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migration and angiogenesis of ECV304 cells (human umbilical vein endothelial cells). Methods The lentiviral ex—
pression vector was constructed and transfected into ECV304 cells. The expression of BMP2 was different in
ECV304 cells. The experiment was divided into Normal group LV-SH-BMP-2 group and Overexpression-L.V-BMP—
2 group. CCK-8 scratch assay Western blot and tube formation assay were used to detect the proliferation mi—
gration angiogenesis—related protein expression and angiogenesis of ECV304 cells. After co—culture the subcutane—
ously transplanted tumor model was injected subcutaneously into the right armpit of nude mice to observe the growth
and microvessel density(MVD)of the transplanted tumor. Results The proliferation migration angiogenesis—re—
lated protein expression and angiogenesis of ECV304 cells in Overexpression-.V-BMP=2 group were significantly
higher than those in Normal group and LV-SH-BMP=2 group. The difference was statistically significant (P <
0. 05) ;In vivo experiments showed that the volume weight and microvessel density in ECV304 cells in Overexpres—
sion-LV-BMP-2 group were significantly higher than those in Normal group and LV-SH-BMP-2 group the difference
was statistically significant (P <0.05). Conclusion BMP-=2 can promote ECV304 cell proliferation migration
and angiogenesis.
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Effects of ischemic preconditioning induced exosomes on hypoxia/

reoxygenation injury and expression of Bcl2 and Bax in cardiomyocytes
Liu Zhong Chan Jinzhong Huang Jun et al
(Dept of Anesthesiology and Perioperative Medicine The Second Hospital of Anhui Medical University Hefer 230601)

Abstract Objective To investigate the effects of ischemic preconditioning (IPC) induced exosomes on hypoxia/
reoxygenation (H/R) injury and expression of Bel2 and Bax in cardiomyocytes. Methods The exosomes were
isolated from serum after rats were subjected to IPC or the control treatment and labeled with IPC¥xo CON-¥xo
respectively. The concentration of exosomes was determined by BCA protein assay. In another series of experiment
H9¢2 cardiomyocytes were randomly divided into control H/R H/R + IPC¥xo0 and H/R + CON-¥xo groups. The
cells in control group were cultured under normal condition. In H/R group H9¢2 cardiomyocytes were exposed to
5 h of hypoxia followed by 1 h of reoxygenation. The cells in H/R + CON-¥xo group and H/R + IPCHxo group
were pre-incubated with CON-Exo or IPCExo for 12 h before H/R respectively. Then cell viability lactate dehy-
drogenase activity cell apoptosis and the expression of Bel2 Bax protein were detected separately. Results 1PC
significantly increased the release of serum exosomes. Compared with H/R group IPC—xo pre-incubation protec—
ted H9¢2 cells from H/R injury by increasing cell viability inhibiting LDH activity attenuating cell apoptosisand
up—regulating Bel2 protein and down—<egulating Bax protein. However CON-xo failed to prevent H/R injury in
H9¢2 cells. Conclusion IPC induced exosomes may exert cardioprotection by reducing H/R injury in H9¢2 car—
diomyocytes the mechanism may be related to up—<regulating the expression of Bel2 and down-—regulating the ex—
pression of Bax.
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