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[Abstract] To investigate the synchronous methods of human hepatocellular
carcinoma cells (SMMC—7721) and expression of integrin 3) on hepatocellu-
lar carcinoma cells in different cell cycle, the synchronous G, and S phase
cells were achieved through thymine-2-desoryriboside and colchicines sequen-
tial blockage method and double thymine-2-desoryriboside blockage method,

respectively. Expression of integrin 81 on hepatocellular carcinoma cells was
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detected with mono-antibody blockage technique and flow cytometer. The fluo-

rescent intensity of integrin 3, expression in general human hepatocellular car-
cinoma cells is 95.70; The synchronous rates of G, and S phase SMMC—
7721 cells amount to 74.09% and 98.29% , respectively. The fluorescent
intensity of integrin B; expression of G; and S phase cells are 76.90 and 94.
09, respectively. It is conclused human hepatocellular carcinoma cells
(SMMC—7721) could be synchronized in G, and S phase by thymine-2-deso-
ryriboside and colchicines sequential blockage method and double thymine-2-
desoryriboside blockage method; SMMC—7721 cells have higher expression
rate of integrin ), but this expression level showed cycle difference.
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