EVEEEYYBEER 1992 F H19% ¥ 2§ - 127 -

THE DIFFERENTIATION OF J6-2 CELLS INDUCED BY
GANGLIOSIDE GM3 AND THE COMPARISION OF
GLYCOSPHINGOLIPID AND PHOSPHOLIPID COMPOSITION
BEFORE AND AFTER DIFFERENTIATION

Zhang Xinbo Cui Zhaochun Tang Naimei Zhu Zhengmei
(Dept. of Biochemistry, Dalian Medical College, Dalian 116023, China)

ABSTRACT

By morphological and histochemical methods, the authors demonstrated the differentia-
tion of J6-2 leukemic cells induced by exogenous ganglioside GM3, and studied the chan-
ge of glycosphingolipid and phospholipid ‘composition after differentiation. The results
showed that the main ganglioside component was GM3, and no significant changes were
seen after differentiation. The neutral GSL component CMH and phospholipid component
PC were shown to increase after differentiation, and lyso-PC, sphingomyelin, PI+PS were
shown to decrease. This study suggests a new function of ganglioside regulation of -
phospholipid metabolism, the mechanism of which remains to be elucidated.

Key words Leukemic cells, Ganglioside GM3, Glycosphingolipids, Phospholipids, Differe-
ntiation inducer
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Fig. 1 Standard curve of gastrin

22 BHBEXBESFNE

AN g AN AN B ED i REER
FUR R EEHMER BB & i & B
2,3 e A AR AR, SREREN,
ELEHABEERE ShAREREHERT
BIHIM B o RbG, MLl 5 b #HEE%



129«

EyiFSephEEE 1992 F F19% % 2§
sof
_§60-
§40-
&
©
20}
T é 5 :
time, h

EH2 fOHBESHENRA
Fig. 2 Relation between degree of lesion
and time

B3 oS R A A
Fig. 3 Acute gastric mucosal lesion caused
by in domethacin

o

' B4 EWHBEHR

Fig. 4 Normal gastric mucosa
FE,ERIAREEGRE MM, B8
BRI IS H 1l B AR A SRS 7, (LE

_ B5 %BANa4EERRENER
Fig. 5 The effect of “crude riboflavin prepa-
ration”’on acute gastric mucosal lesion
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STUDY ON THE RELATION BETWEEN THE CHANGE OF SERUM
GASTRIN AND THE ACUTE GASTRIC MUCOSAL LESION

. Wu Tongle
(Institute of Biophysics, Academia Sinica, Beijing 100080)

ABSTRACT

We have studied on the relation between the change of serum gastrin and the acute gas-

tric mucosal lesion.

(Continued on page 151)
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Experimental result shows that the acute gastric mucosal lesion is related to the change

of serum gastrin.

thacin, the serum gastrin level was increased obviously.

When the acute gastric mucosal lesion of rats was induced by indome-

The drug crude riboflavin prepa-

ration could decreased the release of serum gastrin caused by indomethacin.
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