Hh MR AR IR A

2004 Mar; 11(1): 10 ~13
<10 - Chin J Cancer Biother ar (D)

[ XEHES] 1007-385X( 2004 )01-0010-04
NIE &R E-1 3T & A R 40 B 28 58 R 8 1= 22 M B9 A 5

I 4, ZA, kEH, 45, ERU(FWEERFHREREA, B2 710032)

[# E] BHH: T AME L ZE -1 angiopoietin-1, Ang-1 )% AR Ik P 52 41 2( human umbilican vein endothelia cell, HU-
VEC )G AR T (W52, LAE— 25 0F 9 FL A =4 V8 P B FEAE gl & A v R AL . F7 3%« #48E peDNA3. 1- V, -HisC-Ang-1
B FGRER TR L G 293 AT ; BUHT Az LT 5 28 e JRL At T 1k 55 O ¥k 4 B 85 9% HUVEC 439038 1 MTT Eb 62 1 40 i 3154
2, 08T Ang-1 BTG GL _B3E X HUVEC 3448 0 5200 5 38 13 5 =AM o A i S YUk S 98 254 F |, Ang-1 X+ HUVEC JHT-/ %2
W, ZER: RINTERET Ang-1 ZEP MEE T HOE LR FGAEMR, AR 293 AUME P BRI 3k HE4T T HUVEC MR A 488
RALGARIESR  MTT A HUVEC SEFE S50 : FUMBE IR A 0 2s 48R 5E e 1- 75 240 . Ang-1 #5344 175 40 HUVEC OD,,, {4351
290.36 £0. 11, 0.40 £0.03,0.68 £0. 10( P <0.05 ); AT ERAT I 25 FARIK K :(10.13 £2.06 ) x 10*,(8.7 £1.73) x 10*,
(15.03 £1.98) x 10*( P <0.05), FizC4NM{EI HUVEC JAT- RN : 21% ,19% M 6% . £518: Ang-1 85 4 ¥F 1 45
PN 2 2 i A B Sl it SR Uk HUVEC AR T,

[ & ] M AEME; MEA RS 3558, T Bk &4 ;

[ FE 2S5 ] R730.23 [ XEtFRIRAS ] A

The Effect of Human Angiopoietin-1 on the Proliferation and Apoptosis of Hu-
man Umbilical Vein Endothelial Cell

WANG Jun, WU Kai-chun, ZANG De-xin, YAO Li-ping , FAN Dai-ming ( Institute of Digestive Diseases , Xijing
Hospital , the Fourth Military Medical University, Xi’ an 710032, China )

[ Abstract | Objective: To investigate the effect of human Angiopoietin-1 ( Ang-1) on the proliferation and apoptosis of
human umbilical vein endothelial cell ( HUVEC ). Methods: The recombinant eukaryotic expression vector pcDNA3. 1-
V;-HisC-Angl was constructed and was used to transiently transfecte to 293 cells. HUVEC was seperated from new born
fetel cord. The supernatants from transfected 293 cells were harvested, and then added to HUVEC culture. The prolifera-
tion and apoptosis of HUVEC was measured by MTT colorimetry assay analysis, cell counting and flow cytometry, respec-
tively. Results: Proliferation of HUVEC cells cultured with supurnatants of Ang-1 transfected group was higher than those
untreated and mock transfected group, results of which were 0.68 £0.10, 0.36 £0.11, 0.40 £0.03 in the MTT assays;
and were ( 15.03 +1.98 ) x10*, (10.13 £2.06 ) x 10" and (8.7 £1.73 ) x 10" respectively in the cell counts. The ap-
optotic pereentage of HUVEC cells culturel with supernatants from Ang-1 transfected group was lower than those of untreat-
ed or mock transfeeted group, results of which were 6% ,21% and 19% respectively in FACS analysis. Conclusions:
Human Ang-1 can significacetly pronaete stimulate the proliferation and reduce the apoptosis of endothelial cells.
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E1 ZEZHA Ang-1 BREEEE 293 HAEIEFR
&% HUVEC &38R 00
Fig.1 The effect of recombinant Angiopoietin-1
on proliferation of HUVEC
( «P<0.05, Angl vs M199 or PcDNA3. 1)
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1.98)x10'/L, (P =0.02, Cwvs A; P=0.007, C us.
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1 Y2l 1A R Rz A e 34 5 i 7R (P <0..05 ).
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Annexin V/PI SGe(a25 F 0 | 28 1 K YUK 6,
3 ZH AN : UG I B SR M199 42 AR i e
EVEA N Ang-1 FE Y I3 AL 40 B 08 TR 4 B R
21% ,19% F1 6% , VLB Ang-1 4R M55 Yy 2 40 g 1 375 w]
WLEIH HUVEC T 1K 3 ),

B2 MEEMEIETESC
Fig.2 Cell number of HUVEC exposed to
various culture media
( *P<0.05, angl vs M199 or PcDNA3. 1 )
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Fig.3 The effect of recombinant Angiopoietin-1 on apoptosis of HUVEC
A: M199; B: PcDNA3.1; C: Angl
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