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Nuclear and mitochondrial microsatellite instability in primary hepatocellular carcinoma

FANG Li, FANG Dian-chun (Gastroenterology Research Center, Southwest Hospital, Third Military Medical Universitys Chongqing 400038
China)

Abstract. Objective To explore the roles of nuclear microsatellite instability (nMST) at BAT26 and mitochon-
drial microsatellite instability (mtMSID) in the genesis and development of primaty hepatocellular carcinoma. Methods
mMST was detected using polymerase chain reaction, single strand confomational polymorphism (PCR-SSCP)
analysis, and nMSI by PCR method. Results Fifiy-two cases of primary hepatocellular carcinoma were studied for
miMSI and nMSI. The miMSI in at least one locus was detected in 11 out of 52 (21.2%) cases. Out of the 11 cases
with mtSM1, 7 showed mMSI at one loars (13. 5%) and 4 at two loci (7.7%), but mone at more than three loci.
The nMSI at BAT26 was detected in only 4 out of 52 (7.7%) cases. mMSIwas found not to be associated with sex,
age, HBsAg, cirthosis of liver, AFP level, and nMST (P> 0. 05). Conclusion miMSI may be imvolved in the
carcinogenesis of some hepatocellular carcinomas, but mMSI is not associated with nMSI.
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