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HRH IR Z A5 5 LM A2 75 A QTR A A A B M oAt I ) A AR AR IR ARk I . AT iE JEMUTN
R L S8 ARy L, TN IR L 65 AR SRy X R, i R SR A 2 s B (PCR) 46 PAF-AH 55 9
S BT Val279Phe MU R 22 A5 PV o5 1 32k R R T S5 67 S R I A0 A s 00, A T B0 FRAFF 5 0. B3R HH 4l
FXt A2 PAF-AH 25 9 4M T Val279Phe JER BRI A 4532 22 R Gei 127 (P <0.05) , o s i 28 TF 5 £E R R AT 32
(63.8% ) W AR T XS HRZH (81.5% ) ; L M ZHZE AR I & FHE AL (34. 5% ) W] Wk i TR HRZH (16.9% ) . W4 PAF-AH %
PFER AR 2RIV G (P <0.05) A i i 2 T 540 BRI (19. 0% ) B 5 5 0 B 41(10. 0% )
5 PAF-AH 58 9 HME T Val279Phe (WA IR AL 285 R JLMUN H 1A 56,
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Association between platelet-activating factor acetylhydrolase gene polymorphism and
intracranial hemorrhage in preterm infants

ZHANG Qian, CHENG Xin-Ru, XU Shu-Ling, SHI Zan-Yang, SHENG Guang-Yao. Department of Pediatrics, First Affilia-
ted Hospital of Zhengzhou University, Zhengzhou 450052, China ( Email; jsbwn@ yahoo. com. cn)

Abstract: Objective To explore whether Val279Phe single nucleotide polymorphisms (SNPs) in the 9th exon of platelet-
activating factor acetylhydrolase (PAF-AH) are associated with intracranial hemorrhage in preterm infants. Methods A
case-control study was performed. Polymerase chain reaction (PCR) was used to test genotype and allele frequencies of the
9th exon Val279Phe SNPs of PAF-AH in 58 preterm infants with intracranial hemorrhage ( hemorrhage group) and 65
preterm infants without intracranial hemorrhage ( control group). Results There were significant differences in genotype
frequency of Val279Phe SNPs in the 9th exon of PAF-AH between the hemorrhage and control groups (P <0.05). Frequency
of normal genotype in the hemorrhage group (63.8% ) was significantly lower than in the control group (81.5% ). In
contrast, frequency of heterozygous genotype (34.5% ) in the hemorrhage group was significantly higher than in control
group (16.9% ). There were also significant differences in allele frequency of Val279Phe SNPs in the 9th exon of PAF-AH
between the two groups (P <0.05). T allele frequency in the hemorrhage group (19.0% ) was significantly higher than in
the control group (10. 0% ). Conclusions Val279Phe SNPs in the 9th exon of PAF-AH may be associated with
intracranial hemorrhage in preterm infants. [ Chin J Contemp Pediatr, 2012, 14(8) :612 — 615 |
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Z R P R G R 2R A0 A R T A R A BN 58
e BEIMLP F Bz BRARRR P g SN I i 3N 2 E A
Kehh, B[R PAF-AH 45 9 4 i F Val279Phe
R R PR 5 8 A A S, E I i 2R LA DG4
ANWIF5E 3% F B4 % 28 S v (polymerase chain reac-
tion, PCR) | PAF-AH K& PR Y K 4657 Je R ) 43 A
O, 434 He 5 5= )L ICH g4 e, S48 7= )L
ICH Gy Bk 5] 44855 L™ )L ICH 18 & A= HIL I

1 #EREFE
1.1 HRIKR

PEHR 2011 4F 7 A T 2012 48 2 A 1M K24
— bt = B A= JLEEAE W 4 % (NICU) A3 B i L 7
JLORRIE 27 7 ~ 367 JE) fE N ST X 4. ICH 112
bR B S F BT A L2584 R, Sk B R A it
P HLOERALR AR 3 BE R, O ICH 1R iz i T
Bt AR A R LA TS 3 d N T IR 2% 3k it
B Al AR P8 A JC ICH 43Skt i 2H e RE2H . i
I 3% 58 ), o rh 53 37 i, 4 21 4], ik 27 ~
36 °°J, R R E 900 ~ 2750 g, MRAE H i B
B T RE22 (il (M= A T i) 1 BE 18 il (i =
AR E Y ) 5 TEE 15 61 (i & B i R = 4
gk ) s IVEE 3 461 (i 5 0 0 P A S Bt i) o % R 2 3
65 1, Hor B 40 f3i], 4 25 4], By 27 7 ~ 36 7O JH
HAERE 1000 ~2870 g, FT A L= JLISHERR T 8
FEE SEREIE Sast e R B . PR L
BRI R AR E N ZER LG Lo AR
IEEILK R MBI FZ MG R BB, MR TES
KB 2 55— i = B R 2 e B 2 R s ik
1.2 #HRFE
1.2.1 3 H % DNA #5323 A J) JBE e kR I
2 mL, 2% EDTA $u#t, & 4C KR, RAEA
K-y — G052 42 H0 DNA
1.2.2 314894 m5 PCR&F ¥ 4% PAF-
AH IS5 9 41 T Val279Phe IF 3 25 {0 5L R ¢
ARSERIIED S IR S B 4 4518 RS
A: 5'-CTACAAATTTATATCATGCTT-3'; T i 51 4
B: 5'-TTTACTATTCTCTTGCTTTAC-3"; Fii#5|4 C.
5'-TCACTAAGAGTCTGAATAAC-3'; FiiF5|4 D.5'-
TCACTAAGAGTCTGAATAAA-3',

S H Y TRERAR S M. HAh5iy A+
B FESMEY 1S PAF ZWE/K G 29056 9 b1,
SIYA+CYIEREMNIER, 5% A +D P

AL

PCR Jz WK &R 3 50 pL, Hf 2 x Taq masterMix
(Fermentas)25 wlL,10 wmol/L 5445 2 wL,DNA
B 0.6 wg, A AR KW ZE KA E 2 50 plL,
PCR A3 2514 : 94 CHUAEE S min;94°CAEME 56 C IR
KT2CHEAA 1 min, 3 5 ASEER; 94°C A2 56C
B T2CHEAA 30 s, 41 25 AMEIR B 72 CAEAif
5 min, PCR 34717 2% Bl bRBERCHLTK , KK
#70.5 x TAE ¥, 1 JE 100 V,50 min 5% 5 pg/L EB
FrgLfh 15 min, PCR Marker ( Promega ) {ES: 18, 04MT
TR IR,
1.3 GZitZESHh

O3 A A R R AN A 6 R A3 i
SPSS 17. 0 ¥t AT geit2¢ 3 Ar , iH E ERER T 8
B+ ARUEZE (0 +5) RO, AL FUBCR T ¢ K50 5 2 1)
HEPR AR o 2 A BRBR L BCR L X R S P
<0.05 K2 AGIT2H L,

2 #£5R
2.1 HXRENEREZSHE

1#(A + B) PCR 45 5441 F B 160 by,
Hy PAF-AH 055 9 SME T F B 511 (A +C) (A +
D) 43 454 16 3 25 (i 36 D (G J% 5 7 2 i 36 1
(T), Bk 90 108 bp. AR FF AN A 0K 731 4
RS AT REA LR L, B 9 AT
30 B RRERT L, REAS 0 4 1 I 3 2o
SEDH B, RS (GG) ; (L4 th g A
(LI F B , g sl £ T 3L LB (TT) 3 259 T
B2 M5t FIB(GT) . W 1,
2.2 WESF)L PAF-AH 5 FEE R & i 5 F 5 &
B b 5

Sy, 4L IR B4 A5 19 44 4 Hardy-Wein-
berg i -4 (P >0. 03 ) , Bl Ve RH A BE AL
M. L2056 IRAL PAF-AFL 3P IR R PR 43
HiFE 1. [ TT RGP, A (8 P R
TTRUAA GT B 434, th o 41 K R AL 47
15 PAF-AH JE[H 2 25 , 700 B4, 351K 05 )
YA EL GG IR L, GT IR 2 , 46 (o B IR F Aot
Bh G Hd . S IR FE, L2 G B 3 3
5,66 BT F W, 4L T 5L 5514 ] 5303
25, T2 PAF-AH [ 5 J% 8 (1 5 R 43 A 4506 1) 92
BA G (P <0.05)
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300 bp

200 bp

i

108 bp

100 bp
160 bp

160 bp

160 bp

108 bp 108 bp 108 bp

1 PCR @l PAF-AH ERE% 9 SMEF Val279Phe IRAEHERE R IKE M. PCR RS Fh; 45 1 ~3 S AR %
ALHERTL(GG) 555 4 ~ 6 JRIE N RA A THEHETL(CT) 555 7 ~ 9 WKl W AL LG THE T (TT) o EH G IE W SR IER, T A%

ARSI
%1 T4 PAF-AH EF 9 82 F Val279Phe H 1%
FRERMMECERST (%))
E-SeNpi] N
A7 L
GG GT T G T
XHREZ 65 53(81.5) 11(16.9) 1(1.5) 117(90.0) 13(10.0)
Himgl 58 37(63.8) 20(34.5) 1(1.7)  94(81.0) 22(19.0)
X1E 4.917 4.038
PA{H 0.027 0.044
3 it ig

L ICH KA B 2% o /T 32 JA iy B
UM 2 Jo B 2 A8 R B/ NI AR R A7 AR I AR A
JEIE T, FLMAE BE Gk = I IR AT 4E S0 S R 4R S
0T B2 PN B AL, 3o il S TR PP 2 AR ABUR, B AR
SRAE | fige 10 5 0L, () R 7 A R Il /AT AR PR
(PAF) ; ICH i rp PR 4™ 42 PAF, 14 P4 B2 240 Y
FEGR MLV oAl 7™ A2 PAF S 17 X8 i 1 35 e 5 52
YER o MR R i B A A+ o0 426, X PAF
S BT AR R D5 Ah, PAF SE A R 4 i
(o 0 A A P o, S B AR AR OK i, PAF 34w
o J LA 1T 41 S RE KL, o O AL U B A A1 A I
Fe (72 A I 7= A e 2l BRIV g e s P L 3, 8000 1
ICH F XU

PAF-AH JEN %7, fiff PAF-AH g 7K B 3 7k
FEAR, XF PAF HYREARDIREA 42, ATl PAF JKF- T o
TR PAF SN B LB B 115 5 56 &, OF 51k
PR A5, 5 B0 B A0 I 2 R o A 5 o 1
S N A ShiR AT SIRESZ . [, ThE Y PAR

He >

T PRI AU B PO A R P I 2 0 2 - Je i kA

PR 37 55 6 , S PR IS 240 M R AT 11 o 22 i A

WCHPE A TR S A BRI — AL A & i, 5
Vi A S A0 5 k4R 45 . PAF-AH AJ LK
it B R b AR A SR SR AR R PAF-AH
HZ Refs 5 R A AL B BE i B in A5 A 5 1 o
APREALEF PR P 24 7 ICH By~ L
TG a8 W] PAF J PAF-AH /K, 345 1E % 5
P LA TR IR R BLEL L TCH T Sl A 1 A e
)2 TG L 41 7= L PAF-AH 35 M B 3 FAIG . PAF
KOV B2 =, $E7R PAF J2 PAF-AH 2571 Ry )L
ICH fiy A",

PAF-AH J& TR A2 5805, )12 /0 A THLAR
(45 FPZE S, X I RE A% T b 12 /R 9 PAF ™
X PAF EOCHEE A 5 A . PAF B EGRH 2
Foft A 3 1, BB TG A L/ DV R LAl 8 E A, ek
e AN I AL O IV S 25 RS R
E SN PP B A G, [ PAF-AH Xt PAF (1) %
FEATE P, 8 L AE A PN X 22 il g 9 1) B v B A 22
YER.

Stafforini 25" % B PAF-AH 3[4 9 4p L F17
£ Val279Phe AT IR 22 25, % A7 503 3 4 ) 3
P G—T A8 53, i3 4 % % 7 th GUU #4748y UUU,
I PR SEIR A R (Val) — KN %R (Phe) 1Y
§eA . T ORARNL AL T RS P O B — 22
FiR-273 . RAZIR-296 , i MR B L i0E Y & (R HF
TR SEsE R A RS S R S B R AT
(Val/Phe ) B PR R Bl 5 15 /2 1E & (Val/ Val ) J R Y 1)
—2 Al T RIEHEVE LT JCRE I (Phe/Phe) ',
HAET & B Val279Phe A% H IR 22 A5 1 5 52 6 9 L 1%
Wit Lo 0 000655559 A 5, I S JH Ay e N I 5 9
TR fER P RO
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TG KIS HBL] PAF-AH A 9 4pEF T
S HE 44 32 10. 0%, EU%EME&? H A B
(21.5% )" Wi T [ A A A AR 1 15. 28 %
(FPE)PEARE) o SXFRRAALL, & 2E ICH [ H =
JL PAF-AH £ 55 9 FME F oA FE R A T 4540 5k
PR A 3R 38 i 2 T 1y, ik 6 W] PAF-AH JER %S 9 4h i
% Val279Phe FUAZ R 22 A0 0] RE &L JL ICH 1y

B SIRIN &, WF9E & B, PAF-AH X Wnt 55 #%i2
ORI AR TS T Sh 4 S0 50 W, Wt 55 5% 19 40
I T I Y A RO AT gt 2 PAF-
AH JE [ Val279Phe PAKL T R 2 S 1S 35 7L
ICH JHEREZ —,

25 T AHFSE & B PAF-AH JE K Val279Phe
HRH R Z 805 5L ICH A0, Mistfe 2%
PRUT T 57 )L ICH (4 &AL, S 5 )L ICH EI"JII"‘
IRBFIG SR AL T FI AR , (B 5k = T A58 1 RFEA
S R FRBF T S5 SR 0 SR . A e BRSO it —258
iE PAF-AH 2£[H Val279Phe METF R 2 40 5 e
JLICH ZHm bl oG &, 5L )L ICH (1 Bl if 4243t
BRI )
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