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Protective effect of atorvastatin on cultured human umbilical vein endothelial cells injured by hypoxia

YE Wu, MAO Wei, HUA Jun-yi, LIU Yan(Department of Candiology, Zhe jang Tmditional Chinese Medicine Hospital, Hangzhou
310006, China)

ABSTRACT: OBJECTIVE To investigate the protective effect of atorvastatin on cultured human umbilical vein endothelial cells
(HUVECs) injured by hypoxia. METHODS Hypoxic models were established with cultured HUVECs, cell prolife ration was deter
m ined with MTT method, ultmastructure of HUVECs were observed by electron m icroscope, levels of lactate dehydrogenase( LDH) , nitric
oxide( NO) , endothelin( ET) , angiotension-1I ( Ang-Il ) and 6-keto-prostaglandin F,, ( 6-keto-PGF,, ) in media were exam ined. RE-
SULTS Atowvastatin could promote the growth of endothelial cells in hypoxic condition and lessen the damage induced by hypoxia,

decrease rlease of LDH and secretion of ET-1 ( P <0.01),obviously; Othemwise, atorvastatin could significantly increase secretion of
NO and PGL (P <0.01). CONCLUSION It is suggested that atorvastatin exert some protective effects on HUVECs injured by hy-
poxia.

KEY WORDS: atorvastatin; endothelial cells; hypoxia.
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Tab 1 Effects of atorvastatin on the proliferation of HUVECs in
the hypoxic condition(x Ts)
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n HUVEC s 5 (A {8 )
1E % A 8 Q 146 X0 018 °
HA 8 Q150Xq o11" * *
A AR A 8 a 097 0 023
2R AL 8 Q 133+ 005 *

T GEERIA AR, T P< Q037 P< Q0L HIEH A RALLE
#®.,7P>0 05
Note canpared w ith the hypoxiamodel group " P<Q 053" P < Q OF
can pared w ith the nomal conto] *P > Q 05
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Fig1 The ulrastucture of HUVECs( x 4000)
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2 HUVECs LDH, NO, ET-1, Ang-II 6-keto-PGF,, (n=10, x*s)
Tab 2 Effects of atorvastatin on the level of LDH, NO, ET-1, Ang-Il and 6-keto-PGF,, rleased by HUVECs in the hypoxic condition
(n=10,x=*s)

LDH(U/L) NO( pg/mL) ET-1( pg/mL) Ang-1I ( pg/mL) 6-keto-PGF,, ( pg/mL)
10.4 £3.57"° 3.86 £0.38" ° 17.59 £3.84" " 108.32 £18.67 206.39 £29.84" "
10.8 £2.77 " * 3.62%0.43" " F 19.14 *4.42° 77 108.20 *18. 08" * 223.11 £36.45" " *
26.5 4.2 2.19 £0.29 63.32 £11.34 163.47 £65.86 101.37 £18.93
+ 12.8 £2.86" " * 3.87 %0.46" " * 24.36 *4.27" " A8 113.02 %4545 181.20 +24.35" " *
," P<0.05,"" P<0.01, P>0.05; ,AP <0.05,"*P <0.01,"P >0.05

Note: compared with the hypoxia model group, * P <0.05,” © P.<0.01, " P >0.05; compared with the nomal control, * P <0. 05,%* P.<0.01,*P >
0.05
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