Clinical characteristics of patients according to the histologic

finding of normal and Chorioamnionitis in placentas

RT-PCR Study Group (N=3) Control Group (N=1) P

Age (yr) 35.0 £ 8.0 31.0 NS
Gestational age at delivery (wk) 33.0 £ 7.0 39.0 NS
HC Study Group (N=16)  Control Group (N=3) P

Age (yr) 31.0 £ 44 29.4 NS
Gestational age at delivery (wk) 33.7 £ 4.5 33.9 NS

Values are presented as mean * standard deviation

NS : not significant

Bkt g R A BT AL AR AlSoA KT HIF-1la@do] oFzt

¢
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1 a 3 1 a 3

A B

Figure 1. RT-PCR of HIF-1a mRNA in placental membranes (A) and,

chorionic plates (B) from normal (control) and chorioamnionitis (case

1,2,3)
s 37 g ¢
g E
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Figure 2. HIF-1a mRNA expression by RT-PCR in placental
membranes (A) and, chorionic plates (B) from normal (control) and
chorioamnionitis (case 1,2,3). Data was shown as the average relative

expression of HIF-1a mRNA to B-actin.
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C D

Figure 3. Immunohistochemical analysis of HIF-1a in normal placenta
(A) and placental membranes of chorioamnionitis (B). Hematoxylin and
eosin (H-E)stain of normal placenta (C) and placental membranes of

chorioamnionitis (D)
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T AUt (Fig.3, C and D).

p=0.041
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Figure 4. The difference of HIF-1la staining measured by

analysis.
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W7kE  isoformo 2 &ElA  Ja!t HIF-1pE oldo <& aryl
hydrocarbon nuclear translocator (ARNT)E ARNT= HIF-1a7} 4FA ¢}
F@eA oA se & JA=F Frh HIF-1a$} HIF-1BE basic-helix-
loop—helix-PAS (bHLH-PAS) protein®. & HAA} L4 &shy oA
Hjol FAd7|ek o8 e ddECl JolM To dds FFE HIF-
la9] Aol ©o]A9 transactivation domain (TAD)2 531-575 (N-
terminal TAD)®} 786-826 (C-terminal TAD)?] F A 92 domain®l
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factor (TNF)-ao] 98l ZZd%3 nitric oxide (NO) I3

33171t}
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phosphatidylinositol 3-kinase (PI3K) pathwayS %3l

ad#x  Ark. I o]& inducible—nitric oxide synthase (iNOS)<}

cyclooxygenae (COX-2)7} NO¢} prostaglandins (PGs)9] H43F AL

la= macrophageZ5E8 EH|E+= NO2 TNF-ao 93] =4,

obA3lE o] P EA (glycolytic enzyme)ES F7HA A FAT XS
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Abstract

The difference in placental expression of
hypoxic—inducible factor-1a (HIF-1a)

between normal and chorioamnionitis patients

Hee Young Cho

Department of Medicine

The Graduate School, Yonsei University

(Directed by Professor Yong Won Park)

Chorioamnionitis is associated with neonatal matpidand mortality. We
hypothesized that chorioamnionitis may stress piceactive proinflammatory gene
transcription. This study was to determine whetH#¢-1a is expressed in human
placenta and to compare the degree of its exprebgitweerthe placenta of normal
and chorioamnionitis groups. The placentas wereiodd from patients with

chorioamnionitis and normal pregnant wemen whovde#id by cesarean section at

28



the Severance Hospital from Jan. 2005 to Dec. 2088. RT-PCR was performed

using placental membranes and chorionic plate afnab and chorioamnionitis

groups. And immunohistochemistry with Hlk-Jantibody were performed using

placental membranes of normal and chorioamniogitisips. Immunohistochemistry

was analyzed by counting positive endothelial icefilacental membranes. The result

of RT-PCR was demonstrated slightly higher expoessif HIF-1o. in the placenta of

chorioamnionitis group than normal group wemen Hig¢ not reach statistical

significance. But, immunohistochemistry was showeat expression of HIFelwas

increased in the chorioamnionitis group and reachaitistical significance.

In conclusion, this study was showed that HiFalas highly expressed in the

placenta of chorioamnionitis group than normal grou

Key Words: chorioamnionitis, HIF-&, placenta
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