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e AR e B E | EE C923T ZisE
5K b i ik A B B 1 B9 48 K PR 3R

Fupk, ml A
(1. 54 RORHE [ 4 22 0 A, K 30 410007 2. % 7 A 2 3 T [E [ # 48 0 &), K 7 410008)

[(fE] HW:E T PR Eme i BT 1(NCFI) A A% 10 4 2 F C923T(Ala308Val) % &tk 5 4
BRI TR EAB R e X R . FiE R A PCR-242 M % % SH KA DNA A0 5 =0 ¥ d 4 K
TR AR B o & 110 48 10 ANk e 7 Z R R 110 4] Ao f B A B8 % 100 % 69 NCFI AR % 10 9h 2 F
C923T % At Rl ot B0 f g KT, G584 5KV TEARE NCFI B % 10 4h2F CO23T % 5 4
£ CC,CT,TT 3 # A H A fi sk 20 % L& T A 28 C923T(Ala308Val) % AR H IR £ 54 5 xd B b4, £ 7
AGHFEL(P>0.05); it R AATERAF R BRAAG H 2065 CO23T % A H5A HarlBarti,
EFARGTFZEL(P>0.05) ;20 P &AL H A o fgKF 5 b AR, £/ L% FEL(P>0.05),
it B K T IEARE NCFI B C923T % AW TH S Iud ey ERE L,
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Correlation between neutrophil cytosolic factor 1 gene C923T
polymorphism and cerebral hemorrhage in the Han in Changsha

HUANG Xiaosong', YANG Qidong’
(1. Department of Neurology, Hunan Brain Hospital, Changsha 410007 ;
2. Department of Neurology, Xiangya Hospital, Central South University, Changsha 410008, China)

Abstract: Objective To investigate the relation between C923T ( Ala308Val) polymorphism
in exon 10 of neutrophil cytosolic factor 1 (NCFI) gene and cerebral hemorrhage in the Han in
Changsha and to evaluate the effect of C923T ( Ala308Val) polymorphism on plasma lipid levels.
Methods Changsha Han C923T( Ala308 Val) polymorphism in NCF1 gene was determined by PCR
single strand conformation polymorphism analysis and DNA sequencing in 100 healthy controls, 110
patients with cerebral hemorrhage, and 10 cerebral hemorrhage pedigrees. The level of plasma lipid
was measured by routine methods. Results No significant difference was found in frequencies of
genotypes and alleles of C923T ( Ala308 Val) polymorphism among the controls, cerebral hemorrhage
patients and cerebral hemorrhage pedigrees. The serum level of TG in the CT genotype of cerebral
hemorrhage patients and controls tended toward higher than that in CC genotype, but the trend did
not reach significance (P > 0. 05). Conclusion There seems no correlation between C923T
( Ala308Val ) polymorphism and cerebral hemorrhage in Hans people in Hunan province.

Key words: cerebral hemorthage;  neutrophil cytosolic factor 1;  genetic polymorphism;  plas-

ma lipid
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IR 2 rp (stroke ) J2& 24 4 7™ Bl W A 6 A il i B
PRI 2 — , 1) T 4 U T I 2 o R 3 1 i o [
55 2 ML S R Y 52.9% o HRTTRAT A
WIFE " R < i 1 35 DR A i 2 o s Th & T T
YER o 15144 (reactive oxygen species, ROS) 5 & il
TR0 3l JD ok A A A T BRI e a4 M 4 o 45 1 78
P FIBE DR 2 DIAR G , 2 MU PRGOS B fa s P R
K P e o W 4 — 4% ¥ B2 [ nicotinamide-adenine dinu-
cleotide ,NAD (P) H ] 4 Al B 2t 1 b 4 A A 1ff 48 3%
i ROS Y - ZER YA, 7 e i P 45 735 0 3 Jik oks e A
AT I 4 A T 8 v A 200 i I J5 PR 5 1
(neutrophil cytosolic factor 1, NCF1) j& Lomax 25"’ F
1989 4Ewi i, & NAD (P) H %A fL i R — > £
By LT Tqll. 23, &4 11 AT, HIREIXA
PX [X (AIR [X \PRR X fil 2 4~ SH-3 [X % 5 I~ IhfEkK
AR, HETHFZE F W e ROS #7725 7
NCF1 k4% 1 i s D RE, 1 ROS 5 w5 I s 1 3l ik
SRR AR FI0S5 I A 1 5 3 DD AH O, 2 L A5 PR R
R AR & AT L, NCFL 5 8 1 5 0% . 3l ik ok
FERE AL A e I A 2 P 55 I A 1 5 OB PR s
YNG4t NAD(P) H & A W B4 11 36 [
22 A5 PE B PR 98 A5 fd ROS 2E 8 in , sl T 3 5k B 4
AR IR A N2 AR 2 505 5 3 3 st 3l
ok KA B AR TR T8 v L AR R 1) 4 A 5 K
TS X i A e 1) oy S 38 i, NCFT 5 PR 2 1
X558 10 #h 5 T 1Y C923T ( Ala308Val, 7§ Z ik 166 i
AR ZB1ES ROS [y~ R % IR . BRTX X
EZ VARSI N 15 YR A S NP UL SiE S
ABE SR BF NCFI B %5 10 4h B+ C923T
(Ala308Val) 2 75 1 5 & V0 T DU A HFE N 1 1 #r)
KHFo

1 WHREGE

L1 Bt
11,1 fahisa

T ML % 28 0 il 4 1 A 110 f31), AHLAE 25y o
Il ) R A A0 T, 353 DR DU, S P e R 2 TR % g
W) R A BRI B A 22 AL RE 2006 4F 1 2 2008 4F 12
AAEBEMTTZH N Bra Bl & 1995 4F 4
55 4 YK IR AR S BUBTT IS Wi e, 2
Jofi CT 5 MRI 8612 A0 IR 3l kR o
13 LIRS 250 bR I LA e 2 B 3l R 4 5 |
P4 I S 0L 5 HIE R S8 AT T 3T BB | IR | i
WAL 3 A A MR MER R B I 2 AR AR

FRE MRS Fdi g2, Horh 55 59 1, 20 51 fi], 4
%28 ~82(58.13 +14.22) %, 8 & M i H 1M 28,
(NFCH) Je A5 316 st 1) figi 14 1 8 ( FCH) £8 % 43
k74 1R 36 5 A i R ) RN O 41 ( HBP +
CH) J JG & it = i) i H i 28 ( 4 HBP + CH) 433 Ky
79 FN 31 451 5 A0 I i a2 ( DM+ CH) B
JCHE PRI 4 i s 126 (E DM+ CH) 4351 2 9 43 #1
101 {1,
1.1.2 bR ia

it IR R SR SEIEE — R R T A L
N A AR o RS LA H I Sy 3 0 S SR AR
MRMEFR N0, FRIEA AP E WA K
7, SeiEas A bk Bs e R AR BE AT T2 96 AL, 10 4
DU R I 2y 32 09 8 &R AL 4G i 5t 110 f31], A ES 120
T EWIR A KW T, Yo DU, b 5 60 {41, 4 50
B AEWS 16 ~T79 (44.13 £ 11.37) %, ik 3 11 22 &
74 5, KRR 36 11
1.1.3 EEstma

TG M2 5% 7 1 1E 8 (g 2L 100 f41], #H 55 3 ok
W IR A K U, B DU, e B 54 ], £ 46
B AW 18 ~75(57.31 £13.33) %, b FIREPRE[H
S B ARG N B, T i 2 v G S, TE VL IR
I3« B G PE P s R PR A s
1.2 X5

TaqDNA H &0 (5 U/pL) , 10 mmol/L dNTPs
(dATP, dCTP, dGTP, dTTP), 25 mmol/L MgCl,,
Marker 14 B d £ AW AT 5100 A EgIRRA
) ;10 x PCR 22 vhifk , BRSO 5 o6 i (N, N -
XU M ke ) L SDS, 25 il K W B b st S B A A
5 I3 AR A 1 a( LPa) I 5 350 &, LPa A o it 1)
B AR G s AR 1 A (apoA) |, BIEE
B(apoB) , ik % i Jig 2 11 JIFL [ B ( LDL-ch) K /55 %5 i
JIg 25 1 I [ % ( HDL-ch ) 3 77) & W 3 9% & Randox
o) H ol =EE (TG) i8] & W A 72 & Centronic
GmbH 24 #] .
1.3 Fik
1.3.1 A FE4 DNA #5694 &

FHICAL gk 4 mL, fFZPEE, F B/ &
Pl $R 4RI DNA JFALE 4 CUKFE IR A7 55 1o
1.3.2 NCFI ¥k FH & n

Pi NCFI LN 5 10 b &7 5] 9 2 Primer
Premier 5 81 15e 3t , IF 2047 [A U8 1 43 Bt ( BLAST) 1
AR SR, ST 8 i 5'-CAAGGGTCCT-
TGTCGTGA-3'; T i 5'-TCTACGGCTTGCCCTTCCT-
3,1 R B 352 bp, S AE PE4800 AU PCR % ( 24
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PE A H) bEAT, RO 440095 C HUZEE 3
min,94 C 754 45 s,65. 8 C &M 30 s,72°C ZEA# 1
min, 30 MEH G ,72 C 75432 {# 10 min,

PEE Y R 2 75 (single strand conformation poly-
morphism , SSCP) 2347 : Bt 4 L PCR ¥ 2 8% JE 7%
P SR AR I P B P VRS T 77 0, R e PR B, DU
PCR Py findik 2 x BV, IR G 5 99 C A2 1
10 min, 8% 5 37 B & 7K I 5 min, B 8 uL EAEF
5% I B FP R SR Y R IE I B TP, 180 V4 C K
12 b, UK 5 R TR ek Qe o JF 40 IR . eI
2R A A T g BRI Pk P A S 1) B PR AR AR i
AFIER I e o I 45 2R 7E Genbank FIBAAZ TR %
5% (single nucleotide polymorphisms , SNP) (45 J
HEAT OB M
1.4 %itFan

JIr 5 BEORHTE Dbase 4 {4 rb 57 %4 %2, R
SPSS13.0 ¢ it B AF E A7 3 Mo 55 0o ik X A =
(2 x4 + 228 1)/ (2 x ZRNKL) , HE AL
SERAE (B R 26 1 B X R 0 A A O T
Fi Hardy-Weinberg - 5 6 5 A A< (1 AR 1k
ZH1A] M LU o Az, AN 5] ik DR 284 S 4 1) 1t i BE
B ANOVA J5 225381 J LSD-t #6:4, P <0.05 K
ERAGIFE L.

2 # R

2.1 J i o 28 e 3 B ZE 09 16 R A

i 1 1L 2H A e L H s SR B B e s R
i Sk 1) B A v T X REZH (P < 0.01) , W 5 7E AR 1
eI AR UNDI g 2y LT DS &Y Sl I o =2 v e A e
2B (P>0.05,%1),

F1 fuMmAFIRAIGRZT LR (0 =110)
Tab.1 Clinical characteristics of the CH group and con-

trol group (n =110)

TH it 1 25 Xf HRZH
iES/ % 58.1+14.2 57.3+13.3
PR (F/2) 59/51 54/46
LSBT R 24.3+2.6 23.8+2.3
W40 AE/ [ No. (% ) ] 10 (9.1) 7(7.0)
il ANE [ No. (%) ] 8 (7.3) 6 (6.0)
R /[ No. (%) ] 79 (71.8) 44 4 (4.0)
BE PRI s/ [ No. (% ) ] 9 (8.2)4% 2 (2.0)
L9 /[ No. (% ) ] 19 (17.3)%% 3(3.0)

SR HL#, A AP <0.01,

2.2 NCFI %R % 10 48 £ F C923T( Ala308Val) %
A5

PCR-SSCP 43 #7 7w : NCFI1 JER 5 10 SR g T4
3 B0 A 6] K B RS, 42 W OF JE UE S5 O C923T
(Ala308Val) , 4351k CC( Ala/Ala), CT (Ala/Val ),
TT(Val/Val)3 FEERAI(E 1 ~3)
2.3 kB KT EAREM NCFI kB C923T
(Ala308Val) % &M

i 1 2 e Aol 2 35 PR 78 R S v 5 PRUAT SR 43 A
¥J454 Hardy-Weinberg P #6555 (P >0. 05 ) 5 [ i 1L
2H BRI R 41 55 %) B 41 C923T ((Ala308Val ) 235
BRI 3 A LU, 22 R TG # R L (P >0.05, 5%
2) 3 IR 0 5 2 2H R 2E R SR 2E R I 1t 2H
(/) CO23T 45434 5 0 B4l b g, 22 R G2 7
X (P>0.05,5%2), Hgid 4l fixt B2 NCFI LA
C923T( Ala308Val ) ZZ X IMiLAG \JIg 8 FH 7K F-F4 52 ]
B 2ZE RGN (P>0.05,%3)

*2 KEANCFI EHA 10 S5pEF C923T(Ala308Val) N1
Tab. 2 Genotype and allele frequencies of C923T ( Ala308Val) NCFI gene polymorphisms in different groups

EFEA[No. (%) ] I AR
45 1%k
cC CT +TT C T
G 4 1 26 110 100(90.9) 8+2(9.1) 0.946 0. 054
HBP + CH 41 79 72(91.1) 7(8.9) 0.949 0.051
4k HBP + CH 41 31 28(90.3) 3(9.7) 0.952 0.048
DM + CH 41 9 8(88.9) 1(11.1) 0.944 0.056
4l DM + CH 41 101 91(91.1) 10(8.9) 0.950 0.050
oG e 1 5K 2 20 110 102(90.9) 4+4(9.1) 0.945 0.055
BRd 74 69(93.2) 2+3(6.8) 0.946 0.054
E N VL 36 33(91.7) 2 +1(13.9) 0.944 0.056
X HE 2l 100 91(91.0) 7 +2(9.0) 0.945 0.055




304 FiEg KR (E2ERR) ,2011,36(4) http : //xbyx. xysm. net

140 150

T T & G T C P - - i~ ~ PSP iy < = ~

1 C923T(Ala308Val) CC EF 2! K [l 5 B (87 3KFT#E) o
Fig. 1 Map of the reverse sequence of C923T ( Ala308Val) CC genotype ( Arrow shows).

130 140 150
cecacc TTG G G TCN G G G G TG

| {\L MY [\j\f\/\ NM

2 (923T(Ala308Val) CT EF 2! =)l 5 B (87K FT#8) o
Fig. 2 Map of the reverse sequence of C923T ( Ala308Val) CT genotype ( Arrow shows).

140 150

= T G (= < gt N = G G <G G T G

A ol

3 (C923T(Ala308Val) TT E E 2! (=i 5 B ( 87 kFT#8) o
Fig. 3 Map of the reverse sequence of C923T ( Ala308Val) TT genotype ( Arrow shows).

®3 EHmAMRA NCFI EE 10 S5EF C923T (Ala308Val) £ 35 [ % i £ B x4 1 A #1 B & B /K F B9 0
(x=s)
Tab. 3 Effect of the different genotypes of C923T ( Ala308Val) polymorphism on plasma lipid levels in the CH group

and the control group (x £s)

AR TC/ TG/ HDL-ch/ LDL-ch/ ApoA/ ApoB100/ LPa/

A ) (emolL) (mmolL)  (mmolL)  (mmol/L) (/L) (/1) (/L)

Mgl CC(100) 4.45+0.75 1.45+0.63 1.16+0.38 2.48 +0.92 1.03 £0.46 0.95+0.30 0.23 +0.16
CT & TT(10) 4.53+£1.21 1.66+0.87 1.08 £0.40 2.59 +0.57 1.13 £0.51 1.09 £0.41 0.31+0.18

ik (110) 4.48+1.03 1.58+0.76 1.14+0.35 2.53+0.92 1.07 =£0.21 0.99 +0.35 0.26 +0.27

X HEZH CC(91) 4.28+0.91 1.05+0.63 1.26+0.47 2.24+0.59 0.97 £0.43 0.94 +£0.36 0.18 £0.11
CTaf TT(9) 4.28+0.92 1.42+0.61 1.21+0.44 2.33+0.73 1.06 £0.30 1.03 £0.49 0.25+0.14

A1 (100) 4.30+0.85 1.26+0.54 1.23+0.32 2.26+0.73 0.99 +0.28 0.97 +0.21 0.21 +0.13
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Cai %[11] FH w7 S 3 UL A ( vascular
smoothmuscle cell, VSMC) F11fil & N 57 21 i ( endothe-
lial cell ,EC) f{) NCFI £ (NCFI7") KK, 433
FHE 7 /AR AT A= A K AT ( platelet-derived growth
factor, PDGF) FIML 4 3K %K 11 155 ROS fy/4:, k&
B ROS (977 A= W] .98 /)N, [FAE FBE-NCF1 $i 14 R
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NAD(P) H4 fk /i 7 £ ROS f) 3 % o I 407 .
NCF1 7€ ROS j=/E i3 B i ik 55 PX X1 2 4~ SH-
3 X BYIMISE, A 10 5408 7 & 40 i% PX XA 2
A SH3 K[ 4ME T 22—, C923T( Ala308Val ) £ 45 4
5510 SHNB T — A ZBAEN . AR L
FEH [ RS A KD T DURR IE F N BE NCFT 3
(923T( Ala308Val) Z 45 54 CC,CT,TT 3 FhLH
R, C A B R Ry 0. 945, T &5 {3 5 PR A 32 Oy
0.055, HHi, M2 AL S AEA R R 2347 1 O 1]
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22 A5 I B R BRI B 57 FE AR A0 A 22 R E G B
SC(P>0.05) o i i i 2R 18 i 1S i 317 50 A4 5
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C923T Z 35 1] BE -5 i H 1M &) fE Mo X .
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M (ox-LDL) , ox-LDL {6 53 350 ¥ 41 i i T2 ) A &
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