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Table 2 The apoptotic rate of cultured bovine 32 3 DNA (TUNEL)
aortic endothelial cells treated with 3- triol
Group Concentration/ pmol* L~ ! Endothelial cell apoptosis/ % , , (2.25 +
Blank 0 7.14 %0 .69
) 0.96) %( 4A) . 4B , 3
Cholesterol 100 7.21 £0 .64 :
Cholesterol 200 7.26 £0 .40 triol 100 pmol* L 12h >
3 triol 100 127341 817" , (25.75 £3.10) %,
3-triol 200 + e
triol 18 .80 =1 .31 ( P<0001) . ,
The cultured bovine aortic endothelial cells were cultured with 3- + o
triol or cholesterol for 18 h, then the apoptotic rate was measured (2.75 £0.96) %,
by flow cytometry . x £s, n=6, " P<0.01, "~ P<0.00l , ( P>0.05) .
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Figure 3 Apoptotic detection with flow cytometry. The endothelial cells were cultured with serumrfree medium

containing cholestane-3g-5a-6p-triol ( 3-triol) or cholesterol at different concentrations for 18 h, then the apoptosis of

endothelial cells was determinated by flow cytometry
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Figure 4  The apoptosis of endothelial cell

induced by 100 pmol*L

cholestane-35-5a-6p-triol ( 3-triol) . The

endothelial cells were cultured with serunrfree medium containing 3-triol or cholesterol at 100 pmol*L™' for 18 h, then
the apoptosis of endothelial cells was determinated by TUNEL assay
A. Blank group cells ; B. 3- Triol group cells ; C. Cholesterol group cells
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EFFECTS OF CHOLESTANE 3p-5a-68- TRIOL
ON CULTURED ENDOTHELIAL CELLS

REN De-cheng, DU Guamr hua , ZHANG Jurr tian

(Institute of Meteria Medica , Chinese Academy of Medical Sciences and
Peking Union Medical College , Beijing 100050 , China)

ABSTRACT: AIM To study the effects of cholestane-3p35a-6gtridl on bovine aortic endothelial cells .
METHODS The viability of endothelial cells was assessed by MIT assay. The concentration of malondialdehyde
(MDA) in endothelial cells was measured by thiobarbituric acid ( TBA) method. Apoptosis of endothelial cells was
determined by flow cytometry and endlabeling in situ. RESULTS — Chdlestane-3g 50c 6@ triol (20 - 100 pmol* L")
decreased the endothelial cell viability rate in a time- and concentratior dependent manner. Cholestane-3@ 5ot 6 triol
(20 pmol* L’ ' and 100 pmole L’ 1 ) increased the content of MDA by 22.45 % and 60.20 % respectively at 18 h
compared with chdlesterol . Chdlestane-3g- 5a6p-triol (100 pumol*L"" and 200 pmol*L ') induced apoptesis o
endothelial cells, and the increase of apoptotic cells rached 12.73 % and 18.80 %, respectively. Otherwise , in the
same condition, chdlesteral (20 - 200 pmol*L ') showed no marked effect on endothelial cells. CONCLUSION
Cholestane-3p 5a- 6 triol induced injury to endothelial cells by increasing the MDA content, decreasing the viability rate
of endothelial cells and inducing apotcsis of the endothelial cells .
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