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ABSTRACT
Aim To investigate the protective effect of
apolipoprotein(apo) C I on the morphology and func-
tion of human umbilical vein endothelial cells injured
by low density lipoprotein (LDL) in wvitro.

Methods

from umbilical vein were divided into four groups:

Cultured human endothelial cells derived

control, high density lipoprotein (HDL )-apo+ LDL,
apo CI +LDL and LDL group, which were observed
the morphological changes with phase-contrast and
transmission electron microscope and measured the re-
lease of lacate dehydrogenase (LDH) and level of 6-ke-
to-prostaglandin Fla (PGFla).

Results Endothelial cells after being injured by
LDL showed cell contraction, increased release of
LDH and decreased level of 6-keto-PGFla. Howev-
er, normal morphology and LDH release as well as
prostacyclin (PGI,) synthesis in endothelial cells were
found when HDL-apo or apo C I was added to culture
media before LDL injury.

Both HDL-apo and apo C E could re-

sist the injurious effect of LDL on cultured endothelial

Conclusions

cells.
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Phase coatrast micrescopy of human eadothelial cells derived from umbilical veims. A. Afier 5 dayn in
culiore, endoihelial cells grew in confluent cobblestone monolayers; X 180.

B. The endothelial cells exposed 10 LDL

in a concentration of 1.5 g/L appesr “contracted”™ and round up; X 750. C. The endothelial cells were preincubated
with HDL-apo in 2 concentrartion of 100 mg/L for 19 h before addition of LDL., showed normal morphology; X 180.
D. The endothelial cells were preincubared with apoC ¥ in a concentration of 100 mg/L for 19 h before sddition of

LDL, showed normal morphology: X 180,

Table. LDH relesse and 68-keto-PGFla level in
endethellal cells(z+1).

Group a  LDH release(%) = ‘”"‘;'&mm‘ 1=
control 4 21.3+3.1* & 11.342.5
LDL 4 72.0%£5.5 & 7.8+04
HDL-

e 4 24.74+1.9° 8 1.4+1.3¢
apo C I 4 33.8+2.8' 6 Ll 2+3. 4

bl P(O. 05. €y P(O. Dl. d[ P<0. Mll cmptud -'it.l
LDL group.
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