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TFEHXERREIEZESIE NF-kB & TNF-« 7K E S H7 "

M A4R" R Em SR GE A R kRGeS R E!

i E.BH T EAXERAEEE S (MS) B3 5@ H 2 T -«B (NF-«B) I8 SR 5E K F ( TNF-
o) TR 25 N T H X AFEDiI6 MS 2t BE 5l ik BREL MS B Rl FEXT FE AL & 180 1, R
ELISA WA e 003 28 H M NF-kB \ TNF-a F2i5 /K-, 704 2 42253 MS Gl IR 2404 R 22 [H 2 logistic [fl
34, G558 KHI4H NF-kB 357K F R (1.99 +1.42) ng/mL, % BEZH J9 (1. 85 £2.0) ng/mL 55 5 28 & T X 18
H EFEGHFE X (1= =3.15,P <0.05) ;12 TNF-a 35K TR (41.04 £25.11) g/mL, % BE2H H(30.5 +
18.11) g/mL e {I4H i T3 FAH , 2 R Gii 43 L (P <0.05) ; Z [H 2 logistic [01)1 2041 5, WM (OR =1.97,
95% CI =1.07 ~3.63) NF-kB(OR =1.85,95% CI =1. 03 ~3.33) .TNF-a(OR =1.02,95% CI = 1. 01 ~ 1.03) /& MS
FfERF 2, & MS B M NF-kB  TNF-o FiAK T, K AH NF-xB \ TNF-a J& MS MERFE &,

F4R AR BAE (MS) ; #% K F-k B(NF-kB) ; AR ¥RSE A F ( TNF-o)
FE4Y 2SR 589 SEMRERS:A SLEHS:1001-0580(2013)09-1333-03  DOI: 10. 11847/ zgggws2013- 29-09- 26

Expression levels of NF-kB and TNF-« in community residents with meta-

bolic syndrome in Ningxia
TAO Xiu-juan” ,ZHANG Na, LI Li-ping,et al( * Department of Nutrition and Food Hygiene ,School of Public Health,
Ningxia Medical University ,Yinchuan ,Ningxia Hui Autonomous Region 750004 ,China)

Abstract : Objective To investigate expression levels of nuclear factor kappa B (NF-KB)and tumor necrosis factor
alpha( TNF-a ) in community residents with metabolic syndrome ( MS) and healthy controls in Ningxia Hui Autonomous
Totally 180 MS pa-
tients and 180 healthy controls were selected for a case-control study. The expression levels of NF-kB and TNF-a were

Region and to provide theoretical basis for prevention and control of metabolic syndrome. Methods

measured with double antibody sandwich enzyme-linked immunosorbent assay ( ELISA) . Paired ¢ test was used to analyze
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the differences in expressions of NF-kB and TNF-a between the two groups and logistic regression was used to analyze

relevant risk factors. Results

The expression level of NF-kB in the patients was 1.99 + 1.42 ng/mL and

1.85 £2.0 ng/mL in the controls. The NF-kB level in the patients was significantly higher than in the controls
(t=-3.15,P<0.05). The expression level of TNF-« in the patients was 41. 04 +25. 11 g/mL and 30.5 +18. 11 g/mL
in the controls. The TNF-« level in the patients was significantly higher than in the controls(z= -4.85,P <0.01). Lo-

gistic regression analysis suggested that smoking (odds ratio[ OR] =1.97;95% confidence interval [ 95% CI] =1.07 -
3.63) ,NF-kB expression( OR = 1.85;95% CI = 1.03 - 3.33) , and TNF-a expression ( OR =1.02;95% CI =1.01 ~
1. 03) could significantly increase the risk of MS. Conclusion The NF-kB and TNF-a are increased in metabolic syn-

drome patients. Smoking ,NF-kB and TNF-a expressions are risk factors for MS.
Key words : metabolic syndrome( MS) ;nuclear factor-k B(NF-«kB) ;tumor necrosis factor( TNF-a)
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