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Tab 1

Comparison of the level of Hey, ET'— 1, Ang— II, NO,/

NO;, NOS (x £s. n=6)
Group Control M+ 0 M+ F

Hey Oweek  8.20%1.33 8. 13%1.46 8.16%2.00
3weeks 709109  16.2611.31° 16,19 %134
6weeks 10.28%1.9  17.11t1.62"  13.45EL5T 4

FT- 1(pg/L) Oweek 74331007  75.3319.15  72.5038.65
3weeks  74.1636.43  132.00110.78" 133.23 19.87"
Gweeks 73.0019.14 14550 £11.89" 136.83 114.27

Ang- T(pe/L) Oweek 267.83126.29  248.06%44.33  259.61 £37.36
Bweeks 264.52332.40  342.66175.59" 347. 13176, 82"
Gweeks 261.8347.06 391,50 163.59" 349.00492. 75

NO,/NO;  Oweek 746511491  77.26%14.40  76.11 £11.76

(Bmol/ L) 3weeks 80.01%12.93  63.49%14.23"  62.8749.85"
Gweeks 80.0137.33  47.2317.00" 574848717 °

NOS(Mmol/L)  Oweek  2.6610.95 2. 731,01 2.56 11.00
3weeks  2.9430.90 1681104 1.69 20, 4
Gwecks  2.74 30,86 0.72320.38" 1.u4t0.4"

" P< 0.05 vs control group and 0 week; “ P< 0.05 s M+ 0 group.
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Tab 2  Comparison of the level of ET— 1, Ang— II, NO,/NOs,
NOS in regional vascular tissue (x £s. n= 6)
Group Control M+ 0 M+ F
ET- 1(pg/L) 42.21%6.45 60.19+6.98" 52.13%7.28"
Ang— TI(pg/L) 14.14%3.21 23,01 £3.89" 19.87%3.11
NO, /NOs (Mmol/L)  30.63%5.53 18.09 3. 11" 26.16+4.18" 2
NOS( Mmol/ L) 0.98%0.11  0.46%0.12° 0.76*0.14" *

" P< 0.05 vs control group; “ P< 0.05 vs M+ 0 group.
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Effect of hyperhomocysteine on endothelial cell function in rabbits

BIAN Yun-— fei', GAO Diao— qing’, GAO fen', XIAO Chuan— shi'
('Department of Cardiology, The Second Hospital, Shanxi Medical University, Taiyuan 030001, China;
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[ABSTRACT] AIM: To investigate the effect of hyperhomocysteine on endothelial cell function. METHODS:
By establishing hyperhomocysteinemia model, 18 male New Zealand rabbits were divided into control group ( control
group) and high— methionine— diet group (M group). At the end of 3 weeks, M group was divided again into M+ O
group ( continuing high methionine— diet) and M+ F group (high— methionine— diet plus folic acid, vitamin Bis). At
the end of 6 weeks, isolated aortic rings were made and the maximum vasodilation of the aortic rings to Ach was investi-
gated. Meanwhile, the plasma concentrations of Hey, NO, ET- 1, Ang II at O week, 3 weeks and 6 weeks and the con-
tents of NO,” /NO3™, Ang II, ET— 1, NOS in regional vascular tissue at 8 weeks were also measured. RESULTS:
(1) In contrast to M+ F group and control group, the maximum vasodilation to Ach were decreased (Enx= 26.73 &
4.51 vs 47.84 15.62, 56.42+7.82, P< 0.05) inM+ O group. (2) At the end of 3 weeks, the plasma concentration
of Hey, Ang II, ET- 1 were increased in M group compared with C group and at 0 week (P< 0.05), NO and NOS
were decreased ( P< 0.05). (3) At the end of 6 weeks, the plasma concentration of Hey, Ang II, ET— 1 were contin-
ually increased in M+ O group. In M+ F group, by folic acid and vitamin B, treatment, the level of Hey was decreased
compared with M+ O group ( P< 0.05). The levels of NO and NOS were increased ( P< 0.05). However, EI'- 1,
Ang II were not obviously changed. CONCLUSIONS: Hyperhomocysteinemia obviously restrains the endothelial va-
sodilation. The effect is initiated by changing the tissue regional level of ET— 1, Ang II and NO. By early folic acid and
vitamin By, treatment, the endothelial cell function may be protected.
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