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W24 X i A BEREAE TE 4 2 T
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A.HEEE _ARER,#ME K7 410007;2. w4 PEAKFHREHNE ¥, HE K 410007)

WE.BR R PAT L EH % 4 4 2 F G338A(Arg90His)#= GA57A(Thri29Thr) % A 1531 & 4 kA
BREARL AR R, ik KA PCR- £4M% % AH A fe DNA FHA2M A kbl 3 d 8 SOk ABESCR PTG
A% st % & 110 41 .10 /\ﬂﬁ&é’b% Z 110 4] A 100 4] 4 B 3 R 2R 445 PATP L B % 4 4L 2 F G338A A=
G457A % &M, B Z SeBE(TC) ¥k =8 (TG) . 55 A E 9 2B & (HDL-C) /&% ER & 4 2 E
B (LDL- C) S 9% b ik /%/D“lk apoA-1 % apoB100,ELISA € Lp(a)dif KT, LR pa7phox AH % 4 5h 2
F G338A % 544 GG.GA #= AA 3 AP A AR AR LA R E A& A 20 G338A £ & A F AR E LA 5t
B, £ F YA %t FEL(P<0.01);G457A 2 567 GG Ao GA MAP AR A mig A R L & A 40
G457A % SR BMFE 5 BAFBAILE, 2 F LRTFEL(P>0.05); AL RA R L & LA & i TC. TG,
LDL—c % Lp(a)K-FoA 2 & FxHBa, £ 5 A %t F 5L (P<0.01);28 MR F L B A A fig g B & K -F 55 23
AL, 2 F A4 FEL(P>005), &if psr™™ A H 6338A 55 AFEARTHA MR, A5
A JE M Fo 4 R M AR ST B 0 — AN LA B £ GASTA £ AT AL S AR SL A X9 K% . pd7ie A B G338A
Fo GABTA % At 5 b SR THA %

IR AL PATY E A SR T AR S AK s
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Study of the Relationship between the Polymorphisms
of P47° Gene Exon 4 and Cerebral Infarction
in Hunan Han Population”

Xiao-song HUANG?, Yin-li LUQ!, Li-hong TAN!, Yuan CHEN?
(1. The Second People's Hospital of Hunan Province, Changsha, Hunan 410007, P.R. China;
2. Graduate School of Education, Huan University of Chinese Medicine,
Changsha, Hunan 410007, P.R. China)

Abstract: [Objective] To investigate the relationship between polymorphisms of G338A (Arg90His) and
G457A (Thr129Thr) of p47">* gene exon 4 and cerebral infarction in Hunan Han population. [Methods] The
G338A and G457A polymorphisms of p47™ gene exon 4 in 110 patients with cerebral infarction(Cl), 100 sex
and age -matched healthy controls, and 10 CI pedigrees from Hunan Han population were determined by
PCR-single strand conformation polymorphism analysis and DNA sequencing. The TC, TG, HDL-C and LDL-
C were tested using enzymatic method, apoA-1 and apoB100 were measured with immunoturbidimetry, and
Plasma lipid levels were measured by ELISA method. [Results] Three gene types, GG, GA and AA were
found in the G338A polymorphism site of p47™™ gene exon 4. Statistically significant differences were found
in the frequencies of A allele of G338A polymorphism between the CI groups and the control group (P<0.01).
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Two gene types, GG and GA were found in the G457A polymorphism site of p47°™ gene exon 4. No statisti-
cally significant differences were found in the frequencies of genotypes and alleles of G457A polymorphism

between the CI groups and the control group

(P>0.05). The serum levels of TC, TG, LDL-c and Lp

(@) of

the CI groups were markedly higher than the control group (P<0.01). [Conclusions] A allele in G338A poly-
morphism of p47™ gene exon 4 of may be one of the risk factors of CI patients, especially the CI patients
accompanied with hypertension or diabetes. The gene G457A is probably not related with the onset of CI. The
G338A and G457A polymorphisms of p47*> gene are probably associated with plasma lipid metabolism.
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S it A A A Ay T A SIS A R 1 R AL
W2 K st R A L R i B h R iR
1R FAY, P47 J& NAD(P)H %A fLRG— 1T 21
76155 NAD(P)H S8 AL BT £k, 7= AR 5 PR 46 (re-
active oxygen species, ROS) i 2 i & 4 5 B4
Y, T 97 A S A L A 2 o L 5 o A
BRI fE oy PR 2288 PATPo I [H] [ 4 B IX A7 A 2 Fh
e Z A, o 6 T 5 4 B 19 G338A(Arg
90His) #l1 G457A(Thr129Thr) £ &1 5 ROS 7= 4
B, AW R PCR- Bty 4 L2 5 H A A
DNA FLH2 0 J3 32 A6 03890 1 4 0 6 1 2 2 M A9 7 £
H AR IE SR Z 51 S E H N () AT L[R5 4
AMNEF G338A Fll GA5TA L2451, i H 5 Ao A
BE AR I T it g A G A R
1 BERSFHIE
1.1 WHRIFTHK
111 EFarB4 oI gk oe & M IE F fd i At
100 1], Herh 55 54 45, 4 46 4], Hx AR 75 %, &
INEENRS 21 % P 14(56.3 £ 13.2) % B iR A 5 —
N RSB B g R ARG N B, 9 SR v (Rl JE I A= R st
TCIHF B LR « 19 B G2 P s R IR i 52
112 #CKERAR SR R GEREN SR
IR AL 2k 110 5], 58 63 1], 2 47 1], o RAESR
86 %, fie/IMENR 32 %, F-1(57.2+13.5) %, HirP g
M TE i 2 (cerebral thrombosis, CT ) K [ b 1 i A5
HE£H (lacunar infarction, L1435k 77 41 33 4 ; A
e IS P4 i A5 2H (HBP+CI ) 2 JG 25 I 1) i A 4E
4 (A HBP+CI) 43 5128 78 Fi1 32 {51 5 45 4 R () i
FEFELH (DM+CI) K ToH bRy (1) i A 5840 (4 DM+CI)
4390124 10 #1100 5] ¥ A re A A N R BB #h4
WAL 2012 4E 6 H ~ 2014 4F 1 AFERe AT 1128 & .
FITA 9 B 3445 6 1995 AT 4 R 565 DU VR M i 45 2 0 2%

S BUEIT 2 Wb iED, 283k /51 CT 2 MRI #12 .
LG IR Sk s S LR 259 e ik

cerebral infarction; p47™ exon 4; gene polymorphism; plasma lipid

MR s sl i 55 | S A i 2 o s HERR FRA T I
B R B | NV R 3 A IR FH R 3
FARA I 2 AR R i R 25 A2y
1.1.3 FGFEFER R4l WRHE 10 IFESE R R A4
FEEC B 110 B, JEibE AR A N R E R4
AL 2012 45 6 H ~ 2014 4F 1 A{EBERITT2, B 61
B, 2 49 ], e KAF S 78 % Fe /NS 15 %7 -1
(55.4+12.6)% . H B 42 1], AR B & 68 171,
1.2 Fik

D AFEPH 2L DNA B 5 25 - S BUF 525 52 41
AR 4 ml, JFZRBOEE, FHH AL 1 S 05 il e
HUDNA. P47 S R RUAGI 3 P47 FLPH S 4
SNETFBIE 45 Primer Premier 5.0 #4381t rig
SI1YFHI AN 1E 8514 . 5'-TCCCAAGTGGTTTGACG
G-3'; ;M5 |#):5'-CCTCCTCTTTCTGGCTGTG-3', )%
N 7E PE4800 %Y PCR A 4T, SR £5 10 : 94 °C i
AP 5 min, 93°C 5P 40 5,56°C & 14 30 s, 72°C 1 fif
1 min, 30 MERG , 72°C T HEMH 10 min, [ WA
HZE4C, QO EZLE (SSCP) Zrfr: Hlapl
PCR 7= 45 8% A 725 14 5 TR s T W 45 s P i Al
Yy, IR LT DK PCR P24 hin 4 2 x As M 4%
FER WP, TR A TG 95°CAR T 10 min, SR J5 57 B vk
5 min, B8l FFET & 5% HIHAY 8%49 : 11
PP SR T MR R A R s v, 160 VO HL R 4°C HE K 10 h,
HL UK 25 R e R AR Yevk e o e, BEIUh SR
s TR Pl 5 s P Uk PP A S ks T B RE AR 1A 7 1E S
)0 00 745 54 GenBank F1 SNP B b i#k 4 7
FLAE AT @it i AR B 1 AT - SR 4R f v 0
A H I =R (TG) | G H [E i (TC) i %% R 2 1
(HDL ) FIEE 25 B2 15 45 11 (LDL ) 5 28 He il vk 0 5 38
JIE # F1 A-1(apoA-1) & # i 2 1 B100 (apoB100);
ELISA 705 i AR 2 A alLp(a)]/K -
1.3 SZitEF*

K H SPSS 18.0 Gei 4R f-#kA T4 404 , BT A 5
HHAE Dbase BT B g, S SERUIR =(2 x
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% 25 %

G + 4512 x 2R NEL) , 5 PR B3 A0 4
PLEEPUAR I 22 5 ] x 2 R g sl AL IE i, 4%
Hardy-Weinberg ~F- i ph A o HE A B BEARA SR 1 . 41
() A L ¢ A6, AN [i) 6 PR AU IV 2L ] af g EE ¢
ANOVA J7 243 #7 & LSD-t #:3% , P<0.05 2% 54
GiitEE o

2 #£R

2.1 FufEIEAFNITERAMIGKRYE S

FEAEFEAL A AL R 2R 24 A v I s s AR
S S i TR BRAH (P <0.01) , Fiki A 5. 2K 401 fii 4 4
KRR M 27 TG4 X (P>0.05) ;3 AIAEAF#Y |

P A B A R R R R B 25 R RS TR

X(P>0.05)(IL# 1),

2.2 PATEEE 4 5MEBF G338A BN
PATPe JE R 55 4 4P I G338A A1 3 FiAS [A] Y

FL UK P 3%, 28000 )7 J5 1R SE 4301 A GG, GA il AA 3 Fif

FERA(ILE 1~ 3),

2.3 PAT™ B EE 4SBT GASTA SN

P47 FL[R 2 4 AN g 7 GASTA A W P AS [\] Y
FLUK S, 2807 )5 IESE 751 GG 1 GA P FhJE

PRIAL(ILIE 4 ~5).
2.4 PAT™ E X G338A &9
R 1L %ok R 21 PR 7 e S5 o7 PRI A 4 23

1 MIEFRAFXRBAIGK AR

" " A - IREREE T EPNS PRI AEL LR AR L
40l P AR IS xxs) - B (x+$) 11 (%)) Wioe] | [ion)] [0(9%)]
AR FTLH 110 57.2+135 63/47 25.1+3.3 8.1(9) 9.1(10) 70.9(78)" 9.1(10)"
IAEFER R 110 55.4 +12.6 61/49 241+35 8.1(9) 7.3(8) 69.1(76)" 9.1(10)"
X HRZH 100 56.3 +13.2 54/46 238+23 7.0(7) 7.0(7) 4,0(4) 2.0(2)

it SRR R, P<0.01
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Bl 1 G338A(Arg90His |GG £ E 2! [l Bl
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| H
[Hyrt ||f-III| Pt
i III 1] ||| [ |.| |||| |||I ||.i I||| il

| i Y I
| oty ||| ll,,l II||

||| " || Ill i ’|| 1 ||
||' 1110 i
|||||||||| I|I||I ! II| |
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B 4 G457A(Thr129Thr)GG EF 2 & a5 B (Fikirfg )

180 190

200 210

CElAGGEEO. TCATG AGOC ETEOCHN GO GE TAC TOEGETAARARGTGET G

r f r ||‘I i
' |"| |
ll ||||} |I ﬂ ||II||I|| ”
I| | l' | |
I( JA ,' .,' |I : II ||||I || | ;

B 5 G457A(Thr129Thr )GA EE A [l 5 B (5L Frfs )

¥IFF4 Hardy-Weinberg -6 56 ( P>0.05) . i 5t
R IAC TR AR FE R RA R SRR 5
XTHEZ G338A 245 A SR LRI A1 LA, 25 5%
WA G 3 L (P<0.01)(F 2),
2.5 P47" E[F G45TA &5

i A5 B 2 -5 X} HEE 2] R R 76 K S5 487 Jk PRI A R 43 A
Y1554 Hardy-Weinberg “F-A7 4656 ( P>0.05) . HE@%
20 L H A 45 B W AYZH 5 X IR 2 GABTA 2383

WR A LR, 22702 F R L (P>0.05) (L3
3)s
2.6 P47°> B [F G338A 1 G457A & 74 M AE . A5
EBHKEHNEIT

Jiki A FE 2 19 TC.TG.LDL-c &% Lp(a)7K~F-H]
W TR, s R A g L (P<0.01); 41
PRI [v] 5 DRI 784 () i B B 2 AP S50t B2 b,
ERTGT2EE X (P>0.05), W 4~5,

Fz2 MWIEFLATEE p47r> BE 4 SHMVEF G338A(Arg90His ) &4 7

FEHT [ 51(%) SEIFEIN 1 (%)
il %k
GG GA+AA G A

JiREAELH 110

CcTH4 77 55(71.4) 22(28.6) 0.838 0.162°

L4l 33 24(72.7) 9(27.3) 0.864 0.136

HBP+CI 21 78 51(65.4) 27(34.6) 0.628 0.372°

4k HBP+CI 41 32 28(87.5) 4(12.5) 0.844 0.156

DM+CI 21 10 7(70.0) 3(30.0) 0.750 0.250°

4 DM+CI 41 100 71(72.0) 28(28.0) 0.855 0.145
A SEAR F 20 110

B 39 29(74.4) 10(25.6) 0.847 0.153"

AR 71 60(84.5) 9(15.5) 0.897 0.103"

of B 100 89(89.0) 11(11.0) 0.935 0.065

TE:CT 41 i AT B 5 LI 41« JE B IR SEZH s HBP+CI 41 - A 55 MU AY AR SE2H 5 Al HBP+CI 2 - JC & 1L Y IR SEZH s DM+CI 4 - A7
PRI AR AL 5 DM+CI 41 JORE PR B RAESELH 5 + 45 % BRAH L 45, P<0.01
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*3 WEFLATEE ps7™> EE 4 SINEF GA57A(Thrl29Thr ) B EH T

a5 - SEHAL /(%) SERIFEIN 1 (%)
GG GA G A
JiREAELH 110
CcTH4 77 70(90.9) 7(9.1) 0.954 0.046
LI 4 33 30(90.9) 3(9.1) 0.954 0.046
HBP+CI 41 78 70(89.7) 8(10.3) 0.949 0.051
4k HBP+CI 41 32 30(93.7) 2(6.3) 0.969 0.031
DM+CI 21 10 9(90.0) 1(10.0) 0.950 0.050
3k DM+CI £ 100 91(91.0) 9(9.0) 0.055 0.045
A SEAR FR 20 110
B 39 36(92.3) 3(7.7) 0.959 0.041
AR 71 65(91.5) 6(8.5) 0.946 0.054
of B 100 92(92.0) 8(8.0) 0.960 0.040

TE:CT 21 : oG A 10 5 LI 20 - s BR PR IR T s HBP+CI 4« A7 oy I A B IR AR AE A 5 JE HBP+CI 41 - Ty LK A ik A SE2H ; DM+CI 41 b
PRI BAATEBELE s 3 DM+CI 20 TEMIEBR IR IRINAESEAL 5 + 550 B LL 4%, P>0.05

R4 WIEIEA pa7 EE G338A(Arg90His ) AR E M E A MAEFEEEKERMFME (xxs)
20 51 FLRAL /) TC/(mmol/L)  TG/(mmol/L) HDL-C/(mmol/L) LDL-C/(mmol/L) ApoAl/(g/L) apoB100/(g/L)  LP(a)/(g/L)
AEFELH GG(79) 483+1.06" 1.67+0.73 1.17 £0.35 2.73+091 1.02£0.35 1.06 +0.34 0.23+0.16
GAE{ AA(31) 4.95+096" 1.74+0.87 1.06 +0.41 2.87+0.81° 1.12£0.34 1.15+0.27 0.31+0.18
A1t 110 490+1.01" 1.70+0.83 1.13+0.31 279 +0.75' 1.05 +0.25 1.13+0.21 0.27 +0.21°
pogiitizl GG(89) 428+091  1.33+0.63 1.25 +0.39 2.31+0.67 1.01+0.33 0.92 +0.31 0.19+0.13
GAE{AA(11) 432+101 127=+058 1.21+0.41 2.19+0.81 0.97 +0.25 1.04+0.45 0.24 +0.22
At 100 430+0.85  1.30+0.63 1.23+0.32 2.26+0.73 0.99 +0.28 0.97 +0.21 0.21+0.13
0t 5 Rl RS R 20 ] LA, P<0.01
®5 FEIEA ps7= EE GA57A(Thri29Thr ) EEAREMERE T MASFIAEEAK MM (X+s)
2 FERES /) TC/(mmol/L)  TG/(mmol/L) HDL-C/(mmol/L) LDL-C/(mmol/L) ApoAl/(g/L) apoB100/(g/L) LP(a)/(g/L)
M HEFELH GG(100) 485+1.15  1.66+0.82 1.19 £ 0.51 2.76 + 0.95' 1.03+032  1.09+0.38  0.24+0.12°
GAE{AA(10) 4.94+093  1.72=+0.92' 1.07 £ 0.64 2.83+0.73 1.08+051  1.14+023  0.29+0.17
At 110 490+1.01" 1.70+0.83 1.13+0.31 2.79+0.75' 1.05+025  1.13+021  0.27+0.21
pogiistiil GG(92) 427+081  1.26x0.75 1.27£0.34 2.24 +0.62 093+043  093:0.34 0.19 +0.15
GA(8) 433+096  1.35+0.67 1.21 +0.46 2.29+0.71 1.05+029  1.03+042 0.23+0.12
At 100 430+085  1.30+0.63 1.23+0.32 226 +0.73 0.99+028  0.97+0.21 0.21 +0.13

1t 5 R —JE R EUR R) 4 ] L4, P<0.01

3 it

NADPH %A (il R & o ok i i s — A% i (T
1% ) S AL, SRR I B4 il 11 STt , L P AL
B gpo1e, RSV AL 227, S L p47 P p67
poc QP N G 7 [ Rac Fil RaplA 2520 B (i 52 4
. WFFE R 19 NADPH 4 Ak 7T AE 21K P9 A= 1%

ROS 1Y FEL/FA . 40 M2 BRI | 240 1 5 7
pAT Mo B ZE IR, 5 B L RE S A NADPH
AL, 05 J5 1 NADPH LR Z8 1t 251 )2 i 7
A= ROS. AT UL, ROS (7= 1 #E pd7 7™ K45 T iR 5
Ifgta, pd7ere BIFE B i S AL 47 T8 /R
JOT, 4% W v R AR EL L5 PRl F- 1[Neutrophil Cytosol
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Factor 1(NCF-1)], H:IIBEIX H1 5 PB4l h , B
PR e — MK S 399 MR ELR I B, H T
WF5E % B, ROS W] S84 P Jz 200 b 88 s i A5 400 A 285
43 (vascularcell adhe-sion molecule-1,VCAM-1) .
PR AR ¥4 4k T (mon-ocyte chemoattractant pro-
tein, MCP-1) G4, foff BAz 200 i 1) il A5 2R
B2 U IR AL, S 3t ohe o TR 41 i ST ARSI O,
I H,0,0 HA0, h25H 1 ROS P11l AE g 240 it 9 1Y
S AR, JE O TR LA A S AR AR DG Y
LT RGN LA g A s IR
PET I WU I 4R 2 U -2(MMP-2) FiT L ot 4>
JEE A -9(MMP-9) Y36 1 , 2 5 1l 48 F 31 K5 i
BEHe il 40 R e 5 A8 TR 10 & A )
KR A TFFE R BTGP A8 el PR A v Bl ik ok
TR T B 3 I 5 B IRE AR s S 505 2 D)
FHOG, 2 LA PR I fE R R R B, R I, pa 7o 5
PRI | Sl KRR R AT J R e i e A v 45 o A5
PR U PRIV | 55 R AT 25 DI AR OCG . 45 4 NAD
(POH S il SV 5 A7 110 356 PR 22 265 1 o 366 A 5 72 fiff
ROS A= i3 i, 5k T e 1 B 3 8 A0 A I A (Rl 4
R A S 55 S i S 0 S0 ok R RE AL TP A
e IR A B AR e I INE 119 % A 5 & e, DT
X A v ) B TR T

P47 7 ROS 7= A il F2 B T e PX X AT AN
SH-3 X% PIM ¢, Wit 4 %5 4 W I G338A
(Arg90His) .G457A(Thr129Thr) Z 25 2 Hrh i 2 &
PR o ARWFFEES R BN, 76 E W R A DU AR
G338A(Arg90His) Z &1 i1 GG,GA il AA 3 Fli
[K 74 ; GA57A(Thr129Thr) Z &4 55 A GG .GA P F
FEPRAL R B0 AA FERA . HRTILPIAS 2807 51
ENGIPN O i TR RV ES N P N S S 1= B S E
G457A(Thr129Thr ) A IR A IREIHT 2800 55 . ZERT
G¥ PATP™ 55 4 A1 - Z2 A5 155 1) B DU A R A
FCAHRME R R IR, B R E 2 S HLA5 I Y 2 B R AT 5K
Zh R 5 OR B 2H G338A 248 A S KL K 4t
T A SRR LU, 25 A St L (P<0.01),
A AE 4 S A W 2] AR AR AR R AL S R
SR GABTA Z 38K I 3 3 A 55 %) B2 L e,
EFTIGE 5 L (P>0.05), VL ESERIER pa7e
FLIH G338A 45 A AV HLIH AT e MRS, SR
A e IR G BB DRI 0 AR BE R 3 i — AT
IR 2% s PATP™ SL K G457A £ 25k ] i 5 ik 4% 48 G
Ko THNEIR, MFEFCAL S AR 1l TC. TG

LDL-c J Lp(a)7K V-1 i T X Re L, 2 A gt
22 (P <0.01) ; 41 N AS[m] 35 PR 28 a] I Jig g 4 1
K5 RRAR LA, 22 R e G it 24 5 L (P >0.05) .
ALUL, IR DU R PAT JEIN G 4 B4 T %
AYEnTae S mAR A X

2 H HEI R AE 2 PATM LN 4 BANE T
G338A & A F LN Rk, T8 338 i S
TR (CG—A), KAAER] SCHAR | FR R & 4l
TR , 5 AT B PATP™ 43 F-45F i E
FEOE AN TR R, AR 2 T AR
Z (1) ROS 38 ixf 42 S A AE H RN TR $4E R 5 A5 1l
S 55 AL IR S IR AR AL TE B L 15 I 995 F
WEPRI I & A SRR, DT H iR AR BE 1) 3 Sl
o, AT LR 2 4 541 BT GASTA 28 KIK,
457 (i S FRAE (G—A), kAR X R, S5
FHIV Y 457 o7 2 HE R R o3 24 IR B4 R 2R, Wl g
SRS PAT™™ Jr 45k A% , fHXTNAD(P)
H L™ 4= ROS B TIfE nT R ICREMA , WiF 5 A
FEMIRPER T A %, H WIMLa i 75 a0 — 255

5

S % X Wk
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