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BEL -7404 was significantly decreased after using sorafenib.
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The Expression of B7 - H4 mRNA in HCC Cell Lines and the Changes in BEL - 7404 after Using Sorafenib.

Abstract Objective

changes in BEL — 7404 under anticancer drug sorafenib. Methods
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by reverse transcription polymerase chain reaction( RT — PCR). With different concentrations sorafenib,

H4 mRNA expression in BEL —7404. Results

B7 — H4 mRNA was expressed partly in these liver cancer cell lines.
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To study the mRNA expression of B7 — H4 in hepatocellular carcinoma( HCC) cell lines and the expression

The mRNA expression of B7 — H4 in ten liver cell lines was detected

we observed the change of B7 —

B7 — H4 mRNA of

Conclusion B7 - H4 gene is closely related to tumor cell growth activity.
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