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[Abstract]Objective . To investigate the change between serum homocysteine (Hey) and tumor necrosis factor—a (TNF-a) , inter—
leukin-6 (IL-6) ,plasma endothelin (ET) and nitric oxide (NO) in patients with elderly hypertension and their correlation,and to
investigate the mechanism of Hcy in the elderly hypertension from the perspective of immune inflammatory factor and vascular
endothelial factor. Methods : The serum Hey, TNF-a,1L-6,ET and NO in 177 patients with elderly hypertension were tested,and patients
were divided into the group Q1,the group Q2 and the group Q3 according to serum Hey concentration. One—way ANOVA was used to
analyze the difference of parameters among three groups. The correlation between Hey and TNF-a, IL-6,ET and NO was analyzed by
Pearson correlation coefficient. Binary Logistic regression was used to analyze the particular impact of Hey on TNF-a,1L-6,ET and
NO. Results : Hey ,TNF-a,IL-6 and ET in the group Q2 and group Q3 were significantly higher than those in the group Q1,while NO
was significantly decreased (all P<0.05). Pearson correlation analysis showed that Hey was positively correlated with TNF-o, IL-6
and ET(r values were 0.676,0.852 and 0.730 respectively) and was negatively correlated with NO(r=-0.637) ,with statistically signif—
icant difference(all P<0.05). After correcting other factors, logistic regression analysis showed that Hey was a risk factor for elevation of
TNF-a,IL-6 and ET(all P<0.05),and was a protective factor for NO elevation(P<0.05). Conclusion :Serum Hey and TNF-o, IL-6,
ET and NO in patients with elderly hypertension has correlation. The high Hey may lead to immune inflammation damage and vascu-—
lar endothelial dysfunction,and then participate in the pathologic process of elderly hypertension.
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F1 SHEAREKE Hey BE—MHENRMAMBEFILE (x£5,n,%)

i H Q141 Q241 Q34 X/F1E P
Hey/pmol - L 5<Hey< 15 15<Hey <20 20<Hey< 25 - -

ik 57 64 56 4.320 0.465
I (B 22/35 25/39 22/34 5.571 0.234
IS 73.21 + 4.06 72.39 +4.23 73.42 + 4.01 0.219 0.721
SR TE/AE 10.52 +5.58 11.28 +6.12 10.35 +5.43 1.532 0.530
R 08 5 12 14 13 1.523 0.380
RIS 10 11 9 1.430 0.635
i FH R 25 42 46 43 1.561 0.342
BMI/kg-m 23.51+1.82 2372+ 1.63 2342+1.53 1.425 0.564
TG/mmol - L 1.57 £0.41 1.53£0.38 1.52 £0.51 0.327 0.672
TC/mmol - L™ 432+121 451+098 443 +0.89 0.872 0.531
FPG/mmol - L™ 452 £0.41 4,67 £0.43 4.62 £0.35 0.371 0.725
24 h 14 SBP/mmHg 145.00 £ 8.22 147.00 £ 7.25 147.00 £7.92 1.473 0.751
24 h F-¥ DBP/mmHg 82.00 +5.31 83.00 £ 6.02 85.00 +5.90 1.152 0.321
TNF-a/pg-mL™ 8.72 +2.42" 11.89 £2.21% 14.35 +3.92 4316 0.021
1L-6/pg-mL™" 5.17 £2.15" 7.96 £ 3.208 10.35 = 3.30° 2.320 0.025
ET/pg-mL? 58.82+4.12" 63.31 +4.01* 69.42 + 4.96 4321 0.003
NO/pmol - L 27.41+3.31" 24.52+3.19 19.37 +3.95* 3.579 0.012

2 TC, ML TG HIM =18 ; FPG « 25 JE MU 5 24 h V35 SBP: 24h g2 M- 3590040 1K 5 24 h -2 DBP: 24 h shaS il R Y675k R R ARk
B0 LA PERIRA B LL , AR AR R P Ry 22500 5 a: 5 Q1 41AH EL, P<0.05,b: 55 Q3 #H L, P<0.05

F2 IMiE Hey 5&ETIMEFHIHEXES

A Az r i P1E
TNF-o/pg-mL" 0.676 0.002
IL-6/pg-mL" 0.852 0.001
ET/pg-mL"! 0.730 0.005
NO/pmol - L -0.637 0.002
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TR LR

Hey/pmol-L7 TNF-a  0.099 1.235 1.093  1.692 0.002
1L-6 0.402 1.731 1531 2432 0.013
ET 0.033 1.537 1216 2182 0.017
NO -0.020 0.016 0.013  0.068 0.039
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