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4@ 040 (27.83 2. 14) A B & F xR 4(2.50 £1.05) (P< 0.01) Feit BAL S+ & M A KE-F4(13.00E2.10) (P
<0.0l) . TANA MM ATE(14.17% 10.45%) H 2% Tt 48( 1. 55% 0.87%) (P< 0.01) #=if A AL A+
FRRAEKRBTH(5.69% 10.38%)(P< 0.01) . Hit AL A b4, $ AN A+ 28 M E A KB F 4 Fas mRNA
KRRV (40.67% 2.16% ¥b 94.50% £3.45% , P< 0.01), % Bck2 mRNA % i 8 8 3% #2( 60. 33% £1.75% b
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[ ABSTRACT)] Aim To observe the effect of vascular endothelial growth factor ( VEGF) on the apoptosis and the expression
of Fas mRNA and BckF2 mRNA in human umbilical vein endothelial cell (hUVEC) . Methods hUVEC were randomly divid-
ed into three groups: control group, hydrogen peroxide group and hydrogen peroxide + VEGF group.  After 12 hours, the apop-
tosis of hUVEC was determined by flow cytometry (FCM) and terminal deoxynucleotidyl transferase biotir dUTP nick end labeling
(TUNEL) , the expression of Bck2 mRNA and Fas mRNA were examined by reverse transcription polymerase chain reaction( RT-
PCR) . Results  Apoptosis number in hydrogen peroxide group was higher than that in control group (27. 83 2. 14 vs 2. 50
£1.05, P< 0.01). However, in hydrogen peroxide+ VEGF group, apoptosis number was lower than that in hydrogen perox-
ide group (13.00%2.10 vs 27.83 2. 14, P< 0.01).  Apoptosis rate in hydrogen peroxide group was higher than that in con-
trol group (14. 17% 0. 45% vs 1.55% 0.87%, P< 0.01) and in hydrogen peroxide+ VEGF group( 14. 17% 0.45% vs
5.69% +0.38%, P< 0.01). Compared with control group, hydrogen peroxide markedly increased Fas mRNA expression
(94.50% %3.45% vs 21.17% £1.17%, P< 0.01) and decreased Bck2 mRNA expression (23. 17% X1.17% vs 85. 17%
F1. 47%, P< 0.01). Compared with hydrogen peroxide group, VEGF significantly decreased Fas mRNA expression
(40.67% %2.16% vs 94.50% £3.45%, P< 0.01) and increased Bck2 mRNA expression( 60. 33% *1.75% vs 23.17% *+
1.17%, P< 0.01). Conclusions VEGF can inhibit the apoptosis induced by hydrogen peroxide in HUVEC, which may
correlated with upregulation Bck2 mRNA expression and inhibiting Fas mRNA expression.
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1L A B 45 40 A 2 B TR IR B KA AR T (per
cutaneous coronary intervention, PCI) A J& BBk % 1) 45
FhEEER, feidt PCI AR J& 15 5 P B2 Y 1G22 7 RE 2
TR AR B . B FCUESE, I8 A AR T
(vascular endothelial growth factor, VEGF) fig il [Jj S 46
PEMLE OB A %%, W] e A2 2t A B2 40 g 1
FEANYANT A B Th A %, (AR HLRIIEA £ ™ . i
SRAIEHE TR DL VEGEF X L& A B4 AR T Rl 2
FAMHIE R AR R i A FATL ) B i T
DR R R L ARGE o ASHIE TS 0 AL A E0rT A e
Jik P9 Bz 48 Y ( human umbilical vein endothelial cell, hU-
VEC) T2 K T-AH G FE K] Fas A1 Bek2 mRNA £ ik
FIRZIE, [R] I RLEE VEGE X BA B 45 R i+ F1E,
VEGF Tl B /5 8 78 3t — 20 SR L B ik 4

1 MRFFE

L1 EFEXHF

Ji 4F 1 7 1 T AT N M &= & A 8], RPMI1640 3 7
E 1 F Gibco A &, TRIZOL & 7| 1 T Invitrogen /-
g, 1 4 F B A B8 5% X [ (reverse transcription poly-
merase chain reaction, RT-PCR) i 7| & 1§ T 1 & /v
8, MENEEKEFIHT Cyolab A &, ik 6
14 F Sigma /A &, 100 bp DNA Marker 1§ F & % /» &,
BAL KRR R A & (RS BR L) T Boe
hringer Mannheim /A &], B % 51 47 i 4L % A 7 %
A Mo
1.2 ANBFrEeRkAIR BRI ST AL E

% B8 Jaffe %' 77 3%, W& W 6 LB 20~ 30
em, B FH B 4, 65K EE B E, PBS ik
BERANTMm. KW, AF—mE#KERE
NO0.25% fBEEE 8~ I0mL 2R BB XAHE, K
N B F 100 mL PBS B9 LW 2 # W, 37 CT U 17
~ 20 min. K EH K, A& 5% fia 4 fiF 8 1640
R SR O, — B L E F, 1200 i/ min,
8min. 7 7, Al 5mL & 10% fit 4 1 7 89 1640
FREREN, BEEMEE R 5x10°/L, A H
M, #EAN3ITCS5%CO, HHRAER. ARVEER
B, KEREEER. HEZEHMETHHRERLER
WEHG ., fERAEERF AT, ¥ F 2~ 4
KA A TR,
1.3 SERAE

¥rt sk A K E R R B, BT
6 AN, ELH— A 1emx1 eom K/DHERF,
ERGAER BHENRTSILABHEALL KX RYA.

HENEHAMTEANE+ VECGF 4, H4H 6 7, 14
ALK E H 200 Bmol/L, VEGF £k & H 10 Ho/L.
FI T 7 1640 R SLFE 7 12 h, BUH =% 5 AT R AL
AR AR 10 A 2, R 4 48 B AT U 3 48 B X X RT-PCR
- 10 o
1.4 SRS ITEAT &R

A 20 P 35 |F 35 550, PBS 6 — K, 0. 25% fiE B
105 B4 109% FBS ) 1640 %5 # 7 %] &, 1 200 r/min,
6 min B0 J5 7 L7, PBS %t — %k, A A8 80% 2
BEEE, - 20CIRKE—HA, FIEAREFEBELE
#E E &, fm PBS & 2 7k, 100 UL PBS & & 41 jr, in
Rnase 10 ML(5 ¢/L), 37 ‘C/E I 30 min J&, #m A\ 20 ML
PI %€ 3 (500 mg/L, 5 mg PI+ 0. I mL TritorX 100+
3.7 mg EDTA+ 10 mL PBS) 4 ‘C# 5t %, 30 min, -4l
I A 400 ML PBS, 417 # %104k 10 000 M40 fe, i+ &
BT AN E L.
1.5 BRALRImRICERNE T AL

HRAAMERALTRE. FEEERTATH
WA, TR ALIEE 5 A& & A (high power
field, HPF, 400 x ) % &9 J8 - 20 e %, K H#H1E,
1.6 FHFRREMER NN Fas 1 Bc-2 mRNA
RIFRIE

Jl TRIZOL A 50| — 2 i % B4 40 40 f & 79 mR-
NA, B RT-PCR R 7| & A (E. 20 ML ¥ % F R
RIAK R A4 1 ML ANTPs. 1 ML M-MLV 1 % 5 8% .4 UL,
5x 3 A KON & . 1. HL Olig(dT) 16 0. 4 UL
Rnasin 77 1.5 UL, RNA # &, & & DEPC 4 28 # M %
KAME . 37 TAIE 2 h, 95°C K& MMLV 5 min. 50
UL, #) PCR B R % 445 1 UL ¢DNA .1 HL dNTPs-0. 4
W Taq B .5 M. 10 x PCR K Iz % & F7 10 pmol/L 5
W& 1 ML, & F X E A# R . PCR R B4 4m T
94 CTE P 5Smin - 94 CEHS50s~ 60 CE K508
72 CHEA# 1 min, 73 32 B, % J& 72 CH I {# 8 min.
4B F Bek2 5 Fas 5 Bactin ¢<DNA 3| 47 [ Bt 3 ¥,
Fas IF R X 5| #14 %] % 5°-ATG CI'G GGC ATC TGG
ACC CTC CTA-3" #1 5’-TCT GCA CIT GGT ATT CI'G
GGT CCG-3’ (K & 384 bp) » Bek2 IE K X 5l 47 4- 5l
# 5-CGA CGA CIT CIC CCG CCG CTA CCG G-3° #u
5’-CCG CAT GCT GGG GCC GTA CAG TTC G-3’ (kK &
319 bp) o Bactin IE & X 51414 A & 5°-CAT CCT
GCG TCT GGA CCT -3 #1 5’-TCA GGA GGA GCA ATG
ATC TTG-3 (K & 480 bp) » ¥ 38 J5 B9 F= 41 T 2% 3%
Fi A% Bk B Lk 20 min J& R BB AR R R 48 xE DNA 4
WEME, NENERAREEE/ SREAFNAMREE
EEE 2% 1E N B EE mRNA WA R E.
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R 514 a2, HA L Bek2 KEE7EH M E T
A 2% 52 AATTOGEE, LSRR Rk 51 L 46 U T R,
ot Bel2 F1 Bel XL A& 306 4B T2, 17 Bax 1 Bek
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