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[ Abstract)
medulloblastoma Daoy cell. Methods

Objective To explore the effect of silencing MEF2C gene on the morphological structure of
The experiment was divided into two groups : control group and interference
group. Daoy cells of control group were infected with negative LV liquid , and Daoy cells of interference group were
infected with MEF2C-RNAi-LV liquid. Light-microscopy ( LM ) was used to observe general form of cells , and
transmission electron microscopy ( TEM ) was used to observe ultrastructure changes of cells. Meanwhile, the two
groups of cells were subcutaneously inoculated to the dorsum of nude mice to forn transplantation tumors ,
respectively ,and the morphological structures of tumor tissues were observed by LM and TEM . Results Daoy cells of
interference group grew slower than cells of control group ,the weights of transplantation tumors in interference group
were lighter than those in control one . The tumor tissue cells of control group had more intensive array than those of
the interference group ; Tumor tissue cells of interference group showed array loose , nucleus pycnosis , apoptosis body
formation under TEM. Conclusions Silencing MEF2C gene could cause heterochromatin reduce , apoptosis body
formation , and influence cell morphology , inhibit tumor cell growth. This provides experimental basis for tumor
biological therapy.
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