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Study on variations of mtDNA from high and low metastatic mouse hepatocarcinoma

cell sublines

DAI Ji-gang', XIAO Ying-bin', MIN Jia-xin’, ZHANG Guo-giang”, XIANG Ming-zhang”, WU Qiu-ping’, YAO Ke’, ZHOU
Ren-jiez , YU Zu-binz('Deparmvent of Thoracic Cardiovascular Surgery , *Deparement of Thoracic Surgery , Xingiao Hospital , Third Military Medical

University, Chongqing 400037, China)

Abstract; Objective To investigate the variations of mtDNA from high and low metastatic mouse hepato-

carcinoma cell sublines Hea-I' and Hea-P, and the relationship between mutations of mtDNA and carcinogene-
sis. Methods The variations of D-loop, ND3 and tRNA™"*“"*" gene fragments of mtDNA from Hca-F and
Heca-P cells were analyzed by PCR-RFLP and sequencing techniques. Results No amplification fragment
length polymorphism and restriction fragment length polymorphism were observed in tRNAY*“*™ ND3 and
D-loop of mtDNA from the 2 cell sublines. Sequence difference between these 2 cell sublines were found in
mtDNA D-loop region by sequencing. Conclusions Genetic alteration of mtDNA non-coding region in tumors,

which may reflect the environmental and genetic influences operative during tumor progression, can be linked to

their tumaorigenic phenotype.
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