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Genetic alterations in non-small cell lung cancer detected by randomly am-
plified polymorphic DNA analysis

LI Shufmng, CHEN Yisheng, WEI Hong (Department of Pathology, Faculty of Basic Medical Sciences, Third Military Medical University,
Chongging 400038)

Abstract Objective : To detect the genetic genomic variant in nonsmall cell lung cancer
(NSCIC) by randomly amplified polymorphic DNA analysis (RAPD).  Methods : Genomic DNAs from
cancer and corresponding normal tissues were amplified with RAPD using 40 10-bp pimers. PCR products
from RAPD were electrophoretically separated in agawse gel and banding profiles were visualized by ethi-
dium bromide staining. Results :22 of the 40 primers used for screening NSCIC produced amplification
products that were monomorphic and the remaining 18 evealed changes when the NACIC RAPD profile
was compated with that of its nomal tissue DNA. A multiband piofile was seen for all the primers with the
total number of bands per primer varying from 2 to 14. The sizes of these bands ranged from 200 bp to 2
kb. The alterations exhibited in tumor DNA included the loss of a normal band, appearance of a new band
andintensity changes of aband. Conclusion : Geretic alterations in NSCLC genomic DNA have been frequent
ly detected by RAPD, which is associated with tumongenesis of NSCLC.
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Tab 1 Primer sequences of polymorphisms in lung cancer .
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