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Studies on loss of heterzygosity in retinoblastoma
FU Wei-ling, WANG Jiang-hua, ZHANG Xiao-li, ZHOU laixin, LEI Manpin HUA chuan (Depatment of Clinical Laboratories, Southwest Hospital,
Third Military Medical Universitys Chongqing 400038, China)

Abstract: Objective To identify the specific loci containing suspected genes which might play roles in the onset or progress of retinoblastoma
(RB) by investigating the incidence of loss of heterozygosity (LOH) on chromosome 13 and the parental ongin of deletion with linkage analysis and
to explore the diagnostic and prognostic significance of LOH at specific loci. Methods Paired blood and RB tumor samples from 16 patients were
analyzed with fluorescent PCR for LOH at 14 micwsatellite marker loci on chromosome 13. Linkage analyses were aso performed to identify the pa-
rental origin of deletion. Results Of the 16 patients 12 had LOH at one or more loci. Three matkers D13S265, D13S263 and D13S153 (within
Rb1), showed the highest incidence of TOH, 1i.e. 8/12 8/12 and 9 /12 respectively. Ten of 12 LOH cases showed the preferential loss of patemal
alleles. The ages when diagnosis was made in LOH and nonrTOH cases were 504 and 1 086 d respectively. Conclusions Toci D13S263 (13ql4.
1-14.2) and D13S265 (13q31-32) might contain some unidentified genes related to the tumorigenesis of RB. Most cases in our study showed the
preferential loss of paternal alleles. In addition the age when diagnosis was made was significantly lower in patients with LOH than in those without
LOH, and LOH at D13S263, and D135265 might be used as one of diagnostic indicators at an eady age. More data are needed to confirm our findings.
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Fig1 LOH electropherogram of tumor and blood samples from 2 RB patients
A: The genotype of locus D135285 from the blood DNA of patient No. 15. Two different alleles exist at this locus, one is 99 bp and the other 107 bp;
B: The genotype of locus D13S285 fran the tumor DNA of patient No. 15. Only one allele (99 bp) indicates the loss of the allele of 107 bp; C: The
genotype of bcus DI13S218 from the blood DNA of patient No. 8. Two different alleles exist at this locus, one is 148 bp and the other 152 bp; D: The
gerotype of beus D13S218 from the tumor DNA of patient No. 8. Only one allele (148 bp) indicates the loss of the allele of 152 bp
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Tab 2 LOH results of microsatellite markers in chromosome 13
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Fig2 LOH electropherogram of one family
A: Locus D13S153 of the patient’ s mother; The mother has 2 hetero alleles at bcus D13S153, 96 bp and 111 bp respectively. B:Locus D13S153
of the patient s father; The father also has 2 hetero alleles at this bci, 99 bp and 107 bp. C:Locus D13S153 of the patient; The patient has only
1 homo allele (96 bp), indicating the loss of D13S153 inherited from the father
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Comparative research of apoptosis rules of two glia cells after Ca’' reperfusiont
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