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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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Abstract

DNA agarose gel electrophoresis, flow cytometry and

By transmission electron microscopy,

TUNEL staining, changes of the murine peritoneal
macrophages treated with high dose of dexamethasone

were observed. The results clearly showed that,

treated with high dose of dexamethasone, the

macrophages  presented  various  changes in

ultrastructure: chromatin condensed and abutted

sharply against the nuclear membrane, and cytoplasm
Half

treatment, DNA ladder was visualized by agarose gel

condensed. hour after  dexamethasone
electrophoresis. The macrophages displayed TUNEL
positive. The characteristic apoptosis peak of DNA
was showed by flow cytometry. The results indicated
that the macrophages treated with high dose of

dexamesathone may develop apoptosis rapidly and

efficiently.
Key words murine, peritoneal macrophage, apoptosis,
dexamethasone

2001 &£ (HEMFEIEY (EITRE

R E S 258 REAEE DAL RCEY RN RCED | B B AR
1987 SETFUp 6 [ CCAY A1 b [ 242 A 26 1 W A0 T 22k R T4

FEWIERET YRS AT, 3R A4 24 0 I,

BRI TR R TR

TGIRCR . ST 5 AT TR ARAZU S W Py S 0 SO 8 e 5 T 1ol B T KB 2 AR B k95 KO,
IR R A, 1R AT, MR ECE M T BT

LR, B R ED A

A TR R

Jorh G BRI, ANk . R R R .
A SMATERAT, th CBERISE A8y Sl 3AE 3T AT .

o iE

G AT 1978 4F,

T

Koae JEA. FHL FERHAT < wETTHR
CREPEE ARV R R SRS R W 5F .
kg5, SEIOUON [E A SRR ORI

Hem

CCBPFURIAR L B SRR L HERE S
B A B AR R T AR

@ (R E ARy AL 0] 6.50 o, METE 1.00 JC, 44E1T %% 30.00 JC.

@B Jeyil gkl LT R T SCAR B B 22 % KRR )

Hifi: (0421) 2914613; E-mail: Inwsuxh@ mail. eyptt. In. en
AU I bk o [ R T S B O 2 AL

1 %h: - 122000

I 452 2032490165 69( 45 i IR AN 2k4)





