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[ ABSTRACT]
ide synthase (NOS) activity in human umbilical vein endothelial cells (hUVEC) intervened by advanced glycosylation endproduct
(AGE) . Methods The third passage of cultured hUVEC were used. =~ AGE modified bovine serum albumin ( AGE-BSA)
was prepared by sugar incubation. The cells were divided into six groups: control group, AGE group ( AGE-BSA 100 Hg/L),
AGE-BSA with 1% 10T, 5x 10T, 10 x 10™*T and 20 x 10T of cons tant magnetic field group. ~ Samples were collected 24 h
later.  NO levels in the supernatant were determined using Griess reagent, and NOS activity of hUVEC was dedected. Re-
sults NO levels and NOS activity significantly decreased in AGE- BSA group (P< 0.05). In1x 10T, 5x 10T, 10x 10T
and 20 x 10°* T groups, NO levels and NOS activity significantly increased compared with AGE-BSA group ( P< 0. 05).
Conclusion AGE-BSA can inhibit NO production and NOS activity in htUVEC, whereas 1 x 10°*T to 20 x 10T of constant mag-
netic field can intensity- dependently antagonize the effects of AGE-BSA on NO production.

Constant Magnetic Field;  Advanced Glycosylation Endproduct;  Endothelial Cells;  Nitric Oxide;  Nitric

Griess Reagent

Aim To investigate effects of constant magnetic field (CMF) on nitric oxide (NO) production and nitric ox-

sk Lo A B N g R 5 AR i I ER R
—o G RERBIKA NIBIT R e O IR R
JTFE, ARG & B Z (4 15% ~ 20%) ™
Hm T HIT . PPARM, NE4RES & KR

[k EEA] 2004 10-21 [1&E HEA] 20050829
[E€WmB] HEXARREHEE(30270396) %)

[TEEBM) B, ELE, TIREIR, 8128092, WO RO
e B EEAl 5 I R W4, Ermail 4 Chyx70@ 163. com. 18 {E& F
B, 2%, i TR £, NEM RS 5 SR, Bmail N lzhou@
xanet. edu. cno 51 [ B, EAEEN, #47, £ 8 MNFH R0 0 IE S 1k
RWFF, B-mail A jgl75183@ 163. com.

BBk NIRIT AR 5 R A B R A R R VIR, i
HEATA N B A I ) HE R 8 B K — AL A (nitric ox-
ide, NO) FI5 BRI 3 3 & By L1 P28 78 B Bog e 2
— 20 PR R R 0 LB B R Bl A N
M7 AR A AR I S N, (R A R A Py i A 2%
7= ( advanced glycosylation endproduct, AGE) B i 34
e AGE 53 HIBE AL AL BLBON XS P B2 41 NO &
AR AT BEAE R R 28 3 S BGR AE R AL K &
BOEARBN KA ANVEST AR5 FRBR A B AL o o
FRHATY . ERLS B (R i AL



538

ISSN 1007-3949 Chin J Arterioscler, Vol 13, No 5

A& RR A R 0 NO & pd ' At R 4
B SR, R RE AT R AR R T A
KM ENE R X AGE & H T N JBr % ik P B2 41 g
(human umbilical vein endothelial cells, UVEC) NO £
FREIFEE, & 759 B F W3 B v T IR B ik A N6 97
AJE H PR R BBt — 2 B SRER KT -

1 MR5REE

L1 #&

18 8 3 | Ak Tk K f AR AT 5P 4R
B mK 132 mm. % 92 mm.JZ 4~ Smm BN 5 S
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BEEME (v L5, n= 30)
Table 1. NO levels in culture medium and NOS activity of hU-
VEC in different groups

NO A= Bl NOS ¥ 1
o A

(fmol/ d) (10°/ g protein)
%of HELZH 29.35%£3.40 115. 83 £8. 40
AGE- BSA 11.35 2. 58" 55. 63 £7. 45°
1x 10T 14. 48 £2. 29 67.9218. 15%
5% 10T 16.43 £2. 42% 77.30 £7. 46
10x 10T 19.03 %2, 82 82.36 £7. 68"
20x 10T 21.09 £2. 782 89. 6517 75%

a: P< 0.05, SxMAE; b: P< 0.05, 5 AGE-BSA A H % .
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