- 32 TR B 5 A 2 2005 4F 1 527 B4 1

Chin J Phys Med Rehabil, January 2005, Vol.27, No. 1

R IR T ST -

EREA S Z kR AR Bk
PN B A M -5 8 T 52

AT Rk KRR RER EAL FeA FEE DK
(# E] BE UG R A b 0 o 3 I (Ang T) £ R A 0k P9 % 24 ( HU-

VEC) Bis S5 RT- MW, 73k RAMMBIMNEFR S 3 /8 HUVEC, 08 6 41, BDXF BRZH  Ang T 40 K Ang
I+ AEREE (1 x107*T.5 x10 7*T .10 x 10 ~*T F1 20 x 10 ~*T) fHRIZH A . &AM T ILREIGEMT 1
FRECAS R 3 BE R 7 ME F 48 h R WCAEARAS A MTT EE 232 AP H-TAR 48 A 35 0 G 200 7 338 7 175 000, A s Jid 4L
WHEAZ TR AT 19 dUTP K 3 bR g2 ( TUNEL 32 ) i 2 40 4SO A, P e e o 32 460 00 40 08 T2 1% 00 . &5
B 1 pmol/L Ang Il AT HUVEC 78 , %S HUVEC AT, Ang Il + A [F]5i J3 16 4 37 20 40 Jfa 385 7 24
ZEET Angll (P <0.05) , 40T B EACT Ang I 4H (P <0.05) , I 5 P08 B 4R M &k vy, 458
1 pmol/L Ang Il Al 1l HUVEC 3454 3755 HUVEC T (1 ~20) x 10 ~*T 418 8% 3% 7 5 B 4 0 e +5 471
Ang I ¥} HUVEC f9/EH , {2 ¥ HUVEC B%8 JF 40 HUVEC F T,
[E4iR) Hfdd, MmESERFET,; N, 865, W

Effects of constant magnetic field on proliferation and apoptosis of human umbilical vein endothelial cells in-
tervened by angiotensin Il CHENG He-xiang ™ ,ZHOU Lian ,ZHANG Rong-qing ,JIA Guo-liang ,WANG Ke-guang ,
NIU Jin-long , LI Zheng-xian, MA Bo. ™ Biological Center, Northwest Institute for Non-ferrous Metal Research, Xi'an
710016, China

[ Abstract] Objective
tosis of human umbilical vein endothelial cells (HUVEC) in the presence of angiotensin I ( Angll).

To investigate the effects of constant magnetic field (CMF) on proliferation and apop-
Methods The
third passage of cultured HUVEC was used. The cells were divided into six groups: control group, Angll group, Angll
plus various intensities of constant magnetic field (i.e., 1 x10™*T,5 x10™*T,10 x 10 ™*T and 20 x 10 ™*T ) group.
The cell samples were collected at 48 hours later. Cell proliferation was measured by MTT chromatometry and *H-TdR
incorporation method. Apoptosis was determined by pyridine iodide staining on flow cytometry and tagged deoxynucleoti-
de transferase-mediated dUTP nick end labeling (TUNEL). Results
proliferation of and induced apoptosis of HUVEC as compared with the control group(P <0.05). As far as the various

Angll of the concentration of 1pumol/L inhibited

intensities of constant magnetic field were concerned, proliferation of cells was significantly higher, while the apoptosis
of cells was significantly lower when compared with those of the Angll group (P <0.05), and a intensity-dependence

effect was demonstrated. Conclusion Angll of the concentration of 1pmol/L could inhibit proliferation of and induce

apoptosis of HUVEC. Various intensities of constant magnetic field as used in this study showed antagonizing effects to
that of Angll on HUVEC, causing increased proliferation and decreased apoptosis of HUVEC.
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