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Studies on the expression of HSVi—-TK gene in vitro and in vivo after trans-

duction into human pulmonary carcinoma cell line AS49
He Xiangliang, Guo Xianjian, Huang Guijun (Department of Respiratory Diseases, Xingiao Hospital, Third Military M edi~

cal University, Chongqing, 400037)

Abstract Objective: To observe the expression of TK gene in vitro and in vivo after it being t ransduced
into A549 cells- Methods: The constructed retroviral vector PLXSN-TK was transduced into A549 cells by

electro—transformation. The TK mRNA expression in A549-TK cells and tumor tissue formed by itself in

nude mice was determined with in situ hybridization. Recombination of TK gene into cells is examined with

blot hybridization. Sensitivity of A549-TK cells to GCV was also observed in vitro. Results: In situ hy-

bridization showed that A549-TK cells and tumor tissue positively expressed TK mRN A while the control

cells did not. Blot hybrdization showed that TK gene was recombined in A549-TK cells. The sensitivity of

A549-TK cells to GCV was 46 tim es high er than that of parental cells. Conclusion: TK gene is positively ex—
pressed in A549-TK cells and the sensitivity to GCV is also obtained by A549-TK cells.
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