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the sphingomyelin/ceramide pathway is associated

Ceramide and apoptosis induced by radiation

LI Lin, SHI Jan-hui
(Institute of Radiation Medicine,Shanghai Medical University, Shanghai 200032,China)

Abstract Ceramide as an important member of sphingolipid is a second messenger responsible for regulating
cellular activities, whose major function is to transmit growth — inhibiting signals including apoptotic. It has been
proven by a lot of experimental facts that the changes of the functions at different levels of ceramide signaling
pathway directly affect cellular drug sensitivity and radiation sensitivity. In addition, the defective functions of
ceramide signaling path in tumor cells may result in the decrease of their drug sensitivity and radiation sensitivity.
Key words  ceramide; cellular apoptosis; radiation sensitivity
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Cellular and Molecular mechanisms of radiation for
the inhibition of restenosis

REN Xiao—ing
(Renji Hospital, Shanghai Second Medical University , Shanghai, 200001, China)

Abstract The prevention of restenosis by radiation exists a lot of mecranisms, including smooth musde cells

(SM Cs) division cycles arrests, inhibition of SMCs proliferation, SM Cs apoptosis, inhibition of macrophage/

monocyte and cytokines. Apoptosis is a major style of cell death induced by endovascular radiation. The inhibition

of SMCs proliferation induced by radiation is a main mechanism for prevention of restenosis.

Key Words radiation;  gene regulation;  apoptosis;

cell cycles arrest



