EREF 200552 A% 44 5% 6 B 741

W - BRI
BERSANBFINMERKRE | N RARBTHRIFIER

BREE R KE , Fmwa’, e, Hgn’
Q. xm MR ER ICU, &S 330029;2. i ®mE B ERAEA, &g 330029;
3. A RFE—WEERSAA, &G 330006)

doi:10. 3969/j. issn. 1671-8348. 2015. 06. 008

M E:BHM NRFERENAnglD)ARF#HKA K MR (HUVECO R ATH B AR KA af Ry ER, K
EOKEERGECV-304 5 AR T 3A. (DA Ba; (DAngll FFA .57 ETF Angll LR EH 0.1X107°.1X107° 11X
107" mol/L, 5 s % 18 h, MTT F4&m Angll sf HUVECs & K 3§74 69 % vh ; 7% X aa i AL ) Ang [l 45 R /6 W & 4 o8 =
R T8 FREMBEAR Angll FF BN X WG BBREMBFTE(DFARKS L LFTRAA.BRE TP RARRREZKSH 0
AR 240 B N Angll (1X107" mol/L) i #H 18 hoAbml A B i 8 = R W L, B5R  RERE Angll H a4 A & w
JOAE R, RRREN Angll A TE2EZHFRNEAWEAT, EHEETITRL Al FFEARBBOATHS, FRAG L
FArH Angll R Fe9 AR WA=, HEik FRSHFTAARNRKRPAEN,

KB :mFEREN R A T 7K

hE 4% S :R285.5 X ERFRIRFD A XEYHS:1671-8348(2015)06-0741-02

Protective effects of serum contained huangqi on endothelial cell apoptosis induced by angiotensin [[ *
Qiu Yu'an' ,Chen Huoguo® ,Li Lihong®,Jin Wenjian® , Huang Shaolie®
(1. Department of ICU, Jiangxi Cancer Hospital , Nanchang, Jiangxi 330029 ,China;2. Department of Internal 4 Ward .
Jiangxi Cancer Hospital , Nanchang,Jiangxi 330029 ,China;3. Department of Cardiology sthe
First Af filiated Hospital of Nanchang University , Nanchang,Jiangxi 330006 ,China)

Abstract : Objective

huangqi on endothelial cell. Methods

To study Ang [l induced apoptosis of HUVECs and to observe the protective effect of serum contained
ECV-304 cells were randomly divided into control group, Ang [l group and huangqi group. In
the control group,cells were cultured for 18 h,and the concentration of Ang[l were 0 mol/L,1>X10 ° mol/L,1X10° mol/L and
1X 10" mol/L. The cell proliferation was measured by MTT assay. Electron microscope was used to observe the change of HU-
VECs. Ultrastructure of HUVECs induced by Ang]l was observed by electron microscope. In the huangqi group,serum contained
huangqi of different concentration were added into the medium and cultured for 24 h,then Angll of 1X107* mol/L was included
and cultured for 18 h,and the apoptosis ratio induced by Ang || was measured by flow cytometry. Results Ang [[ of different con-
centration could all significantly inhibit HUVECs proliferation. Ang [l of different concentration could all induce endothelial cell ap-
optosis. HUVECs apoptosis was observed by electron microscope. HUVECs apoptosis induced by Ang [[ could be inhibited by ser-
um contained huanggqi. Conclusion Serum contained huangqi could protect endothelial cells.
Key words: angiotensin [| ;endothelial cell;apoptosis;huangqi
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