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Fig 1 Showing the variation and distribution of fluoresecent intensity of rhodaminq—phal
loidin labeled actin mierofilaments of liver ecancer eells measured by flow cytometer
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The different maxima represent the values of fluorescent intensity of control and three experi-
mental groups respectively. Compared with control, the value of +LN group was enhanced;
that of 4+PT reduced. and that of +LNPT group remained unchanged
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THE EFFECT OF LAMININ AND CIS-PLATIN ON F-ACTIN
ASSEMBLY IN ASCITIC LIVER CANCER CELLS

Luo Shirong, Tao Jiaping®, He Qihua®, Li Hua®*, Yang Fang, Su Yaxian,
(Department ot Cell Biology, Beijing Medical University, *The Center of

Analysis and Measurement, Beijing Medical University, 100083)

ABSTRACT

In this paper, we have studied the changes of F-actin assembly in ascitic

liver cancer cells of mouse under the action of extrinsic laminin and cis-

platin, The results shows that after the extrinsic laminin combined with its

receptors they can promote the assembly of F-actin,

resulting in the increase

of the amount of the F-actin, that cis-platin,one of the multiple-targeted anti-

tumor drugs, inhibits the assembly of F-actin after linking with F-actin and

that under the action of laminin and Cis-platin, the assembly tends to stability

and the amount of the F-actin remains unchanged,

This study gives a direct evidence for the opposite action of extrinsic la-

minin and cis-platin cn the assembly of F-actin in ascitic liver cancer cells of

mouse,
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B2(a) WRABAMANDZRaMEWIT KT RMETEEE R FOMLELL,S
FRE T RMA@RITIE Bk 300X

Fig 2{a) Control: Showing the distribution of F-actin in liver Cancer cells The F-actin

distributed under the membrane and in the middle of cancer cells. The red bright fluoresce-

nce was emited by fluorescence microscope 300X
2(b) BHEZOZRE FABRANMLZHENEESE LR, ZMMm 200X
Fig 2(b) Showing the effect of laminin on the experimental group the content of F-actin
was enhanced in liver cancer cells resulting from induction of laminin thus increasing the
fluores cence intensity 200X
2(e) MRMERA WA IR BT R H e, 5 S B AL 2 Mgy 200X
B 2(e) Showing the effect of Cis-pt on the experimental group The content of F-
actin was decreased in liver cancer cells resulting from the inhibition effect of Cis-pt on the
F-actin assembly, thus leading to the fluorescence intensity weaker 200%
B2(d) BREBRANFERAFRERE BAKAMNEZ S RN T R R ZHEHE S MR AR H m
Azl 400X
Fig 2(d) Showing the combination effect of laminin and Cis-pt on the experimental
group The content of F-actin in the liver cancer calls was between that of two experimental
groups affected by laminin and Cis-pt respectively 400%
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BEl3(a) MBAMAFBERANDEONLIE 2K 400x

Fig 3(a) Control: Showing the distribution of F-actin in liver cancer cells The bandles

of F-actin display a net-like structure 400%
B3b) BEEIEOSHANMECEAERANZABLHIT ML HHBR 400x
Fig 3(b) Showing the distribution of F-actin in liver cancer cells after combination of
the laminin with membrane of cancer cells thus resuliing in increase of the content of
F-actin obviously 400X
H3(e) MASHABANGEOMLEEREMENSH ME sl BagL 400X
Fig 3(e¢) Showing the distribution of F-actin in the liver cancer cells after reaction of
cis-pt with the aetin filament, thus resulting in the decrease of F-actin content significa-
ntly 400X
H3d) BHEZONRAKSFRAERABANGEAMRLHAN ML REMMAES 400X
Fig 3(d) Showing the distribution of F-actin in liver cancer eells after using laminin
and cis-pt at the same time The content of F-actin was near that of control 400%



