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Studies of the effects of recombinant human tumor necrosis factor on hu-

man colon carcinoma cell line SW-480 in vitro

Zhang Shengben, Zhou Xiaowu, Zhang Lianyang, Huang Xiankai (Department of General Surgery, Daping Hospital,
Third Military Medical University, Chongqing, 630042)

Abstract The cytotoxic and colony inhibiting effects of recombinant human tumor necrosis factor (rhT-
NF) on human colon carcinoma cell line SW-480 were observed in vitro with modified MTT and *H-TdR in-
corporation. It was found that thTNF 60 000 u/ml exerted obvious cytotoxic effect on SW-480 cells and ikhe
effect was not dosage-dependent. The SW-480 cells seemed to be low sensitive to thTNF. However, the
colony inhibiting test revealed that rhTNF 10 u/ml was capable of inhibiting the growth of SW-480 cell

colonies in a dosage =dependent manner. When the dosage of thTNF was larger than 150 u/ml, the inhibi-

tion was increased with the prolongation of time.

The ultrastructural changes of SW-480 cells after thTNF treatment were small holes on the cell mem-

brane in the initial stage, then degeneration and lysis of the mitochondria, pyknosis, karyolysis and eventual-

ly cytolysis.

On the basis of the fact that the curve of the cytotoxic effect of thTNF determined with MTT and that of

the colony inhibiting effect determined with *H-TdR incorporation were consistent, it is believed that the
lethal effects of rhTNF on the SW-480 cells were mainly on the inhibition of the DNA synthesis of intra- and

extranuclear chromosomes of the cells.
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Study of the P*° gene mutation at codon 249 in primary hepatocellular car-

cinoma
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Canges of myocardial calcium,oxygen free radicales and neutrophil infli-

tration of ischemic and reperfused heart in rabbits
Si Liangyi, Zhang Yuanhui, Zhao Xue, Wang Guochao (Department of Cardiology. Southwest Hospital, Thitd Military

Medical University, Chongqing. 630038)

Abstract The content of myocardial calcium (Ca') and malodialdehyde (MDA ) and the density of neu-

trophil infiltration were increased in the ischemic period of the heart »nd became more severe in the reperfu-

sion period. The content of Ca' and MDA reached the peak in the first half hour to 1. 5 hours after reperfu-

sion but neutrophil infiltration was increased gradually and no decrease was observed even in the 6th hour ai-

ter reperfusion. These findings suggest that the damages of the myocardium resulting from the 3 harmf{ul fac-

tors occur in different time intervals after reperfusion and they can injure the myocardium not only in the is-

chemic period but also in the reperfusion period.
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