CrREPRTIZ W 243 (TR ) 2015 4E55 7 545 3 1

Zrp R 22 0 1 35 B-HCG  PIGF 7K
S AR A% Ak T E B - 1 B B A {E

AL RERFT AR TR
e R RN B B L P E R 2 W B R B RS2 30 8 . ) R BRI 518036)

GEZEY B P2 15~20 H 20 T 8- HCG PIGF 7K T & b {4 %F 5 B 7 77 101 04 1000 40 125 .

Tk BEBC 2014 4F 5 F 2015 4F 6 A PR R 2 VR IINEE Be 47 7 5 AR 2 IR 23 00 Y 1722 4 77 10 41 4
BN #E 15~20 JA B SR 4 R bk it o 776t — 80 “C uk A 9 LA&S A DU . AR 40 Bt 7 445 SR 43 i EE 3 PR T A
KOER WEYRAE . 0 ELISA J7 B4 W 96 26 107 7 8-HCG Fil PIGF 7K, 45 5 24 5% Ay TE & 4 O 20 Wk 2
14 TP 05 0 A5 8 (MoM {#) , 31 31 55 B-HCG/PIGF i fE. % FH 5 2 4 §7 . Kruskal-Wallis %k I 3 F1
Mann-Whitney U # 5 [ 8 & H8 AR 09 41 0] 22 5 . 0 FH 32108 TAE I 2k (ROC /i 20O PEH 3 30548 b 191 I
BETR AR A IR M. &R ©1722 Z2E 0 & A TR AT WA 3E 52 41 (3. 200 s b &
JE - 00 31 1) RIS i L 0 A T A E R AR AR 2R I 102 IR X AL, @ F B TR AT 41 4 A
T B-HCG 9 MoM fE [ i 41 (p25. p75) 1485 1E % 1 WR 20 W3 . 7 &5 . 23 i 2 1. 27€0. 78, 1. 86) MoM
0.96 (0.71,1. 17) MoM(P=0. 021) ; F J& 7 Jif i 1 20 22 10 1. 7% 1 PIGF 9 MoM fH# IF % (R IR & T
[% . 43 54 0. 68(0. 54,1. 01)MoM Al 1. 38(0. 89,2, 72) MoM(P<C0. 01) ; 5 & T AT 41 A9 p-HCG/ PI-
GF WA W] T IE % AR UR4H . 23 9k 1. 91(1. 27,3, 13) H1 0. 70€0. 38,0. 99) (P<C0. 01) , 22 | ¥ 4 48 it
BN, QWAL B 3-HCG #Wi{E 1. 12MoM I}, 1 i 51 3 1 A7 107 A9 f0UR% 3 Rk 53 % 45 ) o
54 % 1 88% , M2k F W AL (AUC) g 0. 664 (95% CI. 0. 575~0. 7465 P = 0. 025); §t PIGF # i N
0. 83Mo M, 7l i 7 5 T 7 4 (70 S0k 28 AR Sk B 4 331 71 % 1 82% , AUC 3k 0. 818(95 % Cl: 0. 740~
0.881; P<C0.01); Bt p-HCG/PIGF HAB # W {8 >4 1. 13 ik, 75300 5 5 1 Al 309 A S 38 A o S5 5 4 i)
82. 3% M186.3% ,AUC Jg 0. 914(95%CI: 0. 851~0.956; P<C0.01), £ Z&rh i B39, X 22 19 1l vy
Ty B-HCG \PIGF 7K - HE 4786 00 I 358 2% LU B, 8 39000 3 35 7 60 00 2% A= 7 483 09 s R A £, o -
HCG/PIGF {8 % 7500 4 {8 fme 1

[XERY AGEBAEVEIRE R G A KE T, R B0 E

[HE5H2ES] P714.25 [ #k#RIREBY A

[Abstract] Objectives To evaluate early second-trimester maternal serum beta-human chorionic gonado-
tropin (B-HCG) , placental growth factor(PIGF) and their ratio in the prediction of severe preeclampsia.
Method This was a case-control study based on a cohort of 1722 singleton pregnancies who underwent an
15-20 weeks aneuploidy screening at Peking University Shenzhen Hospital between May 2014 and June
2015. According to the outcome, they were defined as severe preeclampsia group and normal pregnancy
group. Maternal serum levels of B-HCG and PIGF were measured with enzyme-linked immunosorbent as-
say(ELISA). The value of B-HCG, PIGF and their ratio were compared between different outcome

groups. Results Toally 31 patients with severe preeclampsia and 102 women with normal pregnancy out-
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comes were included in this study. Serum marker levels were expressed as multiples of the median(MoM).
Compared with normal pregnancies, serum B-HCG levels was significantly increased in the severe pre-
eclamptic pregnancies[ median(p25, p75), 1. 27 (0. 78,1. 86) MoM vs. 0. 96(0. 71,1. 17) MoM, P=
0.021)]; PIGF levels was significantly decreased [ (median(p25,p75),0.68(0.54,1.01) MoM vs. 1. 38
(0.89,2.72)MoM, P<0.01]; the B-HCG/PIGF ratio was signicantly higher [ (median(p25,p75),1. 91
1.27,3.13) vs. 0.70(0.38,0.99), P<C0.01)]. The sensitivity and specificity to predict severe pre-
eclampsia were 54 % and 88% forg-HCG (cut off value 1. 12MoM), 71% and 82% for PIGF(cut off value
0.83MoM), 82% and 86% for B-HCG/PIGF ratio Ccut off value 1. 13), with areas under the curves
(AUCs) of 0.664(95%CI: 0.575~0. 7465 P=0.025), 0.818(95%CI. 0.740~0. 881; P<C0.01) and
0.914(95%CI: 0.851~0.956; P<C0.01) respectively. Conclusions Maternal serum 3-HCG. PIGF and

their ratio may serve as potential candidates in predicting severe preeclampsia in the early second-trimester,
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among which, B-HCG /PIGF ratio yeild higher sensitivity and specificity.
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