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Experimental study of LAMS restrain muitiplication and

procoagulant activity of hepatic cancer cells
DONG Pu — jiang , et al
{ Research Laboratory of Transplantation , College of Clinical Medicine, Chongging Medical University)

[ Abatract] Objective: To study the effects of LAMS for restraining multiplication and procoagulant activity of
liver cancer cells. Methods : By comparing the growth curves and AgNoRs contents of liver cancer cells treated
with or without LAMS. Procasgulant activity of hepatic cancer cells was measured by ane step APTT method.
Results : After treatment with LAMS, the proliferation of liver cancer cells were inhibited and AgNoRs contents
were.decreased . LAMS could antagonize the effects of secretion of liver cancer cells on APTT. Conclusion :
LAMS can effectively restrain the proliferation-and proccagutant activity of hepatic cancer cells.
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stimulation of rHuTNF'® . In the mode of “DOX
first, TNF second” ,DOX can induce increased rfHuT-
NF eytotoxicity, suggesting that the tumor cells, per-
haps in the presence of DOX, can no longer make
these protecting, detoxifying enzymes and, as a result,
are destroved. Furthermore, DEYX could enhance Fas
receptor expression on the plasma membrane of colon
cancert*).

. In general, the interaction of DOX and rtHYTNF
was found to be schedule — dependent in colon cancer
cell line COLOR20S. Marked synergism was observed
in most instances of treatment when DOX was admin-
istered prior to, but not following fHUTNF. rtHuTNF
kills cancer cells, but also induces a protective mecha-
nism in the cells, However, the anti — tumor effect of
TNF can be enhanced in the presence of DOX, Sug-
gesting that the addition of DOX interferes with the
protective mechanism, and the tumor cells then be-
come more suseptible to the cytotoxic action of TNF.
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