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B AE g b B, o R JE A Bl R TR M K E % AW (PCR-RFLP) 447 3 K Aw & Bl 45 B8 - 5 91 4% S+ 1
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Abstract: Objective To determine the association between tumor necrosis factor - (TNF-8) A252G and
C804 A gene polymorphisms and large artery atherosclerotic (ILAA) cerebral infarction (CI). Methods A to-
tal of 80 cases of LAA CI patients admitted to our hospital were enrolled into CI group,and 80 cases of outpa-
tient physical examination healthy people at the same period were enrolled into control group. The genotypes
of TNF-8 A252G and C804A were detected by polymerase chain reaction-restriction fragment length polymor-
phism (PCR-RFLP) and polymerase chain reaction-sequence specific primers (PCR-SSP). Meanwhile, clinical
data were collected and fasting blood glucose (FBG), total cholesterol, triglyceride, low density lipoprotein
cholesterol and blood homocysteine were detected. Results The proportion of patients with hypertension,dia-
betes,smoking history and FBG level in CI group were significantly higher than those in control group (P <<
0. 05). The distribution of TNF-8 A252G genotype in CI group was significantly different from that in control
group (P<C0.05),and the GG gene frequency and G allele gene frequency were significantly higher than those
in control group (P<C0.05). The distribution of TNF-8 C804A genotype in CI group was significantly differ-
ent from that in control group (P<C0. 05) ,and the AA gene frequency and A allele gene frequency were signif-
icantly higher than those in control group (P <C0. 05). Multivariate Logistic regression analysis showed that
hypertension, diabetes mellitus, smoking history, FBG level, TNF-3 A252 genotype with GG, TNF-8 A252G
allele gene with G, TNF-B C804A genotype with AA, TNF-8 804A allele gene with G were independent risk
factors for CI (P <C0. 05). Conclusion TNF-8 A252G genotype is GG, TNF-8 252G allele gene is G, TNF-3
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C804 A genotype is AA, TNF-B C804A allele is A may be important susceptible genes to LAA CI.

Key words: cerebral infarction;
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AR Y . AR R L [ A — S 5% & PR . bR 3R BT 1N
T-B (TNF-B) A252G, C804A 3t K £ 25 1 0l & i
TNF-8 {23k K F, #F 105 3 ok ot A Ak e 922 55 A
S AHIF g I B A T N - PR A B K E £
M (PCR-RFLP) 43 Hr 46 A F1 R & Wil 5% 2 -7 51 R
ST (PCR-SSP) X A 1l X35 43 K 3 Jik o#6 # i
A CLAA) B 45 58 B 3 B fd BRE X B & 19 TNF-B
A252G C804 A v s 5E X iE 47 Kz il 43 7, B 7F 3R R %
RN ZEBMES LAA IKAEFE & % 1 F Pk .

1 BREFE

1.1 — %R SEEAPRE 2016 482 9—12 A WA
80 Ml LAA i 15 58 1 B F 35 R M FE L 41 . B & 4
5B (A5 25 i 1 77 95 5 12 BT 2 ) v i A BE 19 12 WG A
HE 2RI I 20 IR L3 CT K&k MRI H i iE
S, FLAT R I AL (330 Bk B OB 4 Sk R 3G R A i
52 Sk U CT 4% 3 52 ol 807 89 52 1045 3 59O ik
52 TOAST 43594 LAA . I HE 4 % 85 56 H 1 24 % 1k
DL KA I 22 E 2% T RE N 4 L KU f 8 M i L B e
Yhi . Hob 5 42 i, & 38 ;AR 40~75 %,y
(61.2H7. 9% ;KB 4841 20. 0~26. 3 kg/m’ , 1
(22.9+2. Dkeg/m”  JF <1 J& . M 2 Jy BE BT 4
(NTHSS $F430) :4~15 4, XF R4 80 il . oy A e [vi] —
B I ZE 112 R RS A At B N B, TG i A58 B 5t AR 3 Jik s
BERE AL O E 9 5 . 2 B0 bk B AR I 52 TG 29 5 Jik of
FERTE AL L IFHEBR KU S B8 M LA T 2 B R A
RUEHGAE . Hrh 5 40 6], % 40 B 5 45~72 %,
W45 (58. 048 1) % s (A i i 45 %k 20. 1~26. 0 kg/m”,
(22,542, M kg/m” . BB FE AR L PER L IR
A E - BEE R ES G ¥E L (P>
0.05) , BA ATk,

1.2 F

12,1 ERGERE  38 5 18132 A A6 A i 4 BF 52 5t
S PR B2 RE , AL 5 A TG iR I R O PR e S L A TE
MR S, I b A I LR A Ak 38 e 2SI I
(FBG) B HFEEE (TC) . =Bt H o (TG) AR % B iR
F AE [ i (LDL-C) | IfiL [7] 50 2 B 202 (Hey) o

1.2.2 DNA $#H Bl KRR & 89408 A A 1. 0
mL ., UM IR BT 58 . FH 1M 7 3% R 41 DNA 43 2 i 5 &
(TIANGEN 722 #)) 40 B 40 M 19 3% 1 41 DNA, #:1F
PR G Ul AT

1.2.3 519t 546/ WA Primer 5 84,5 8

large artery atherosclerosis;

tumor necrosis factor-f; gene polymor-

SCrk (4] 83 TNF-8 A252G %W 514, P1:5-AGA
GCT GGT GGG GAC ATG TCT G-3';P2:5'-CCG
TGC TTC GTG CTT TGG ACT A-3', P1.P2 ¥ #4
FINTTESE 3BT —BIEKE, KER 740
bp., ZMICHERL5 ] 1T TNF-3 C804A [N 5|4, F1.
5'-ACC ACC TGA ACG TCT CTT CCT-3";R1:5'-
GTG AGC AGC AGG TTT GAG GTA-3', FH T4
A7 5 F2.5'-GCA TCT TGC CCA CAG CAC-3';
R2:5-GGC ACT GAA CAA CTG AGT TCC-3'.
FHEM C A7 45,

1.2.4 PCR RMWEZR  (1)A252G i i 3L K 43 B A
MK F PCR-RFLP J5 k. ¥ Bk & 4 25 pL. & 100
ng #it DNA,10 pmol 514 P1.P2,2X Taq Platinum
PCR Master Mix(TIANGEN A ®D . 2B F/K, ¥
.95 CWiZAEME 6 min, 2 LT &6 30 Ik,
95 “CAME 30 5,58 “CIE k 30 5,72 ‘CLEM 30 s, KK
EFJE .72 C FEFEH 7 min, B 10 pl PCR $" 31 7=
¥, A 10 U Nco I (Takara 28D, T 37 CFH 2
h, (2)C804A {7 55 F& K 43 8 £ I >k H] PCR-SSP 5
Py IR R N 25 uL, & 100 ng fAR DNA,10 pmol
5% F1.R1,F2.R2,2 X Taq Platinum PCR Master-
Mix(TIANGEN A®D, K& F K, ¥ 5%K4F.95 C
AR PE 10 min, #% DL T 498 28 30 1K, 95 °C 48 4
1 min.64 CiEB X 1 min,72 ‘C ZEff 1 min., RIKIGH
J& .72 ‘CPLEMH 5 min,

1.2.5 PCR-RFLP =¥t WY =W & 1. 5% 35
AR 2 L K A3 S . FL K A R R S 1R R R TR
ST AL

1.2.6 PCR-SSP =¥173#87 PCR F=¥14 2% BN
WE I L VK A B, UK 45 R 2 BRI AR R G R A
HIEE

1.3 Siitsphb B 3 SPSS22. 0 #fd k17 B4 43
Bro THECRORLR FH E A 8RR ALl AR X R
55 TR BORER A o £ s ROR A1) LA SR 37 B AR
¢t K% R Logistic M58 LAA JRAEFE & A& 1 52
Wi A2, 3 3 b COR ) B H: 95 % Al {5 IX ] (CT) ,
L P<<0.05 WESAZIFE X,

2 & R
2.1 MR BERLE EEFE 4L b5 IF e MLk
T PR WA s AR oL B T IR (X =

30. 83.10. 46.8. 03, P<C0. 05) ; i #EFE 41 th FBG 7K F-
W T A (= —3.21,P<0.05); 2 Ak
W E A B, TC. TG LDL-C, Hey /K b8, %
RIGIFE L (P>0.05), W#E 1,
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=1 B G PR 3 #HEE B

5 B LE BRI R 5 i FBG TC TG LDL-C Hey

ZH n . . _ _ —
(%] (n(Y%] (%] [n(%)]  (mmol/L,x=+s) (mmol/L,x+s) (mmol/L,z=+s) (mmol/L,x+s) (umol/L,z=+s)

BREESELL 80 67(83.8)°  30(37.5)" 30(37.5)"  8(10.0) 7.32+2.70" 4.312£0. 88 1.734+1.45 2.8140. 80 24.30417.79

YHHRZH 80 33(41.3)  12(15.0)0  14(17.5) 10(12.5) 5.7941.52 4. 5640. 96 1. 36=£0. 96 2.89740. 92 19. 73415. 00

W XA AL, T P<<0. 05,

2.2 EHEARHE

2.2.1 TNF-B A252G BN B GG B, ¥ 3G
FEH R B &1 Neo | BEUI7 A, AT 8% 58 2 B U)ol 555,
185 bp; GA B, = A AN 52 BT, 8L 740,555,185
bp 3£ 3 47 s AA B R ARG Y], VKR R B 740
bp 4. WA 1,

F:M 4 DNA 4 F i hrife
1 TNF-B A252GC BEEEBYI =Y HEEERRKBXKER

2.2.2 TNF-B8 C804A JLH #ffi & CC # Ny 218
bp,CA %% 218.279 bp, AA %K 279 bp., WK 2,
bp M 1 2 3 4 5 6 7 8 9 10

CA AA CA CA CA CA cC CA CA CA
:M 2y DNA 4 F i bR,
Bl 2  TNF-B C804A EE PCR =¥ BRI #E S AR ik 45 R

B

2.3 LR RSk PRAE R A BT il A BT 41
TNF-B A252G H GG 1y 3 PR B35 % 55 T X B2 (P <<
0.05) ; AA J P BT 4K T X 20 (P <<0. 05) ;G 1Y
6N 5 DRI 6 A i A K 2 vh s T X B2 (P <0, 05) 5
A IS5 FE BRICR AL T4 B2 (P <<0.05), WL 2,
TNF-8 C804A Hr AA J Px] U AT 2 75 fili £ 58 20 vp i T
XFHEZH (P <C0.05) 5 A f9 55 40 JE PR A8 %6 & F X B 4
(P<C0.05); CC K& P AL 22 C 1Y 55 o7 KR AL T
X B 41 (P <<0.05), WL.# 3,
£2 TNFBA22GEEASHEMERI2(%)]
SRR A7 SRR
GG GA AA G A

45 n

BRAHAELL 80 23(28.75) % 40(50.00) 17(21.25)" 86(53.75) " 74(46.25)"

XHHRZ] 80 12(15.000  39(48.75) 29(36.25)  63(39.37)  97(60. 63)
WX R e, T P<<0. 05,
2.4 W LAA IEESL K A m Z R it B i

FEAE R PR S g I Fs A PR L WA SR L FBG K CF
TNF-8 A252G FE[H #1434  TNF-8 C804A 3 [K £ 43

ik B2, 4T Logistic M #r. SR BxR, 5
I JE BRI A 52 FBG 7K F . TNF-8 A252G £ [A
RN GG B TNF-8 A252G % 3K G B TNF-B
C804A FH A Jy AA I TNF-B C804A %5 i 3£ [H Ky
A BJE LAA BifESE R AEMEREE., k4,
%3 TNF-8 C804A EFE S &AM B(%)]
FE R RIATR SV HE R AR
AA CA CC A C

Vil n

RAEFEZ 80 21(26.25) " 47(58.75) 12(15.00) "
Xt A2

89(55.63) " 71(44.37)"

80 11(13.75)  45(56.25) 24(30.00)  67(41.87)  93(58.13)

F . SXT A i, " P<<0.05,

4 B LAA B R K EER Logistic MRS

fE R N % OR 95%CI P
155 1ML 6.35 2.40~10.80 0.004
R 2.97  1.08~5.72 0.012
VTGRS 1.53  1.09~3.28 0.023
FBG /K F 2.32  1.31~4.19 0.016
TNF-B A252G B H AN GG Al 2.29  1.05~5.00 0.029
TNF-8 A252G S hi £/ G B .79  1.15~2.80 0.042
TNF-B C804A FEH AN AA K 2.23  1.00~5.01 0.037
TNF-B C804A ZE i Kl A #l 1.74  1.12~2.71 0.039
3 3 ®

TNF-B J2 bk B4 40 i 76 Bt B sl A 22 43 24 D0l 38T
SRS —Fh AR R AR 7. SCHREYER %
Joi B i 20 Ak e € 5 R & IR TNF-B 78 2 ik sk fifi £k
BEHR N Tz Fak s F UL R B, A8 & B S B A BROM
Fb TNF-B 3 [ f B /N BRUE B B4 3 ik ks B A Ak 483 403 14
U KRR 62 %5 . QAN % 5E BoR 4T
ApoE H KB I /1N B S I 1) 7 44 41 A TNF- #5971
FUAT LA 5 Bl bk ok AR A Ak e AR . X B B 5T 48 R OR
TNF-B 1 Ry —Fp 85 K7, 78 20 Jik ks A 1 b B e 1) %
A RERGEEEZEMEM., HEERENE M
i NF-«B 5 5 0 B e oF i 4 40 0 26 K 4> -1
(VCAM-1) 41 Jitg [8] % Bt 43 7-1 (ICAM-1) \E £ £ %
(E-selectin) . ¥ 4% 41l i #4 1k & F1-1 (MCP-1) 45 & %
K (A5 0 A 0 B 0 a4 P R 40 S e A P
T IRI BT A% L B K R T ORI M R I L 4k T
195 1t A5 e

TNF-B &K AL T e Ak 6p21 (MHCII 23 A X))
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WL 4NN 3 A& FAM . A252G A
T INFRHEREE 1 W& F 252 . YN G
Bf . 74 T Neo I BTRBIA 5, BEBE Neo I BRI )
RSB L % PURR S TNF-B* 1. 4538 A i,
MBS T Neo I A7 s, i B K FR O TNEF-8 * 2, C804A
FEIAL T TNF-B LS 3 48 T+ 804 7 &, %L
FEFE LA C 8 A RAEMBEETRZ S, T SH8EH
T 26 bt iy 2z FE R R Or R R N R A H R . MESS-
ER %N A252G fE S 30 TNF-8 %k K F 55 .
TANAKA 21 JR % 3 252A/G %8728 J5 Al fff TNF-B
G SETE PR 5 1.5 %, HAL IR IESE T 804C/A 278
Ji ML % SF 1 UL40 B 72 A= VCAM-1, E-selectin f4 fE /7
AT 2 5. ORI AT BEER LAA i 50 o £ 5
WFFEXT 42, 64T TNF-B A252G . C804 A FEPH £ A1 43
B RV E AT Z 18] 9 A e

B B N A % TNF-8 A252G, C804A KA
2 51 5 0 B B 9 AH G HE EAT IR 5T L IS5 IR A B
—, ZHAO " AEDUS R 3 BT 1 124 {51 i3 4 B R
AT 163 i B T REE R 43 AT TNF-B A252G 3
R 2 2543 A 45 B & B A252G 3 R R 19 3 )2 I
I B A R A i RURS: I . UM SR X
294 11 fixi #5E ZE. £8 35 F1 581 i) fidt e X B 2 HE AT TNF-B
A252G HEH Z M A h A & PG RE T BB AA S
PRI 760 7T 2 A it B 5 184 25 (X2 =6. 991, P =0. 03), Al fig
AR g iZ ZE B S5 T TNF-o. F 40 i1 A £ (IL)-6
S MARE N TR R RN 5 BRI ANE L FA-
STHT % 54 B 48 b 360 4l IX 34T 7 28 L BT 8, 36 B
T 186 il LAA fixi £ 46 8 &, 45 R AR fig & 9 TNF-B
A252G 5HMESEAA M . BRILZ Ak, ST TNE-
B C804A 5 fii £ %E /& % H A # X ¥, TROMPET
20Tt 5389 B4 I 22 b ik I A 5 1 G DR 2K 1
HE E 7 B R BE U7 BF 5T 45 R BoR . A TNEF-B
C804 A F& K 1T RE 3 Jim 55 4 i 451 3 11 2 A4 %, L35 P9 A
AA 53 AL CA M L K& A i A 58 KBS 3 85 (HR -
2.07 vs. 1.43), ARSI A 53 F 5% 0T i 158 38 8 35
[ B #E 4T TNF-8 A252G.C804 A e [H £ 1L 7317 .
KUMAR % 75 B[ BE 65t X Y 82 7 250 41 figi 4 4E
BE I ANE LR AR A, B TNF-8 A252G,C804A 1)
FEH 2 B AR 458 TNF-B A252G, C804A
FHHFZAMS B b KU TC A e, 3 A252G HEH
25 /N g bk P ZE R i AR S8 BLA A e L T
SZOLNOKI %M #f 58 W) 8 /8 TNF-B A252G 5
C804A RILAFHR AR, R AR E A252G,C804A HHLIE
TR A B ik ok R B AL R CT 19 8L 5 R IR L {3 5 /)
B ik P ZE Y figi 45 58 O B B AH OCHE . R Ak, HAGI-
WARA N BCH A X 1 044 {51 15 B 5E 58 % A
1044 1) f BEXS FR 25 64T TNF-8 A252G,C804 A K:[H
LAV A R B e = A O

AT S5 R B oR, BB AL TNF-B A252G,

C804 A FEH 4y A X BRI A HL , 2 R A Gt %2 X
(P <<0.05), Htf TNF-B A252G 1y GG, TNF-B
C804A 1y AA Ji [H AU AR B 5 T X M4 (P <
0.05) . BRILZ AN, AWFF A LA T TNF-8 A252G.,
C8O4A 25 AR R, % LG SE 4 TNF-B A252G
) G.TNF-8 A804A I A 55 ik DX 35 2 7R & 3 & °F
X HRZH (P <<0.05) . T 7RIl K B8 8} He 45, il 45 58
A I I OB DR L WK SRR R B R &
FBG 7K B 8 5 X B4 (P <<0. 05) , T X L6 R & Oy
i 1L A8 1 496 S B TR 3R 75 i — 25 R T Logistic B4
AYAT B RE b AR P2 I AT 4 R T 45 R AR
TNF-8 A252G #: M Ny GG A3 N Ry G Y,
TNF-B C804A KRR N AA R Z7 3L A A
LAA W#ESE K A 0920 7 & B 3R (OR =2.29,1. 79,
2.23.1. 74, LR R UL TNF-B8 A252G ) GG,
TNF-8 C804A 1) AA FEK AW 2 & LAA Jiii # 58 /Y
Sy BRSE TR 455 G L R R s 3 LAA A 8 1 B R
PE L AT RE 1Y HL I Sy ik s JE R R B A SR R T
TNE-B 5 2R3k . i 10 42 3 3l bk ok A 65 £k 1) B W Fl &
&L BRI Z A 3 T A A AR 67 B A % AN O Al Pk
(LD) Y — NG T 252 i A G I, 3 H PR & 5
3HMEFIX BN 804 ALK ARy A, FEUEM T 26
i I 2 B R N R AR R R A =R i M — AN &
T 252 iR A B AR 3 AT XN 804 4 o5 Ak KRR
Bk C. SEUE T 26 Hnfit (i 2 I 7 R I8 &R .

25 B TR, TNF- A252G,C804A LN £ 51k 5
LAA Ji#E5E & = 4 5, TNF-B A252G K&K GG
A ZEf; B G B, TNF-B C804A JE A &I AA
SRS Oy A RURT AR LAA A BE 1) 5 gk Sk
PR A S A AR B8 e A AR 7 32 1) B s ) BT A
MRS TR YT RRE A Sk A I I DR 3k 7 g i AT R
UTE KA a T
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