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the of DNA

detection by at least 200-fold relative to the widely

increases in sensitivity fragments

used agarose gel electrophoresis, and the linearity of

the assay is about 5~ 5 000 ng DNA. The application
of the method in the apoptosis study showed that (1)
a time and dose dependent increase in the number of
DNA strand breaks in apoptotic Raji lymphoma
and (2)

age dependent increase in the number of DNA strand

lymphocytes induced by dexamethasone,

breaks occurred in the cardiac tissues of spontaneously

hypertensive rats ( SHR) compared with that of

Prog. Biochem. Biophys. * 533 -

normal control rats ( WKY). Results of the assay

were confirmed by the DNA ladder pattern exhibited
after fluorescein- dUTP
eX0genous deoxynucleotidyl
(TUNEL),
0.98).

and useful assay for assessing DNA degradation in

electrophoresis, and
transferase

(r>

terminal
flow cytometric analysis ( FCA)

[t is a quantitative, simple, sensitive, specific

molecular and cell biology especially in apoptosis
research.
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The Effect of Cholecystokinin Octapeptide on CaM
Activity in Rat Cerebral Cortex Neurocytes. XIANG
CHEN WU Zhao-Feng
( Department of  Biochemistry, West
Chengdu 610041,

Peng, Marr Ling,
China
University of Medical Sciences,
China) .

Abstract

cholecystokinin octapeptide ( CCKg) on calmodulin

In order to investigate the effects of

activity in rat cerebral cortex, the cerebral cortex

neurocytes was used as a model. CCKg stimulated the

activation of CaM in a time dependent manner. After
15 minutes of treatment of 1 Hmol/L CCKg, the
CaM activity reached the maximum increase. CaM

activity was increased in a dose-dependent manner by
CCKg (107"~ 1077 mol/L). The CCKy specific
receptor antagonist [-365, 260 and with a weaker
efficiency, the CCKj-specific receptor antagonist -
364, 718, were able to block a maximal effect of
CCKginduced CaM activation, suggesting that
CCKp receptor may regulate CaM activity in cerebral
cortex.

Key words CCKjg, CCKj receptor,

calmodulin
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