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Establishment of immortalized B-dymphoblastoid cell lines of keloid pedigree and its

karyotype analysis
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Abstract: Objective To establish inm oralized B -lym phoblastoid cell Ines of keloid pedigree transform ed w ith Epgtein-Barr
EB) vimsand conductkaryotype analysis of the cells. Methods Inm ortalized B -lym phoblastoid cell Inesw ere established
by EB vius transfom ation of the peripheralblood B Iym phocytes from the m em bers of keloid pedigree. K aryotype analysis
w as perform ed for the cultured cells of passages 10, 20, 30, and 35 to evaluate theirgenetic sability. Results A Together 27
nm oralized kym phoblastoid cell Ines w ith stable chiom osom e w ere obtaned successfully from the kelold pedigree. No

chrom osom al abnom alitdes were found in the cultured cells until passages 30 and 35, in which varation In chrom osom e
num berand stucture are detected.  Conclusion The cell lines of the keloid pedigree established in this studsy can be usefiil in
future studies, and genetic analysis is conducted preferably w ith cells of early passages.
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Fig.1 Normal chromosome karyotype of a lymphoblastoid cell
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Fig.2 Hypodiploid karyotype of a lymphoblastoid cell
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Fig.3 Hyperdiploid karyotype of a lymphoblastoid cell
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