[ XEHS]

CN 43-1262/R # EFfkhEL44 & 2003 285 11 52 3 211
1007-3949( 2003) 11-03-0211-03 « SLIGA SR
S YR K Hus —p VA 3
5 A 2 0 v I T A Tk HELRR B 5% 7 N 5% i ik
/_‘ A
PN 52 4 i 545 B PR3 48
HKEN, XIEE, A%, FHM, & &
(LAXRFLFEERSAH 2 AMESFHEEMEME, LAEHEFdT 250012)
[ X817 mEARFE, LFHEFNLMAGEFER, BAABBRA L@, LFHE Ba#k
BiAzak; —AAR; SRBHFRL
(45 FE| AIEE T A2 xR BN B I AR B 2 R AR P 20 AR A5 80 1R 47 4R L, SR B 38 R 00 A # Bk

R A A, LA B R BRI AR T ) R g R R A A i — B ROR S A BE R A IR B R E T A R B R K
FhArF R RILBR LA F L h, AR ET AL RPN . &R KA, %5k 15602 5k 9] 2 38 o JL 8% KL
A BEFM(48.0F4. 110 28.0X7.5, P< 0.05), & Aempt L= %F(9.9F1.2 £ 6.320.9, P< 0.05); B i R & A
— A A R A B5(48.0 T4.3 tb 63. 4 6. 8) A4 LA L 5 BE R M E ) FH(0.31 £0.05 £ 0.43 0. 07, P< 0.05), 3 3%
S S ERR K E A I F 69 F (1,39 20,21 ¥ 0.97 0. 11, P< 0.05), A F 2 —RAZE. FEL R RRFE
EFAHE (10~ 50 mmol/L) &, %2 B 55, VA LR, B B A5 BENZ A% AL H ARG A B 4 e, ) 4 AL IR
BRI EFRARAE — B RSBEFNL, WRTFERREELINF A FL, ETAE AL @B LA RPER,
[FE5T2S] R363 [ SCHAFRIRES] A

Protective Effects of Probucol on the Cultured Human Umbilical Vein Endothelial Cell Inr

jured by Lysophosphatidylcholine

TIAN Qing Yin, LIU TongTao, LI Bo-Qin, PAN QrXing, and ZHU Qing

( Qilu Hospital o Shandong University, Jinan 250012, China)
[ KEY WORDS] Probucol;  Endothelial Cell;
[ ABSTRACT]
injured by lysophosphatidylcholine.
exposed to lysophosphatidylcholine.

minogen activator(t-PA) activity was measured in cell medium and lysate.

nitric oxide (NO) production were assessed by endothelial nitric oxide synthase and nitric oxide kits.

Lysophosphatidylcholine;

Nitric oxide;  Atherosclerosis

Aim To explore the protective effect of probucol on the human umbilical vein endothelial cell (hUVECs)
Methods Confluent hUVECs were incubated with Probucol for 24 h and consequently
Lactate dihydrogenase (LDH), plasminogen activator inhibitor-1 ( PAF1) and tissue plas-

Endothelial nitric oxide synthase ( eNOS) activity and
Results  Lysophos-

phatidylcholine enhanced markedly PAF1, LDH activity and decreased nitric oxide bioavailability via the inhibited eNOS activity

(P< 0.01).

Lysophosphatidylcholine could injure hUVECs and inhibit eNOS and t-PA activity directly.

role in hUVECs injured by lysophosphatidylcholine.

T I 1% A 1% RE Bk ( lysophosphatidylcholine, LPC)
ARG % B S 25 A (oxidized low density lipopro-
tein, ox-LDL) )3 E 55, XF L& P Bz 40 B 145 7E
FH, AT 7E B0 ik 3K 58 4L ( atherosclerosis, As) F &K 3
—EMIMEA" o 3% B i % (probucol, PRB) Al K L
W F I AR RS 24, [F) I o2 — Mo E ) b E
7, AT LASE 22 B VH M v R A RE S 3 k0 A AR AL (1) T

[WHSEEA]  2002-08-28 [fEEBEA] 20030429
[HEWMB] WAL LAETRPHEES KLRE AREEZHITE
[TEZEA] HKE, B, 1967 £ 4, ILREEHEN, Bit, 3

BRI, 2 A B Rk 6 R B8 10 7 R Al 5 I PR BIF 9T, Bk &R WL T 0531
6921941-5429, F-mail: tiangingyin @ medmail. com. ecn. X [H#, 5, 1964
FEHAE, WREFEETA, B L, 8l BAEM, TENFESLES
SKOB P AL A S IR T . M08, L1949 A, LR
RETIN, 4, BlHER, BN EAM R S W8 R E It .

These effects were attenuated by administration of different dose of probucol (10~ 50 mmol/L) .

Conclusions
Probucol might play a protective
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Table 1. Effects of different doses of LPC on NO, eNOS, tPA, PAS 1 production, LDH activity, and mortality of hUVEC

o —& A —&AE BN ST R HARIA BRI FEWEBEY
A (ku/L) (Umol/ L) Bt (u/ L) (%) WG (KIU/L) 77 (kAU/L)
X 4 63.416.8 70.2£10.3 28.0%7.5 6.310.9 0. 43 £0. 07 0.97 £0. 11
LPC (2.5 nmol/L) 48.0%4. 3" 59.7%2.9* 48.0%4.1* 9.9%1.2¢ 0.31 %0. 05 1.39 0. 21*
LPC (5 nmol/L) 39.0%4. 8 34.814.4° 79.018.9° 13.8%1.3° 0. 26 0. 06" 2.01 0. 56*
LPC (10 nmol/L) 12.8%2.3" 15.6£5.5" 99.0%9. 1° 15.612.9" 0. 21 0. 03 2.5510. 63"

534, a: P< 0.05, b: P< 0.01.
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Table 2. Effects of different doses of probucol on eNOS, tPA, PAF land LDH activity, NO production, mortality of hUVECs

a5 —SE AR —HAR LA MppAETH LR RITIE AR B
£ EE(10°wL) (Hmol/ L) Tt (u/ L) (%) PG (1U/mL) A (aw/mL)
o B ZH 39%5 3514 7919 13.8%1.3 0. 26 £0. 06 2.01 0. 56
WD AT (10 mmol/L) 317 45 t6° 50 +4° 8.912. 2 0.3210.05° 1.59 0. 11°
EF A% (20 mmol/L) 48 +5° 50%11° 43 t5° 8.3 0. 5° 0.35 £0. 07 1.35%0.11*
A2 (50 mmol/L) 53 £5" 66 9" 38 £6" 7241, 1P 0.38%0. 13 1.15%0.23"

SxtEAE, a: P< 0.05 b: P< 0.01.
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