Hp [ 2 A PR AR

Chinese Journal of Pathophysiology

[XEHS]

1000 - 4718(2007) 01 - 0063 - 04
MBI YIR 134 A R R RiE ARIFT
ZRMHEFER
W, 4 ®’, & &
(FEERKZE ' EoMRER LR, * F—WEERSIEURMEETE, L7 W 110004;
PEITRE#EEBZ¥ R, 88 EI 361105)
(# =] B APT5E R B 55 Y1840 A PR A RIR T 7 FHL . F7ik: AJBei ki Bz

4 (HUVECs) 535 F DMEM, XS40HRk 4 B, 742 Smac 2, K41 HIR 5 T 20 dyne/em’ BT VI J7, 4351 &
AR T B 3] (human inhibitor of apoptosis protein —2, HIAP —2) & [ 3% M 4l ifa I -7 H B ( caspase - 3)
Titk, ZR: 20 dyne/cm’ BT YIRL F1 M H] caspase — 3 FEH: RIS N, IL1E A S5 BT V1L 1 REGE B A% T N B 41 7= A
HIAP -2 EHRZXWBIEINA R, Gk ELABKF- I UM ) RE4E B 5T N R 41748 HIAP -2 EHKR
3K, 3X A B2 BY UM 40 i P9 R 4 R T R SRS B AR RE ALV E R 2 —

[XBER] NEYIME; BIEIN T ; 4T

[HESZES] R363 [ ZEEFRISAE] A

Effect of shear stress on inhibitor of apoptosis protein — 2 expression in

human umbilical vein endothelial cells

ZANG Bin', SHU Qiang’, JIN Xin’

(" Department of Emergency of The Second Affiliated Hospital , > Department of Regional Anatomy of Surgery, The First Affili-
ated Hospital, China Medical University, Shenyang 110004, China;’ Department of Pharmacy, School of Medine, Xiamen
University, Xiamen 361105, China. E —mail: Zangbin60@ sohu. com)

[ABSTRACT] AIM: Laminar shear stress at physiological level inhibits apoptosis of endothelial cells (ECs) and
exerts a potent antiatheroclerotic effect. The aim of this study is to investigate the molecular mechanisms, that regulate
shear stress — mediated inhibition of apoptosis. METHODS; Human umbilical vein endothelial cells (HUVECs) were cul-
tured and passaged in DMEM. When the cells became confluent, they were transfected with Smac, then exposed to laminar
shear stress at 20 dyne/cm’. The expression of the human inhibitor of apoptosis protein — 2 ( HIAP - 2) protein and
caspase — 3 activity were checked. RESULTS ; Caspase —3 activity was decreased by laminar shear stress of 20 dyne/cm’,
and this effect was partly related to the HIAP —2 protein expression induced by shear stress. CONCLUSION: The present
study provides evidence that laminar shear stress at physiological level induces significantly expression of HIAP —2 mRNA
and protein. Up — regulation of HIAP -2 may contribute to the potent antiatherosclerotic effect of shear stress by preventing

ECs from apoptosis.
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Fig 1 Shear stress experimental installation diagram.
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Fig2 DNA change in the process of apoptosis. 1: DNA mark-
er; 2: control group; 3: shear stress group.
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Fig3 Caspase —3 activity determination (n=5). Control group
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Fig4 HIAP -2 induced by shear stress inhibits apoptosis. A: Smac successful transfection is confirmed by Western blotting methods ;
B: HIAP -2 is determined; C: caspase —3 activity determination (n=35).
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