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The role of ceramide in apoptosis

YANG Dong, YANG Li-xia
( Department of Cardiology, Kunming General Hospital of Chengdu Army, Kunming 650032, China)

[ Abstract |

As the second messenger and the majority member of sphingolipids, ceramide medi-

ates many cell-bioactivities including cellular apoptosis and growth inhibited activity. Ceramide plays a

key role in apoptosis by activating pS3, protein kinase C, ceramide-activated protein kinase ( CAPK) ,

ete.
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