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[ ABSTRACT] Aim To investigate the relationship between tumor necrosis factor-B gene polymorphism as well as its serum

levels and coronary heart disease.

Methods Nested polymerase chain reaction (PCR) coupled with allelespecific PCR ( AS-

PCR) were used for the detection of tumor necrosis factor B genotype in 290 elderly patients with coronary heart disease and 239

elderly healthy controls.

The serum tumor necrosis factor B levels were measured by ELISA.

Results Three genotypes CC,

CA, AA were detected in both groups, and the genotypes were 25.9% and 37.2%, 49.3% and 45. 6%, 24.8% and 17.2%,

patients and controls respectively.

and the allele frequencies ( P< 0.05) between two groups.

There were statistically significant differences in the distributions of the genotypes ( P< 0. 05)
The relative risk suffered from coronary heart disease of AA and CA
genotypes was 1. 701 times of the CC genotype (OR= 1. 701, 95% CI: 1. 173~ 2. 466) .

The serum tumor necrosis factor B lev-

els of the patients were significantly different from that of the controls ( P< 0.05), however, among different tumor necrosis factor

B genotypes (CC, CA, AA) of patients and controls respectively, there were no significantly differences.

Conclusions The

single nucleotide polymorphism ( SNP) at position 804 in the exon 3 of tumor necrosis factorB gene is associated with coronary

heart disease and the allele A may be a risk factor for coronary heart disease in Chinese.

phism may affect coronary heart disease through its serum levels.
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Figure 1. The electrophoresis conclusion of polymorphism in
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i, B EACER M. CHD 41 TNF-B % [H cC #.CA
AR AA USR535 N 25. 9% 49. 3% 1 24. 8% , i
FEZH TNF-B JE[H CC HY.CA U0 AA BUBE 7 5 A
37.2% - 45. 6% 1 17. 2%, W thE Z 7 A B &
PE(X'= 9.458, P< 0.05), CHD 2H AA 745 % 0 2 &

TP R4, CHD 4 C FI A 25 {7 355 IR S 2% 43 1) 50.
5% F1 49. 5% , Xt HEZH 73 514 60. 0% F11 40. 0% , P 4H
Mz R M A B E (X = 9.598, P< 0.05) (%
1, Table 1) .
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Table 1. The distributions of TF-B genotype and allele and its risk analysis in people of Hubei Province

LR B A S B R AR
5 A n
cC CA AA CA+ AA C A
R 290 75(25.9) 143(49. 3) 72(24. 8) 215(74. 1) 293(50. 5) 287(49. 5)
opiei) 239 89(37.2) 109(45. 6) 41(17.2) 150(62. 8) 287( 60. 0) 191(40. 0)
X2 9.458 7.792* 9.508
P 0. 009 0. 005" 0. 002

OR (95% CI)

1. 701%( 1. 173~ 2. 466)

1.472°(1. 152~ 1.880)

a: AA B4+ CA Bl CC BULLEL b: Z5A03E I A 52A 3R C Lh#g.

2.3 milRE S X R [E B IRSE EF B miEK
R M AE /K AL ER

PIZEAE M B AR E 4T T ITES. CHD 4
TNF-B If1 & 7K F (47 £22 ng/L) & T X4 (13 11
ng/L), ZRAEEM(P< 0.05); F4HPHLLAA #Y
MIE 7KV f v, (B 5 R4 ) e R R Y L, 22 57 0

BEM(P> 0.05) . CHD 41 TC.TG Al LDLC &3 &
TR P< 0.05); #EEEE AL ME R H B £
WHZ R ZERTLTEZEME (P> 0.05); TG M
HDLC 7K 8528 (R Y 2 6] 22 S 5 B 35 (P < 0. 05)
(% 2, Table 2) o

2. iR S 3 BRLE MBS 7k T K 0 % BB ERSE BB F B 2k ERIELER (« £5)
Table 2. The comparison of serum TNF-8 and lipid levels in CHD group and control group

5 m i o L] Hm =g HDLC LDLC BAREA AL HREAB TNF-B
(mmol/L) (mmol/L) (mmol/L) (mmol/L) (¢/L) (¢/L) (ng/L)

f B ZH 239 4.2910.76 1. 12 £0. 49 1.25 0. 30 2.29 0. 86 1.29 0. 53 0.97 £0. 39 1311
5t Lo 20 290 4.98%1.15° 1.97 1. 06 1.15£0.33 3.2110.91° 1.24%0.25 1.13%0. 32 47 +22°
cc A 75 4.92+1.21 2.35%1.65 1.12£0.39 3.38£0.79 1.24 %0.31 1. 08 £0. 27 37£16

CA & 143 4.98+0.99 2.01%1.99 1.14%0.32 3.22 0. 83 1.23%0.22 1. 14 £0. 30 49 23

AA B 72 5.03%1.03 1.55+0.70"  1.19%0.32" 3.01 %0. 83 1.24%0.24 1. 12%0.29 51321

a: P< 0.05, 5XTBALLE; b: P<0.05 5 CCALE.

3 Wig

IR R BE R 1 Bt FR itk B2 2 28 ( lymphotoxin,
LT), R MR AREN T A R HEER SR Z —
HIEFMFHNS Jetalk 6p”, KL N 3 kp, H 4
MINRTF A3 ANE THR. MEAREEHE T B 5
AT T a FE7> T S DL B st ER 2
HZAL, 22 5% RRRKE  RAE R BT 5
FERATEE | 7E 2 R MR AL RE K B ik 048 B B 4k 1
AR R FE e EEAE Y . Sandra Y
F e 12U 22 Ge (O BOR SR BN K FE B N A7 AE

REMRIRSER T B, R SR SE K 1 B AT b i i
P B AR THTRS B 20 1 B 3RAE, HF 2 5 s B e 4
J, SRE SOE N, 3T BE S 5 i B A A, A
111 255 B ik ok R A [ 4 72 Meesser 257 ARy, 3% —
RGNS R IR BE IR 1 B 3RIA KA R, (H i AF
FEFL

e CaJpg AR x IR 2H 2 T B A, R SR BE TR 5 B
R R BN AR A ERYFEEZEE(P< O
05), jeb Lo 4 AA UM B BB o0 IR A . R A
BRGS0 A A B, AA B+ CA TUFE TR 8



686

ISSN 1007-3949 Chin J Arterioscler, Vol 12, No 6
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MENN, TG F2& et 09 (1) fi 6 X 2R, 177 HDLC ) A
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TR 9 P DR 78 e 098 RO AL R R AN 25
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PR B LA FE R 2 Ak B R R B AT R
19 55 B o BR R [R] 1 Bk VAR T RN 1) 22 S DA
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7 L9 R 2R IR AIT 56 UG RT E E8 RE I8 AL P AL 1)
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