P R R A4 (AR R
ACTA UNIVERSITATIS MEDICINALIS NANJING (Natural Science)

55 32 4 5 ]
2012 4F 5 H

miEkR LM E /S ML E B e EE A TR 2w X R M E

HES EA AT FWE, R—E"
(P s ERF A B 5 N T ISR B IR VLA HM 213003)

=716—

[ ZE] BB AR G YR 50 2200 R 0 A AR B it 35 R LM T 2K 14 (HDF) | b i1 28 F (HbT) ZKSF , 83565 1fi
HbF/HbT HCAEJE 75 nT AR T 240 % A FR R A bR sy . 773k  ELISA &0 38 11 AL iR A 4 .51 BilFh piribI 22 10 T R
M3 HbF H1 HbT 7K, LbASPI4L M3 HbF H1 HbT A7k, S8R TR BTy HbF v B I & T IE# IR [ (141 =
0.92) wg/Lvs (0.53 +0.76) pg/L,P < 0.01) ]; i HbF/HbT B & T 1E 7 EE4R4H (0.008 1 + 0.005 2 vs 0.002 5 + 0.001 6,P <

0.01), FEEYRFH], HbE/HbT (B> 0.003 O A, T FR mi i i UM 82.4% , 1Ml 78.9% . 4518 IR HbF/

HbT HAE R LAVE A 500 75 A0 AR 4
[RER] MRILMLIEN,; SMLLEN; TR
[FESES] R446.11 [ HEkFRIRFS ]

T 1T (preeclampsia, PE) & 2 7= 10
ILEGH A LPET- Y E B RN 2 —  HAe v 5 E R i &
R 2%~5%, TEREHEZRAAS] 10%", Bl
PE (I HLEIAS B, BUA WFR W, 208 HiE S
SAALRIS PE B R R UIARER AR SOIEEH
O IEF AR IRA AR PE EE AR ORI 1 v IR LM 21
FE H (HbF) MU ML 2T 25 (H (HbT) (3R B A8 4L, B 1F
HbF/HbT FCAEXT -k w55 £ s XU i) 0 440 {1

1 X&MFTE

1.1 s%

2008 4F 3 H~2009 4F 6 H 7% M i i 4 £
JIT R ITAE B N T 10 4 R B 43 W 9 42 10 1 863
], Horf PE 57 6], K HE#65 3.1% B2 T34 242 5]
F1(31.2 £ 6.9) A, HH 51 ] PE #3542 12~16 J&1fiL
TEARARTCIR ML, BE BN IR A I E It &
$it , PE IS WibRifE 1 5325 2 MR 4 ] v 55 I 2 B BUbE
ARl (58 7 MO)P, BEALZEHL 38 441 1E & 4 Jig i)
ZePEAfE o R, LA AR 22 JE Y < 16 J]
IR (11.8 + 2.7) 8] 4R 1% 22~30 % 4R 0% 00
BFZE e 225 (P > 0.05)  BSLHE4 =40, BRE TG
PRI O RS L BRI R PRI | B G P e K

B L
1.2 Fik
[(BE€mB] WM DARR B H (WZ201028)

“HIHEE , E-mail ; zhangym88108181@163.com

[XEHS] 1007-4368(2012)05-716-02

1.2.1 ARARE LBIlRF

R AIAEZE 12~16 JE 4 AN A i LA AS: )
IM17% HbF A1 HOT, U F K0 3 ml, 7 &, 285
(1 500 v/min) 43 B LT , BT -70°CHRAT, Rk,
1.2.2  fn% HbF F= HbT #m)

K FH Olsson 45 M4 34 114 il BX 4 9% W B 38 56
(ELISA) J7 KN 2 i 4N E 1l HbF A1 HBT 7K,
ANFEA T AL IR, , HBF F1 HLT B8 85 /NI 2 e
302 5 ng/L I 40 ng/L, L AR 2R S R K
I 3.0% .8.0%F11 2.5% . 7.0%,

1.3 #itrFuk

%1 Excel #4EH1 SPSS11.0 #4740 43 41, P

H AR K56, P < 0.05 NESASH¥E X,

2 & B

2.1 inik HbF F= HbT 49 K-F

2 12~16 J& ,PE BE ML HbF B4R 5 B =
TXIBEL (P < 0.01),HbT (/K 5% B4 T i
25 (P> 0.05) , HbF/HbT oA & T %F B4 (P <
0.01,% 1),
2.2 HbF/HbT TR F 7 87 20 49 16 AL

Z# 12~16 JEI}  HbF/HbT FfE> 0.003 0 f4 50 4]
ZEiAvh BififS % PE 42 5], HbF/HBT HefE< 0003 0 [
39 iz R &R PE 30 4], A2 dlsbE B
TEAf 0 B R 0 3= L BH P B (LB AN B+
FATE AZO)x100% ;455 BRI IE A 7R 23 i %=
ELRAE AL (B AT AN BB B A8 x100% , i



5 32 555 5

2012 4E5 A R A5 M G LT EE 11/ G RLZL AR P AR S F0 5~ i 400 S8 XIS O A - 717 -
&1 EERERREFRITHEEZ 12~16 & HbF HbT Bk
Table 1 Comparison of HbF HbT levels between normal pregnancy and preeclampsia women
(x £5s)
21 n HbF(pg/L) HbT(pg/L) HbF/HbT
IEH R 38 0.53 £ 0.76 189.70 + 178.80 0.002 5 + 0.001 6
ERiLIEIE 51 1.41 + 0.92* 174.10 + 70.80 0.008 1 = 0.005 2°

SIE®EIRAEMLL, *P < 0.01,

BAS 1  HbF/HDT HAE> 0.003 0 1E T PE Y1l
FLEE , PE AUBUBNE S 82.4% 45 FVEN 78.9%,

RIS &

H I, 5CT PE B9 &bl B )2 #5252 19 2 PE
I3 RSB B 1 e e TTAE R B, BRI LTE T
EVRE Jy 8 A A e VR T, S B A SR RN 5 = A
Jffs B /NSl K 5 12 W TiE S K BB IR 2 IS DA T i B fif
FERET: s 18 MBS B B A S AL TE SR B 1R B 22
BRAER R T HBEACRE, B0 TG AR TR
FEPT HUR I R R BB B, 24 B2 1 I8 F 5 5 3
BEASRENE A0 BRI W8 0 0 B S T R T e H R
IR ARAE 5T K1~ B AE A I A8 A A B
Bz ANMIBLEE RS, 51 & 1 RAE SN, KT, W Be
Z I B LRI ANTE R  Olsson SF T & B, IR
LAY BRI B0 48T 20 HbF FEPA 2R B, NI 51 1
41240 HbF SMIB58 005 Jif 5y HbE X235 T i
FAA B E AL, T2 HbF 381 Jf 25 Rk AL
PRGNENIL , AP I e B HbE 3 EE S8 5 [ Ak 4>
B Ve AN R, 25 T 5 B Bl RAEAR 1Y
KA, LIRSS T PE ZIRPERY B AT HEHL
ARG R I,PE B AR IR I B, A1 i b
HbF ¥ E 2838,

AR YIRS R REE S 1 PE 3500 4y
(7, ST AT &AL 5 P B A AL RE
13 LKA 3 57 3 VIAHOG S 4Rk, WA 1A il g
SR FRIE Y 5 M A R G AE W bR i
H—RaH, AR AT A A R AR R A2 A
(soluble fms-like tyrosine kinase-1,sFlt-1)  AJ %44
KK F (soluble endoglin,sEng) FliG &4 K K+
(placenta growth factor, PLGF)FE PN i) ML A= B A -+
Z [RI A C X8 T, 7 A R 09 rh e 09 (s 1 R A Y
PE TGRS SR, SR E 34 PR 8 Tt
RIIEIRB AU E . APPSR R PE IR
LI HBF 7K SF T8 B HbE/HBT (1 L 5 T X 18

20  HbF/HbT H.ff> 0.003 0 i, H4hn T 0 ai i
AR KRS, A IR RE R R v v R & AR IR
SERE I, T S IE Sk [ 24 Y BE AR 2 A0 R Y
HbF, A5 518 T SR F 04 1Y) 6 1 PE B
B I i bRAS , 1 H 5T HbE/HbT 09 Feff , i R
BE BT i S SO AR B R A SR
HbE/HbT AT PE A7 0 M A 75 EE R T AP
AR E

[&%3Cik]

[1] Sibai B,Dekker G,Kupferminc M. Pre-eclampsia [J].
Lancet,2005,365(9461) . 785-799

[2] Centlow M,Carninci P,Nemeth K, et al. Placental expres-
sion profiling in preeclampsia:local overproduction of
hemoglobin may drive pathological changes [J]. Fertil
Steril ,2008,90(5) ; 1834-1843

(3] ‘& 78 E=REIM] 7R deat. AR I s,
2009.92-101

[4] Olsson MG,Centlow M, Rutardéttir S, et al. Increased lev-
els of cell-free hemoglobin,oxidation markers,and the an-
tioxidative heme scavenger alpha (1)-microglobulin in
preeclampsia[J]. Free Radic Biol Med,2010,48(2):284—
291

[5] Soleymanlou N,Jurisica I,Nevo O,et al. Molecular evi-
dence of placental hypoxia in preeclampsia [J]. J Clin
Endocrinol Metab,2005,90(7):4299-4308

[6] Redman CW,Sargent IL. Latest advances in understand-
ing preeclampsia [J]. Science,2005,308 (5728):1592 —
1594

[7] Zhong Y, Tuuli M,Odibo AO. First-trimester assessment
of placenta function and the prediction of preeclampsia
and intrauterine growth restriction [J]. Prenat Diagn,
2010,30(4):293-308

[8] Bersinger NA,Baumann MU, Sarberk DV. Serum markers
for pre-eclampsia [J]. Mol Aspects Med,2007,28 (2):
227-244

(KFBEHEI] 2011-09-15



