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Syncytin #1 GCMa 45 & M8 )L E K Z R A & P RIRIX

# OE EHLa kR B RMAAEESE, R RK (450052 FSH , RSP R 2756 =t BEBe 1 74 )

(=] HMY AT Syncytin 7 glial cells missing( GCMa) 7E4% & MG LA K 32 FR (idiopathic fetal growth restriction
IFGR) B R AR i 20k e o T3 SRIGHIE 740 Wi TFGR 224 32 (R T 20, [m) 391 PR Ak 2 PR 3R 0 B 7 4 e
AR B R JE ) 27001 30 {94 g f RS B ZH o R T SR e 4L Ak S-P ik 3t i 5 2R 5 i 5% S ( RT-PCR) Kl 2 2016 4k 2H 21
Syncytin F1 GCMa fJRik ., &5 il & RT-PCR 451 /R Syncytin Al GCMa FEWF T AR BLLA L P RBAKPAR T
RS IR, 22 S HA BE G4 (P <0.01) . Syncytin J2 GCMa 7EBFSE AL #2421 b 2R BB AT, I B IEAR G
(r=0.537,P<0.05) . &5i& Syncytin 5 GCMa 7E IFGR JIG #2021 h SR 223K , #8708 nT BEAE X BN 1 KAk R e it v i
HEEH.
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Expression of syncytin and glial cells missing in idiopathic fetal growth restriction

placenta
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[ Abstract | Objective To study the expression of syncytin and glial cells missing ( GCMa) in
idiopathic fetal growth restriction (IFGR) placenta. Methods  Thirty-two pregnant women who underwent
cesarean delivery due to IFGR placenta served as an experimental group and 30 normal full-term pregnant
women who underwent cesarean delivery due to social factors served as a control group in this study. Expre-
ssions of syncytin and GCMa in IFGR placenta tissue samples from two groups were detected by immunohisto-
chemistry (IHC) and RT-PCR, respectively. Results ITHC and RT-PCR showed that the expression levels of
syncytin and GCMa were significantly lower in experimental group than in control group (P <0.01). The low
expression levels of syncytin and GCMa in experimental group were positively correlated with each other
(r=0.537,P <0.05). Conclusion The syncytin and GCMa expressions are down-regulated in IFGR placenta
tissue, indicating that they play an important role in the occurrence and progress of IFGR placenta.
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DL AELEE 208 RN B IR S DI RE R G AT UR DT
MRS G LY o R 5 45 (B 2947 40% 855 5
v AN BR 2 R R AR LA K SZ R (IFGR) . Bl
X —BIR AR BIR A, AT R ZFMIH R F3
(I RGEEA K R B Rt S G 5 e 2 9 Bl i AR 7 TFGR 1)
BRI R E 3 EE A A/ER. Syncytin Fl glial
cells missing (GCMa) j&Z 5 i &k F2 4 M 31k Rl &
(BN, 5IR S IE W R S MO RE M 4R e R %),
T AT RES IFGR 1 &0 % VI AH G o ASBIF 9T Rz FH fe 938
AN RT-PCR J5 A5 I Syneytin Fil GCMa 7E {gt Fé 4T
IR M B TFGR 22 A i £ AL 2 3k, ¥R 15 Syneytin J¢
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GCMa 1£ IFGR Jhigh i1, o IFGR g IR 1) TR AR
FEARBERR B4 5 R BUM I B - PR i 42 3t e
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1 AM5TE

1.1 W AERTH

BEIROES M 2745 = W@ BE Bt 2010 4F 12 J 2 2011 4F 12 J]
FEBEAM 0 9 2010, Forh 32 12 IFGR JFA7 8 7= 43 1 1 2
SR BITTE L, 30 i) fe FEE S 3005 77 3 065 9 2 1)y fe o B 40
J S SR BT AE A P A A TR 2, TR R R B B A TR A 4
HifE. IFGR M2 WibRiES U= Bl ) 45 7 ™ .

ZHE P R WA 2T G R 2R
WA ST R IR 25 R TR A B HERR T SR S 5 TeAT
AT LR YR A IFAE K I R 5 R % IR LIRS TS 5 28 30 JC I DR e e
S UEFHITHVEF A E . 2 AR AT AR & 2
i R T Ge 2 X (P >0.05) B2k LA 2% 54 53
(P <0.05), WEL,

®1 2AZ2A—MRIGKER(x £5)

e 2Rl BRI
5 n G w
1 @ mRGe 0 mae

FEFEXTHRZE 30 27.37 £4.92 57.30£4.63 38.10+1.16 1.47 £0.68 3 607 £279
[lEpe! 32 26.81 £4.79 58.34 +4.74 37.94+1.16 1.50 £0.72 2 163 +148*

a:P <0.05, 5 4 fxf R840 b4

1.2 25
HHTA Syneytin Z 5EEHTLIK (bs-2962R) Fl it A GCMa £

SERERTUR (bs-6306R ) #40t Tt nt {5 AR AR ) AL ), 3 Y
S-P9000 20 Ak e e iR &l TR hAZ SR AR H R A TR
/5] s RNAiso Plus i RNA 25 TransZol (ET101) \RT-PCR iz
7 & (AE301) \Easy Tag DNA B4 (AP111) [ Trans DNA Marker
I (BM401) 1 B 4t 5t 4 A M AR R W] ; DEPC /K A
Sigma /3 ),

1.3 Fi&%

1.3.1 Gl ZUk il Syneytin GCMa FFIRYRL 241
NG BEAL B F AN B4 L G 8 B AR IR OB T R A
Pkt T i BB P R H T em x 1 em x 1 em FYZHZER, 57 /I
0. 9% FEALER PRSI T B A 10% B EE R P 2,24 h 5
WHLATIAHE,S wm JEZEUT R 4 5K,60 CHREFRIIR,37 ClAH
PRAFE T o S AR ] S-P i, ™A% 4 R & B W R 47,
TPAHRIES , DAB B 0, JR AR Y. L PBS WAUE— il
R BT B Jif 28 (A2 7 2 i v 4 i BRI/ S 200 I 52 A
BRHE ERUREE D TR, AR DXOP B R BEAE A 8 45
BESR DI BERLZEIR S A AR E A = AT ( x400) , 7
S H AR DXP- 2 K A

1.3.2  RT-PCR KillZ14 Syncytin & GCMa mRNA /KF &
RNA $2IRUS , VeI 46 9 mRNA AR D BEN 547 S e s B,
RT-PCR [ S AR 74 # B A T4 . PCR 514 dr b
R RZRETEA A %, Syneytin |7 :5'-TAATCTCCCAACTCAC-
CCG-3", Fii: 5'-AGAGCCATTCAAACAACGA-3' , ™ 58 7= 1) g
455 bp; GCMa | i :5'-GTTAGAAGCTGAGGCAAGAA-3', T it
5"-TAAAGATTACCCGCTGGAT-3" , 1 7= 4 % 612 bp; GAPDH

| ¥#: 5'-GCACCGTCAAGGCTGAGAAC-3', F Jif: 5'-TGGT-
GAAGACGCCAGTGGA-3" , ¥ #47=4)>4 138 bp, Syncytin, GCMa
PIE VAR ZR B 94 CHIAZ M 2 min, T AMEER;94 C A8 Pk
30 s,iBk 55 °C 30 5,72 CHEAH 2 min, kit 35 MFEFF;72 C B
FEAF 6 min, GAPDH JZ A 7 i kg 58 C 30 s, HAR[A] |
PG A BER LUK S 1 D-140 BRI %o Rt L T4
Hro Syncytin FI GCMa ) mRNA 3 ik 4 43 5 LA Syncytin B
GCMa 1% DNA %41 19 i BE B/ GAPDH Ji BE B 155
1.4 it ¥ 547

KT SPSS 17. 0 GEit-# 44, Frid Bt DA x = s 2o, S ie 21
Bz RT-PCR 25 AL IE VRS0 A 5 22 S5 MR 30 2 I, R M
THSTAEAHY ¢ K5, AHSCHESM TR T Spearman 655

2 HR

2.1 Syncytin &5 GCMa f& 2 28 i #4022 F 44 K & B AR
E Y

2 AR EALIZH Syneytin il GCMa (5 {3 Fl 34 : Syneytin
il GCMa 1 2 4UIR S Z B4 AR TR RS B PV Rk | S o
B O Y 10, 18 B TG 28 AT 77 0 D 200 % A
iS5 e [ o 2 PR ) J5 % I 7 P BEE L K6 M0 7 A L o o D
VI (B 1) Syncytin 1 GCMa 7£ 2 4 5 £ 5 (RS2 40 i
MFRIRFR 2, S U TR, BFFE4H Syneytin 1 GCMa 7R
HARIEACE SR TR B4, 25 BA B ERIT¥E X
(P<0.01), %f Syncytin il GCMa Z& [ {0 F 56 P 40 #7 % B, 5
HFEBEIEME(r=0.537,P<0.05)

1 AR ARt b,
A:GCMa 2 & e sf BB 40 F & ik ; B: GCMa £ #F 50 40 F 69 & ik
C.:Syncytin fE4& Be 5 B 40 P £ 3& ;D : Syneytin £ AF 740 W R ik
1 GRBALYE2 ARELALH GCMa 5 Syncytin #
FiE  (S-P x400)

®2 %REMELEK RT-PCR 54 Syncytin 5 GCMa 7£ 2 HiG EHA
HEIRIE (x £5)

Syneytin GCMa

25

: peailla RT-PCR Eaeitie RT-PCR

(EEXTIRZL 30 148.65+5.94 0.552+0.021 160.45 £8.13  0.429 0.017
el 32 111.52£8.55% 0.125+0.009¢ 121.28 +5.41% 0.106 +0.009*

a: P<0.01,5 4 e st p8 20 b 4%
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2.2 Syncytin 55 GCMa mRNA f£ 2 0 % 49 £ ik

=z 2, 2 s, 7€ mRNA 7K3F, Syncytin 5 GCMa 7£ 2 2H
54 F ik, Syneytin 5 GCMa mRNA 335 BV R A HK T
BRI, 22 5 R G B (P <0.01) .

M 1 2 3 4

700 bp—

500 bp—
400 bp—

300 bp—
200 bp—
100 bp—

«—Syncytin(455 bp)

i R G APDH(138 bp)

700 bp—

500 bp— &
400 bp—

300 bp—
200 bp—

100 bp—

o — — - . —GAPDH(138 bp)

M AR 248 a3 4. 8P4
A:Syncytin; B: GCMa

2 Syncytin GCMa mRNA 7£ 2 AR # AL P HIFRIE
3 g
3.1 IFGR mHA

IFGR By K 5 1 5 Fo9% S G B ) g P Uk
g MRS Z R R A K, 2808014 2 2 SULE
fRE N R . HATET IFGR 1] fgAHs R B & bl
TlRIE A2 , A TRRAZHAH G LR 52 & B IFGR i #2H
Z1rh Toll FESZAA 2 Fl Toll FESZAA 4 T AFIAIG N, 7] RE
IO B G AR R SRR I RES 5 R s X TFGR
B BE I Il A G R B9 B, 1% 7 A4 T ) ik
JE JH T RE TR BG4 Th AE BRSSP EOE R KDY
IFGR & G A 2 i 45 7 I F-1a (HIF-1a ) il
el K A E B A -3 (caspase-3 ) 1) 5 # 3k, ik 1l fE
3 3 AR 0 I R e IS B R YIRE, 2 5 IFGR [
KT ARBRIEIESE 5 RA 3 D RE B VI 54 1 Syncytin
il GCMa £ IFGR Wy &4 kSRt il 5 EEAEH,
H—EEE T IFGR v] G 19 K S & ALl , A3 AT
PG A TR I AR T BTG ST S AL B AR 40
3.2 B#&#EFmmie s Syncytin £k & LA L IFGR #

Syneytin J& A N 5P 39 5% S5 Bk F ik B8 (HERV) &
G HERV-W Zi it b (0 I8 28 11, 2 Rl 65 40 A ARt
ST RE, AT LA A S 4 B 5% 5% )2 40 B ( eytotropho-
blast, CT) [n]& 1412 37 )2 40 i ( syncytiotrophoblast, ST)
AR, ST AERF IE W IR S K B IR A & + 4
FERIERS " . 2% i Northern blot A
23 F AARZHZ Syncytin FER (35K, RIS =AEN
MO R R 2 A b ikt o 24 Malas-
sine 2110 5 AR 2 ) 1) A 48 280 T 0 5 40 I TG

#| Syncytin mRNA K H L [H 235 729 Syneytin 5 [,
H ARy Syneytin 8 02 A 2 0% 5% 40 09 R S 1 BR
i, TR SR A MR A b PR .

MG KB Syneytin (IR TERFFE LG B4 D
HFY I ARG T it e %o R4, $2 7% Syneytin 1 3R 35 7] B &
IFGR By &HiA 5. HNTENLH AT REALHE LA = J7 1 «
(DSyneytin &3k 1 FEAK, 5200 T 5 VR 5% 77 )2 41 i 1) %
BT S BGRAENARKE BRI
EIRE I BEAR, 3 1 B 16 TR AN Rl A o7 A R 47 9 I 58
A, 5 LA RE BRI 3845 78 2 18 TR A, AT
UG LR I B, IR LE R N AT AR, 3
IFGR 3% . Ruebner %" 5 2 i ENI e 414k
GHORUEW] THE FGR B35 e 2 Syncytin 5 H
()RR BRI, IF HOULEE B G 856 1R 0 55 )2 240 A
SIZETL A MuA% D i — 20 AR S M 5E & B Syneytin 3R
KRS CT flA L ST e BRI, @7EIEH
JREIE G R A PR AR T R E SR B
AL CT [a] ST B 70 A6 F Rl & o F . A BE5E
Syncytin #5 4t HEK293-52 4ii Jid & A1 CHO-52 4ii il &,
UERAT Syncytin AHUAT-HMEH, AT RERIAVE FIPLE]Z 240
Mtz ¢ BRI D23 T caspase-9 T fLRFAR LA JL
bel 2 {Hfbisg i =~ e, Fe A TN Syncytin & 4
TEAERF AR T P i B T rER]. 7E IFGR
JiG Ak Syneytin FRIRHIRFAR, 7T BB 2338 20805 M TR 4R
SRR T3 I, (i Ak B R B RE T T RE,
PRI 48 H s S v IR A8 M s s, R T S 3R B e
BERG Y [T B R TR AR S ) — S R E
SR PIT o U 2% A L PR P R, e 24 530 IFGR 11y
KA o BE-JIGE e it 52 JE4ERF I H A IR OCHE, I
FA R RR A — 2 A oL AT R, 53R
T [T A 07 FEL AT ) B ARk L 4 L AR R R SRR el 4%
TR 2 i BT I B i, 5 iR JL ke B B A S 5 M
Dupressoir 25! F1 Knerr 28" 22§28 5| Syncytin % [ 7€
AR RENG R ST 52 J7 T A 5 B2 S B BARBLTRIAT
AT A4 Syneytin £ H7E IFGR i £ 3K 1Y B,
A AT RESS Tk A BE- 16 AR S e e, 52— R 5
PErRAR, g R, S8 IFGR &4 o
3.3 Bs&#EFmI P GCMa £k & X% X5 Syneytin,

IFGR #9 £ %

GCM & 12 —FP HAT R SF DNA 255 X B9 4% 5%
Bl GCM HEPH B Se e e SR i 58 A0 4 i 7 vh 2 81,
TEMFLE Sy rh 5 R b GCM [w) 5 3 A el o , 1%
FRA GCMa A1 GCMb,  AZE[%) GCMa £ 2ZAE i M4
FRIRFHS GG . ER A T R,
WA LRI Rl G R 7 2 P Sk = 1Y,
GCMa & H Py e s A -, B B S A 425 22 PR OC
RN RIS G5 AR AR m LR
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GCMa JE[H [ 235 ATl i cAMP 3@ A2 T AL,
[ gt 5 T 19 GCMa BEf% R 5 HERV-W ik
Syncytin [ 57 -LTR F i X384 2 4~ GCMa %55 17
FL(GBSs) , T TG Syneytin K& [H (%) 28 35 JF 4 9
Syncytin VR4 77 40 M A O 1 RO Yu g
SEEGKTIN ] GCMa BEAZ 4 Syncytin JE [ (1) 3k, I
FLHI#4Syneytin 445 40 fh Ao Wich 257 7R A &%
1T W% E)] GCMa Fl Syncytin 7E %% 7 4H M ) Rk 1
A, M AEAR A R 5T T, SR8 IR IR -2 B L A
(cAMP-PKA ) i 72 16 AL FEAIG, i GCMa P iy R 3k 7™
Wb, AT XS Syneytin 5 PR RS 8 95 8 J2 1 % 22 o
PREL IR, NIRRT SE . ABF5EH IFGR fii#:H GCMa
HERYFRIR T B, A RTBEFEARAT Syncytin K R (19 8 4%
PR, i B 58 TR, NI B Syncytin 25 FIANRE
RAFEIEH WAV U RE, T30 IFGR 19 &k A5 75 4k,
GCMa PMIK R 38340 1T LA R AR B 25 48 1 R 7 ( placental
growth factor, PLGF) J3 3T HIu5 1k, fif PLGF X ik
TP, PLGF FBAE LR 3R , % 1 #5937 240
LR L P R 200 A A A R B B kS A R A U T A
FH PRUERG 210058 M 28 253 T8 il . GCMa 335 1 FEAIG,
Al e T JH PLGF &3k, i UG £ 1M & 5 B As, ff
LA BEL 7 388 T, 52 0 i 28 0 S V8 0, T LS RE MBI
AT EFRYI, E AL IFGR

2 FFRAR  TIFGR 835 i 35 40 21 Syncytin f1 GCMa
I FIRFEAG, AT REJE IFGR &Ik ML i i SCBE 3R 15 22
— CRHTRATE G ST IFGR %% R AL 3 A0L 7 A0 a4k
RN G RN TR 697 T B i £ 208 AE
FE RYT R AL T LS. IFGR Wk AE R ZFh 7
HOE R R 255 A FH B 45 R, Syneytin J¢ GCMa 7
IFGR &A= & S i) BARMLHIAT 75 Bk — 2 A Y o
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