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The clinical significance of the serum nuclear factor-kB and high sensitive C-reactive protein in patients with cerebral infarction

Liu Changming , Zhang Yin ,Cai Xiaoqing
(Kunshan Hospital Af filiated to Nanjing University of Traditional Chinese Medicine , Kunshan, Jiangsu 215300,China)
Abstract;: Objective To observe the levels of the serum nuclear factor-kB(NF-kB) and high-sensitivity C-reactive protein(hs-
NF-«B,
hs-CRP and TG were determined in the cerebral infarct patients with high level TG and normal TG. Health old person were con-
trolled. The serum levels of NF-kB and hs-CRP were tested by ELISA, TG, high-density lipoprotein(HDL)and low-density lipopro-
Cerebral infarction patients with high TG NF- k¢ B,hs-CRP, TG levels were

significantly higher than the normal TG group and the healthy control group, TG normal group and cerebral infarction of NF- ¢ B,

CRP) in the patients with cerebral infarct patients with the different concentrations of three acids glyceride(TG). Methods

tein(LDL) were tested by biochemical method. Results

hs-CRP level was higher than that in healthy control group. Correlation analysis showed that cerebral infarction in patients with
high TG group:NF- ¢ B and hs-CRP,TG. Hs-CRP was positively correlated with TG(r=0. 472, P<0.05). TG of cerebral infarc-
tion in patients with normal group: NF- ¢ B was positively correlated with hs-CRP(r=0. 715, P<C0. 01). NF- k B by ROC curve to
determine the optimal cut-off value of 25. 5 mg/L.the Youden's index was 0. 750, sensitivity and specificity were 90% and 85%.
Hs-CRP the optimal cut-off value of 2. 62 mg/L,the sensitivity and specificity were 97. 5% and 90% ,the Youden's index was 0.
875. Conclusion The serum level of NF-xkB and hs-CRP were good markers for diagnosis of the patients with cerebral infarct.
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C-reactive protein; brain infarction
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2.3 NFE-«B fil hs-CRP 2 Wi i #5 %¢ 82 &% ROC 4k NF-«B
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*x 1 ARERESEBEARAY PTH T (T+Ls)

i 56 21
TiH Xt B2
AR H AR AJa3d ARJa 7d
n 48 15 15 15 15
PTH(pg/mL) 41.6%+24.9 3547.6+358.2" 134.96+16.9" 127.5+15.4" 43.6426.4"
Ca(mmol/L) 2.51£0. 25 2.9640.23" 2.5640.24 2.3640.17" 2.1540.19"
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502004 by 2 B HES 1 kK. PTH (H W B T R, — R
)5 F R %K, PTH W 8 B (>50%), 458 878 R Al
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A8 ARARSE 3 d IS B R AR AR89 (2. 87420, 15) mmol/
L. ARJG 3 dFEH(2.3620.07) mmol/L; #E s (&85 2 I ih & %
AR BIAE R B E A0 M 4 5 B B g A AR ] R . R
Ja 7 d A 10 BB E MR IEFMELT, UL Rk k
FEVE R, [R) B 28 2 32 SO0 R T 2%

AW LE A 43 B AR | PTH I & W] AE Ry 8612 i 48 bR 2
— s TEDIRE PR HUR 22 U 1 F R i & o, PTH 10 min [ 8% 7 4%
NEER AL, A E T AR S B ELE RN TRz —. N
HMBEF AR B PR R 58 BT R AL T A A B R E . R
J5 3.7 d iy PTH HATARBEX I IRIZML L A7 5% HES
ABAE N AR J5 B2 R WA BT A B ik A e i — D EgE .

& ik

(1] RAEFE SMREEIM 7 . dbst: AR T ke, 2008:299-301.

[2] Akerstrm G, Hellman P. Primary hyperparathyroidism[]J]. Curr
Opin Oncol,2004,16(1) :1-7.

(3] Tt @A, M. MRT & 99mTe-MIBI & 4% 3 AR 55 I HL A
JCHEARE (12 BT LT ], s A 2 A 2 7, 2002, 22(1) : 28.

(4] JAg P, AL, W], 45, J50R 1 AR 2% IR 2 8 JT #F 1 5 12 12 W
LI, w4 3 A1 A 2 35, 2005, 20(2) 227,

(5] BZR. At E R ER %, 99mTe-MIBl XU AR 45 7 12 87 5 &
4 FFOIR 25 IR DL RE T A 19 M (6 LD 1. 23 PR B2 Bk R % 4% 4k . 2007, 32
(1):55.

(6] EWYI. A Wemk. w e H . 45 J5 R P R 5% IR T Ak e ik 5 1 S B
HIFLT]. SR, 2004,42(9) :532-535.

[7] Riss P,Kaczirek K, Heinz G,et al. A “defined baseline” in PTH
monitoring increases surgical success in patients with multiple
gland disease[ J]. Surgery,2007,142(3) :398-404.

[8] Chen H, Pruhs Z, Starling JR, et al. Intraoperative parathyroid
hormine testing improves cure rates in patients undergoing mini-
mally invasive parathyroidectomy[ J]. Surgery,2005,138(4) :583-
587.

s H B :2012-11-09)

(3555 969 T
protein activates the nuclear factor-¢B signal transduction path-
way in saphenous vein endothelial cells: implications for athero-
sclerosis and restenosis[J]. J Thorac Cardiovasc Surg, 2003, 126
(6):1886-1891.

[14] Li SN,Wang X,Zeng QT.et al. Metformin inhibits nuclear factor

kappaB activation and decreases serum high-sensitivity C-reactive
protein level in experimental atherogenesis of rabbits[ ]J]. Heart

Vessels,2009,24(6) :446-453.

i H 37 :2012-11-09)





