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Ganglioside GM; Inhibits Phesphatidylinositol
Turnov:e of Human Leukemia J6-2 Cell Line.
Ma Ke!i. Liu Yan, Cui Zhaochun (Depart-
ment of Biochemistry, Dalian Medical Univer-
sity, Dalian 116023, China).

Abstract The effect of ganglioside GM; on
the metabolism of phosphoinositides of human
monocytoid leukemia J 6 - 2 cells has been stu-
died using the incorporation of [¥*P] Pi and
[*H] inositol into them. The results show
that GM; inhibited the incorporation of [**P]
Pi and [*H] inositol into phosphatidylinositol
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( PI ) , stimulated the incoporation of those
into phosphatidylinositol-4, 5-bisphosphate
(PIP;) and [**P] Pi into phosphatidylcholine
( PC ) , inhibited the incorporation of [* H ]
inositol into inositol phosphates (IP;, IP,,
IP), and of [**P] Pi into phosphatidic acid
(PA) in a dose-dependent manner. These re-
that GM; inhibits the PI

turnover of J6-2 cells.

sults suggest
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1.2 FEAFREE

MEWE B (NANA), #2395 # 5 GDI1b,
GDla, GM1, BREMETHE, FEX K, L
ik ¥k Sigma A F =&, IETEECA. R 4L
L) —REE (C. R, EEEH—
&5 (A. R. E#if#—)); Sephadex G-50
(EWRIERZ ) BEER (Kiessl gel G-60
Merck 22 ]); IE/RME (Fluka =& b0 4
2); HERGTHYL (Labaco A7, EE);
CS-9000 M BEHMN (HEBAHE], HAD; UV-
120-02 A5 YEXE T (BRAF, HED.
1.3 FBRE

HAEK . FrEfs) DERIBK, 2 Milli-Q plus
AR K 4b 32 % A0 3.

] 2 By B A . BRIR R ER 80ml HKIK AN
A: 0. 1mol/L BiE4 0. 25ml, [@F _MiE&
W QYUAKBE) 1oml, BEATMERAKERE
100ml; BIESZRATE 4h, TS KR 4 CEXE
REEH.

PR BR AT HER K B PR R HUE R B 1. Omg,
ETsoml ZEMES, MY T 20mg/L.
1.4 zZhHEBNHE

iR E 18¢ £AHB/PRIEVS F 4 A, &%
EEMNHEBCN AN ETHREERSIE K
ZEHENEHATAMBAE (A, BE—KH
HERXHEA (B), 2HEFRE 4 IKEHEFK
2d (R) KL A (D), aHEITHRE 4K
#HEGHE O).
1.5 #WEHEESWN
1.5.1 X5 (TLE) 9428 &4 /EE-L L
¥, WP E, fRS%K. B3t 10 £%
BH CHCL, : CH,OH (1 : 1, V/V) BRI E,
7Kg R 513 30min, 4 CH2HL 12h, 3000r /min f§
B %0 10min g 2, B LW s L& BNCHCL, -
CH,OH:HO (5:5:1, V/V) B 4CHIE
2R, BIFRIGE; TEIRT 40CKEBTF, IE
MR EREE SRR 1/4 B WS A N,
RF, SIERERET.
1.5.2 #WETHEFIE (Gls) HiaEA L

a. FPAEE/IE T B /NaCl(50mmol /L) K&

WARS. ¥ EARARRFBHEIEARAR/
IETEE® (6:4, V/V) R 10. 0ml 3B
SZHETE5SE . HMS5. 0ml50mmol /L
iy NaCl % W , i 5 7 B / IE T B / NaCl
(50mmol/L) KE®HK 6:4:5 (V/V), {RiZ
W B, #8, 1000r/min B.L> 10min
SR BBV BMBPABE/ETREBWHG:
4, V/V) ZRER, BERES, BL, FH
M, PRIBREEFHR. ERRERETAEHT
%, BEHEELRE.

b. it Sephadex G-50 B L /N FH R
AR E K R FBhAE, EIM B £
I 206nm LERY B —PNIERIIER, BT,
1.5.3 #MBFHFEAIMNERE 7 105CiE
LB EHT AR 2em Rb1E EARIC S BE, S
[@8E 1. 5em, RFF, RF#H CHCL, : CH;0H :
0.2% CaCl, « 2H,0 (60 : 40: 9, V/V), BF
16—18C. HE_MMEBE, BEARL.
CS-9000 HiX L#TEHERAWM. %
E&MMT: FAEkK A=580nm, HHER:
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2.2 EREMRETIHhEREXEE
A LIS BT B A S B 10—30pg
=—0.008 + 54. 399X  r =0.995
X AMAE, Y IESERE, r SHXERE
2.3 MBVEIENAS R
FERMBEHIBASWHEMNEHE, B
&1 40 4y GM1 #1 GD1b B fik & # K ¥ &9 3% n,
HHEMESETREHEN, MSEXRMED

AR LB EHEZR; GDla HHEXMEL K
EXRGHT: GT WHMELURARTL, @
HE4HMFEREEER (AERD.
2.4 BERSEBYNEMHE
BELBTHYEHERRSBEEHENT
R HARMERRAERITELNENL,C
LRI D AR BRWA TRENHEE, B
RIBELAEDENEER. WE 2

¥1 DREE[PHSTEEASHEX T HHLH

(z15)%

GD1b GT

AAHv GM1 GD1a
A 8. 844%2. 359 38. 6561 3. 040
B 7.130%1. 3702 39.950+1. 339
C 7.0881+1.164% 38.925+1. 765
D 7.4561+1.0379 39. 889+2. 803

29.22242.497

26. 6501 1. 515%
25. 2131 2. 396%
26.911+3. 768%

21.700+1.522

25. 060+ 1. 894
26. 1001 2. 0409
24.400£2. 704Y

LA E (n), A=30, B=31, C=29, D=30.

DHITEAMEAE A LRAREHEER (P<0.05).

DHIBHMRA A KEEREEIF (P<0.01).
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HH) A B
n 30 30 30 31
Rk (49 289. 582+10. 052 252, 775+ 10. 981V 227. 058+ 14. 05892 225. 500+ 12. 66192

DESAMBAAKREREKBE (P<0.0D).
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Studies of Gangliosides in the Mice Brain Tis-
sue with Acute and Repeatitive Hypoxia.
Huang Rubin, Yang Dianer. Li Aihua, Pan
Ying , Jin Youyu ( Department of Biochemi-
stry, Capital University of Medical Sciences,
Beijing 100054, China); He Jianyu (Depart-
ment of Biochemistry, Shanghai Medical Uni-
versity, Shanghat 200032, China).

Abstract Kumming mice were chosen as ex-

perimental anminals. Under the conditions of
actue and repeatitive hypoxia and normal, the
indivival relative percentage of ganglioside
GM1, GD1la, GD1b and GT in the brain were
measured by the CS-9000 thin-layer-scanning
photometer respectively. Comparing with the
group A of blank control without exposure to
hypoxia, group B of experimental control ex-
posured to hypoxia only once, and group D of
another experimental control fed for two days
after acute and repeatitive exposure to hypoxia
for 4 times , the content of sialic acid signifi-
cantly decreased and that of GT markedly in-
creased in the experimental animals group C
acutely and repeateflly exposured to hypoxia
for 4 times; while the contents of ganglioside
were also different between group A and D
significantly. The results indicate that gan-
glioside in the brain may be involved in the de-
velopment of tolerance to hypoxia in animals
exposured to acute and repeatitive hypoxia and
the proceeding was not a fast respone which
may be restored.
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