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[ Abstract] Objective: To investigate the protective effect of carvedilol ( CAR) against oxidized low
density lipoprotein (ox-LDL) induced human aortic endothelial cells ( HAECs) injury. Methods:
HAECs were cultured in vitro, randomly divided into four groups: control group (serum free DMEM) ,
model group (200 mg/L ox-LDL 100 wL) , carvedilol high dose group (CAR H group, 200 mg/L ox-
LDL and 1 x 10~ mol/L CAR) and carvedilol low dose group ( CAR L group, 200 mg/L ox-LDL and
1 x107° mol/L. CAR). Two latter groups preincubated with carvedilol for 1 h and add ox-LDL for
24 h; adopting MTT assay to analyze cell viability, HAECs morphology was observed by Giemsa stai-
ning. The contents of nitric oxide (NO) and the leakage of lactate dehydrogenase (LDH) were detec-
ted by enzyme-linked immunosorbent assay ( ELISA). Results; Comparing model group with control
group, cells underwent severe pathomorpholohy change, cell viability and NO content decreased signif-
icantly, LDH leakage increased significantly( P <0.05) , cells of CAR H group and CAR L group were

similar to control group, cell viability and NO content increased more than model group, LDH leakage
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decreased significantly (P < 0. 05). Conclusion: Carvedilol could ameliorate the HAECs injury in-

duced by ox-LDL, which maybe involve in NO system.
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vascular; oxidative injury
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Tab.1 The viability rate of HAECs in each group

HAECs
215 :
OD {f (490 nm) AR (%)
popiisEiil 0.323 +£0. 017 100
LEilEeEl 0.229 +0.013" 70.9
CAR H4| 0.307 0. 032 95.0
CAR L4 0.289 +0.015? 89.5

O 3 B L, P <0. 01 ;@ SHRIZ %, P <0. 01
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205 NO( wmol/L) LDH(U/L)
papiicEil 189.3 +22.13 35.118 £9.32
MET 20 134.5 +£10.23" 69.410 £7.29"

CAR H 4 179. 8 +18. 02 44.283 +6.73%

CAR L4 168.7 +12. 13 49.345 £9. 76

O X IRLE LR, P <0.01; SRR LE, P P <0.01,"
P<0.05
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Fig. 1
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Tab.2 NO content and LDH leakage
of HAECs in each group
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Giemsa staining of HAECs cells
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