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ESTABLISHMENT OF A MODEL FOR CENTRAL NEU-
RONAL APOPTOSIS AND SIGNAL TRANSDUCTION

Yan Guangmei

(Department of Pharmacology, Basic Medical College, Sun Yat-sen University of Medical Sciences Guangzhou, 510089)

Abstract Programmed cell death is an important mechanism responsible for the regulation of physiological
function during development. There is increasing evidence that programmed neuronal death is involved in occur-
rence and development of pathological CNS insult. If in vitro cultured cerebellar granule neurons under depolar-
ization are ex posed to nondepolarizing culture condition they will die via programmed cell death. Glutamate and
acetylcholine, as the primary neurotransmitters in cerebellar granule neurons, can regulate programmed cell
death of neurons via their specific receptorss which suggests that neurotransmitters may not only mediate synap-
atic transmission of neuronal impulses but also transduce the survival signals for some neurons. The further ex-
periments show that activation of different G-protein (G or Gy,) blocks or induces programmed neuronal death,
suggesting that G-protein may function as key switches for controlling the programmed neuronal death. Some of
CNS drugs (such as diphenylhy dantoin) and neurotoxins (such as bilirubin) induce cerebellar atrophy via pro-
grammed death of granule neurons.
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