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Effects of cholesterol deficiency on the proliferation and apoptosis of

Jurkat cells in vitro
ZHOU Dong-ming, MI Man-tian, LANG Hai-bin, YANG Zhixiang, WEI Na, HUANG Guo-rong (Department of Nutrition and

Food Hygiene, Third Military Medical University, Chongging 400038, China)

Abstract : Objective

apoplosis of Jurkat cells. Mothods
terol of Jurkat cells. Exogenous cholesterol was provided with the the intake of low density lipoprotein
(LDL) through the mediation of LDLrreceptor (IDL-R). The cycle distribution and apoptosis of Jurkat
cells were observed with flow cytometry (FCM) after the cells were cultuied with different media for 1 to
3 days. Results  Afier the administration of lovastatin for 3 days, the proliferation of Jurkat cells was
inhibited and the cell cycle was blocked at the ehge phase with the appearance of apoptosis. After the
Cholesterol defi-

ciency induced with either inhibiting endogenous synthesis or decreased exogenous intake can result in

To investigate the effects of cholesterol deficiency on the proliferation and

Lovastatin was used to inhibit the endogenous synthesis of choles-

intake of LDL, a partial cessation of above mentioned changes was found. Conclusion

the inhibition of proliferation oreven apoptosis of Jurkat cells. which is positively comelated to the severi-
ty of cholesterol deficiency.
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