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Abstract

memory-impaired rats and normal aged rats

Aged rats were divided into aged

based on their behaviour in the Morris water
maze. Brain synaptosomal membrane fluidity
and the effect of GM1 on it was evaluated by
fluorescence polarization technique. The
results showed that statistically significant
decreases of the synaptosomal membrane flu-
idity in the neocortex and hippocampal forma-
tion were found in the aged memory-impaired

rats compared with the young and normal aged
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rats, and that GM1 could ameliorate the

abnormal membrane fluidity. Correlation
analysis indicated that the brain synaptosomal
membrane fluidity was closely related to aged
learning and memory impairment. It was sug-
gested that GM1 has a potential therapeutic
value for aged memory impairment through

altering neuronal membrane structure.
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1.1 HHARIEFF R LG 254018

AKBEAM CCL,,, (EEMHAEES
Bt Dana-Farber @B T AT ) 7E8 10% /)
4 ML #) DMEM 3538, 5% CO,. 100% 4
S BE, 37 CHRMETHEFH.

2 R K (all-trans) RA (Sigma), 1, 25
(OHD, VD, (4308 4+ IR A% 10 mol /L
107" mol/L ZREEW, THEURES NN
107° mol /L#1 107" mol/L. X¢EE4H A &k
BT Z B, R EAREET 0.1%, WKEH T
7K CRER A A & T B R, PMA (Sigma)
BLA 107* mol/L —HETH (DMSO) &%,
TAEHE X 107" mol/L, B840 A\ &tk
DMSO, HARKE R 0.01%, HHkEEXTHMEY
CERKITEW. TREIEHNELEBRELAET
#47. RA #1 1, 25 (OH),VD, S 2d, PMA
B3 6 h JFU 4.

1.2 PKC BREMFEIREMERE

iR ERBEHTE 0~4CE&ETH#HET.
1.2.1 PRKCRH.: #HEFERE 6h, 2d ik
Y1, FAMAH PBS ik 2 3k, BAHRI¥H
(10" 4) 4 (AR BTFEWEA
(buffer A) # (20 mmol/L Tris-HCI pH7. 5,
0. 25 mol/L JE#E, 10 mmol/L Z BN (a-F
FHZF) B2, 2 mmol /L Z "N Z B
B, SR BB BN (EEEEBIEE)
B, BK20s, M E20s, k6K, R
100 000 g .4 CE.L> 1 h (REFFES L4 Sorvall RC
28S DU POUT), L M4MMH PKC &4y, H
mEmE 1 % Triton X-100 [ buffer A #4244

& PKC 30 min, % 10 min #8351 X, REB
PR, 100 000 g, 4 CEL 1 h, BN 4E
MRS PKC 345, |
1.2.2  #H74K T PKC )7 gy atifh .
1.2.3 PKC REMEIFEENE. UAKE
HAEY, RN 250 pl, &4 0.5 mol/L
Tris-HCl pH7.5,- 2.5 X 107* mol/L ATP
(Sigma) ,0. 25 mmol /L BEEREE, 0.75 mmol/L
2-HEEZ B, 0.5 Ci [v-*P] ATP (L EHEHRA
710 AN F A 20 pg WWHIFH], K
A [Y-*P] ATP H#%, 30°CZ Y 3 min, 3 ml
10N =RZBERPIL RV, HILERRIE (MR
F 4K ©0. 45 pm, TOYOROSHD), ¥iEpE
BAFH 10 ml Z1EKBREMEF, F Backman
WSO 2 O v . BREHER R R 30 Ct g
ZRELRES8HEL L pmol V-2P BAJE
WES, MEEERTR N PKC B TR E 4
¥, BP TCAM I FEAERT PKC 3541835 W H) 3)
R PKC ¥ ¥, 7 Bk LA J5 0 ) 5] 77 76 B
PKC 7&E¥:, Ll 100%.
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2 5 B
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PMA %% 6 h J5 PKC EH R 1 Fix.
R, BEFEPKCRENEXMN RAHEAR

+&1 RA. 1, 25 (OH),VD; B PMA 5 CCL,,, 41l PKC ;EM:EE4:

MR PKC W5 4 i PKC HiE 4 BiEE
-1 in=1 -1 in—1 -1 in—1 -
/pmol * mg~?! « min /pmol © mg~=! « min /pmol * mg~! « min
RA 14.1742. 890 6.1742. 30 20.3445.170 2. 69
1, 25 (OH);VD; 12. 7442. 897 10.23+2. 35 22. 9644. 987 2. 40
PMA 2.8240. 940 15.5941. 97V 18.414+2. 930 0.53
ol 5.3141.45 6.6711.92 11.98+3.35 1

VRS, P<0.05.
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CCL.» #H 82 PMA %S5 PKC M 40 Hd % [
il iR |
2.2 CCL, 4HlRESAI G PKC MHIREN
25208 DL 4K T 9 PKC 1 7 3 CCL 22
41 PKC B 39 l JE 1 3 S Bt CCL o0 4 L Y
PKC #fil5n iEtE. BUSHmANMRR EF, 525
3% 10, 20, 40, 80 pl, WM& H X PKC &+
MR, o] WL FE 3 40 MR -5 B A 3,
PKC M EHEZ#H & (B 1). £RA. 1, 25
(OH),VD; %k PMA i& & J& M #l & ¥ & 51
& (40.75+16.43) %, (21.43 £ 4.20) % K
(54.111+6.49) %, BATHA (57.24+9.600%
RE{%, H 1, 25 (OH),VD; 5 RAFHE
£% (P<0.05).
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Wilg, BA DG {EH , (B EBMIEE A B mR 2
& # PKC, NERERE, EFEF CCL MK
ARl PKC [ 41 Kl i ¥ 22 0L a) o 2 4 A
#. RA B5|E4ME PKC HFHEAS, EH4R
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B, AR ERLERE, X PKC M
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(OH).VD; &k PMA # M F 5 K 58 &0kl
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Study on Relationship Between Protein Kinase
C, Its Inhibitor and Differentiation of Human
Coloretal Cancer Cell CCL,,. Wang Hong-
mei, Yu Bingzhi”, Wang Yunqing, Song Jin-
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Abstract Protein kinase C (PKC) and its

inhibitor activities were measured in human

cal University,

coloretal cancer cell line CCL,, induced by
retinoic acid (RA) and 1, 25-dihydroxyvitamin
D; (1, 25 (OH),VD,) both for two days and
phorbol 12-myristate 13-acetate (PMA) for
six hours. The results showed that total PKC
activity was markedly increased after treat-
ment with three inducers (P <C0.05). The
cytosolic PKC activities were significantly
increased in RA and 1, 25 (OH)3VD3 treated

CCIaggg cells (P < 0. 05)-

cells, the

In PMA-treated

membrane ratio ( membrane

activity/total activity ) was significantly
increased (P <<0.01). The levels of PKC
inhibitor in cytosclic membrane supernatants
after treatment with three inducers were all
decreased. Among these three inducers, 1, 25
(OH),VD; caused significantly difference com-
pared with control. The results implied that
PMA translocates PKC from the cytosolic to
membrane fraction, PKC and its inhibitor in
RA, 1, 25 (OH)>;VD; and PMA-induced cells
are in different relatively parralel relationship.
Key words protein kinases C, inhibitor,

human coloretal cancer cells, differentiation
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