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[ ABSTRACT]

injured by lipid peroxidation and its probable mechanism.

24 h and consequently exposed to lipid peroxides induced by high concentration of Copper ions.

activity was measured in cell medium and lysate.

duction induced by acetylcholine were assessed by endothelial nitric oxide synthase and nitric oxide kits.

Nitric Oxide Synthase;  Nitric Oxide;  Lactate Dihydroge-

Aim To explore the protective effect of Vitamin C on the human umbilical vein endothelial cell ( hUVECs)
Methods  Confluent hUVECs were incubated with Vitamin C for

Lactate dihydrogenase ( LDH)

Endothelial nitric oxide synthase ( eNOS) activity and nitric oxide (NO) pro-

Results Lipid per

oxides enhanced markedly LDH activity and decreased nitric oxide bioavailability via the inhibited eNOS activity ( P< 0. 01) .
These effects were attenuated by administration of different dose Vitamin C ( 100 Pmol/T., 300 Pmol/L) ; the correlation between

eNOS activity and NO production was significant (r= 0.9844, P< 0.01; r= 0.8802, P< 0. 05, respectively) .
sions Lipid peroxides could injury hUVECs and inhibit eNOS activity directly.

VECs injured by lipid peroxidation.
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1.2 REEEZEANSEHEEREE

¥ IE#FREEREE A 0.01 mol/L PBS # %
M, LEBRB ORI &I B TR ALT; KB A
PBS A RKREENREORBEEEZAREN0.5¢
L; m X\ 37 8 B %) 89 & 10 Umol/L %% B. 48 #y PBS
37°C4AAL 12 h; & 5 £ 4°C4 100 mg/L. EDTA #] PBS
FEAN 24 h, L& LR R A ¥ H 50 ox
IDL B 0.22 bm JEE LB HE, E4CRFELA . &
FERZASNBIEEARRE R ZRR MY R
WaEREE. Z2NE, EMAEARKEERE G (oxt
dized LDL, ox"LDL) =AW H _BEEZREEREGWN
4. 1 s
1.3 ABFERBKMA B 4HBER RIS 75

AR Rk A B BRI B ALK EA K F BT
EHRRAT. F A 15% /N4 7 B DMEM 3% 7% & &
JVICEAFARFRI~ S K, FHEEmb G, AO.
05% B a5 0. 2% EDTA # 17 Wth. 8 THE
340 Mok 48 L T Bt 3 R H AR, M A SRR LA R
REGBEER. AEERITE LWAR, FL T4
BRERAE. #3x10° Mafy/L B/ F 24 R £
B, FARBEAE, /T 0% T H 4 DMEM &
FH, RGBT #HAT IR .
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# ox-LDL ¥ & (25 mg/L+ 50 mg/L F2 100 mg/L) 7~ [
AAZIATH; EEZECH: REFELEZ CHKE(O
Umol/L. 100 Hmol/L. 7 300 Hmol/L) [ 4% 3 A~ T
A, EENTHAFEWNELERZCTAE 24N RKE
Ffm N\ 50 mg/L #9 ox-LDL.
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£ 4 A% 1 nmol NO K —ANBgvE 7 AL, #BAE% LA
FH#HAT.
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R IN(P< 0.01), 25 & —K 20N (£ 1,
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MFE 1 (Table 1) F1R] LLFE H R AS [F1H BE 1R 4
A FRUAR 35 55 i 2K 19 (2550 A1 100 mg/L) 1E I F A JBF
Rk A H2 2 M0 24 h J5, BEAE ox LDL 9K JiZ 19 3 Jn,
eNOS JEHZ W55 ( P < 0.01), NO 7 & & i ik /b
(P< 0.01) .

1. SHEREZEEESAEN—SHAE ARE-SULE
AEEEM LB SERE M LU A SE TR AN S,

Table 1. Effects of different doses of ox LDL on NO produc
tion, eNOS activity, LDH activity, and mortality of hUVECs
(x %5, n=6).

Grouns eNOS(10°y/L) NO(Hmol/L)  LDH(wL) Mortalitv( %)

Control 93.4%6.8 107.2%9.3 59%+7.2  7.3%0.2

ox~ L.DLos 78.0%4.3* 92.7x7.1° 78*4.4* 8. 9FEL.0°
oxLDLsy 59.9%4.8 81.8%5.2° 99+8.9* 10.8*1.3"
oclDLiy  42.8%5.4* 53.6%4.1° 12949.5° 14.4%2. 1°

a: P< 0.01, compared with control group.

2.3 HERCHARE—SHAEEEE.—FK
RERE  FLER I SRR M A HAESE TR AR
MF 2(Table 2) AT W, FI AR ER4EA 2 C
Xif A 20 P AT TRALFE 24 h, AR5 BN ox-LDL( 50
mg/L) LRI E, 2R KISHFEAE R C 5, eNOS iF
PR — A EE R EIS N, = 2 EAHSK, r A5 3
>4 0. 9844( P< 0. 01) A1 0. 8802 ( P< 0. 05); ifii LDH
TEVERI AN BT T SRR, B L- UK MRV 1)
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KA, RN P< 0.05) .
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Table 2. Effects of different doses of Vitamin C on eNOS ac
tivity, NO production, LDH activity, and mortality of hUVECs
(x %5, n=6).

Groups  eNOS(10°yL) NO(HmoJL) LDH(w/L) Mortality(%)

VitCo 42.8%5.4 53.6%14.5 99.2F8.9 10.8*1.3

VitCioo 75.818.7° 94.5%+8.3* 77.5%3.1° 9.4*1.1"

VitCapo 82.4%4. 4™ 102.8%7.8" 84.7%5.3* 9.0%1.3*

a: P< 0.01, b: P< 0.05, compared with VitCy group; ¢: P< 0.05, com

pared with VitCyg group.
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