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[ ABSTRACT] Aim To study the mechanism of antt injury of pariphyllin on the human umbiliar vein endothelial cell ( hU-
VEC) ECV 304 induced by hydrogen peroxide (H»0,) . Methods A model of endothelial cell oxidative damage induced in-
to H,O, was established, then cells were divided into five experimental groups including normal group, oxidative damage group and
three different concertration pariphyllin groups. MTT assay was used to detect the protection of pariphyllin, reverse transcriptiorr
polymerase chain reaction (RT-PCR) were used to detect the mRNA expression level of intercellular adhesion molecule-1 ( ICAM-
1) and vascular cell adhesion molecule-1 (VCAM-1), flow cytometry (FCM) was used to quantitate the expression of ICAM-1 and
VCAM-1. Results Cell optical density in oxidation damaged group was lower than nomal control ( P< 0.01); when pre-
treated by the medicine, the OD value was increased, and it had no significant difference in the high density pariphyllin than nor-
mal control (P> 0.05). The mRNA expression of [CAM-1and VCAM-1 was significantly descended ( P< 0. 01) in medicine
treatment groups than in H, O, damage group, FCM result discovered that the numbers of masculine cells which express ICAM-1 or
VCAM-1 were obviously more than other groups (P< 0.01), but pretreated group could make the number lower and the effection
was dose dependent. Conclusions Pariphyllin has the protective action on oxidative damage of ECV304, which was related
to stabilizing the cell wall to inhibit the inflammatory reaction induced by ICAM-1 and VCAM-1, and then protect endothelial cell,

prevent atherosclerosis.
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0.25% JE & G B 1k ECV304, 4% 0. 4 x 10°/L
20 FE B R T 96 FLEE R AR, F 3L 100 BL, fm A\ RP-
MI1640 35 7 4 78 £ 200 UL; 24 h f&, #% 8 . f3F T
B 21 RPMI1640 35 5 £ YUIRIEFr 24 h, FH IR & T
Go/Gi #Ao ¥FL P HARYR 1 100 ML, 2 A N &R B
45 4 1000, 100 % 10 ng/L. R 2 H 4 50 UL. 3F
et AL, 24 h J5, 3L\ 100 Pmol/L H,0, & &
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h, MTT (5 ¢/L A PBS B2, pH7. 4) 20 WL, 4% 42
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RNA REUE, RERAF A FABER, F3H
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min. & 2|8 cDNA T- 20 CF & . % F % % Primer
5% Primer 3 2 A%t F T#5I 4, WS BN B
actine ICAM-1 5|4 %| % IE X & 5°- AGC TTC TCC
TGC TCT GCA AG-3’, & Y 4 5’-CAT TAT GAC TGC
GGC TGC TA-3’; VCAM-1 5| #7 5 7|  IE X 4% 5°-
GGC TGG AGA TAG ACT TAC TGA-3’, & Y 4 5-
TCCA GGG GAG ATC TCA ACA G-3° . B4 W4k KL
K% K cDNA R 2 UL.dNTP 1 HL, 10 x & # 3% 5
UL, 25 mmol/L MgCl, 3 VL, ZE & ¥ B2 5| 47 20 pmol/L,
Taq B 1 ML, X = A KA R E 50 WL, 5. 94°C
& 5 min, £ /5 94 CE M 30 s~ 58 C~ 65 CE K
60s  72°CHf# 90 s, 30 ME K, & 5 HE # 10 min.
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&, iR L1000 /min B0 5 min, 3 _EIE R, A
A 4°CPBS, e 7 R R A, BB, PBS & 4.
HA S BE FIZ KR E, FITG-SABC 27 100 UL,
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0. 329 £0. 012°
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521bp

1. #Bff4> F mRNA B93RIE &9 ICAM- 1 mRNA 33,
N B9 VCAM- 1 mRNA 13815, M A Marker, 1 JIEH XTI, 2 K450
g, 3 NEIRERRBITA, 4 HhIRERIKRBIFA, 5 ARKE
BRBHAH,
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1457 4 ICAM=-1 A1 VCAM- 1 {1 BH 4 2 B B (2 3%
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F 12k 240 e 5 B SR 082 (P < 0. 01), HL 9 b 245 4 i 1
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5 A ICAM-1 mRNA ~ VCAM-1 mRNA
TE % HB 4L 0.59 0. 84
H,0, #iifh 0. 84* 1.02°
H,0,+ 1000 ng/L. Ak 2 H 4 0. 55 0.78"
H,0,+ 100 ng/L ARk 21741 0. 58" 0. 88"
H,0,+ 10 ng/L FAKBH A 0.61° 0. 80"

ay P< 0.01, SIEHXIBALE; b A P< 0.01, 5 H,0, Hif54l
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1EH X A 92. 11 £10. 03 16.92£1.57
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Hy0:+ 1000 ng/L FARBIFFLL 152,54 £15.77%  57.76 £5. 41"
Hy0,+ 100 ng/L BARBEHH 272,54 £24. 39>  68.79 6. 13"
H,0,+ 10 ng/L &AKETFA 321.77130. 62"  73.32%6.65

aN P<0.01, S5IEFXMALE: bA P<0.01, 5 H,0, {54
LL#; ¢ N P< 0.01, 5 10 ng/L. FARBHHELE.
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BN X BRE A T E A G AL AN R B T RS
R, 4hBh As BN IRAT A R AR EEAEH

1 As i AN R BUR R T IE R R, shikeE
YTHIE T B 43 W RN 55 4 3k T PR AR K & B ICAM- 1.
VCAM- 1, B Re A5 1My I SR R 4l B IE N N ST, 9
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AT 5 FH 00 2 5 5 Tl I R W% P 57 44
ICAM-1 1 VCAM-1 mRNA f) 33k, 37t 20 41 i 430 )
FIRHRE B o FAEAR R A R e BRIk, 4R
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o B AT PR 5 P B 40 T R B 7 B AR, ICAM- 1 AT
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IR TR, YRR EF T AR RS
PN 4 B Rl B D, B A TCAM-1 A1 VCAM- 1 ) mRNA
Fik. $EnBRBE RN FACEIHIRE 771
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As HRAE — 1%, A, S ORI 4 52 48
LT 470 S AR A A5 495 BT 5 B0 A8RE IO, a2k 3 BH I
As [FIRAEFN R E B, B> As (IR 3 2R 5 F R
HEMRI KA. TR I BT EE R A
Feanfui BAABvE As BIVER, FALH] K 2 a8 &R
EEFE DA K. HEERK S TFE5H S

HLFEAE R A AKCF_ Bt — B4R
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