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DNA Analysis in Paraffin Embedded Tissues of Retinoblastoma

Youichiro KATO, Yoshiie OKADA*, Akira KAWAOI** and Makio KOBAYASHI

Department of Pathology (Director: Prof. Makio KOBAYASHI)
Tokyo Women’s Medical College
Department of *Biochemistry and **Pathology, Yamanashi Medical College

In morphologically, retinoblastoma (RB) is classified into two types, one is differentiated type that
the tumor cells forming rosette, the other is undifferentiated type that the tumor cells was not. The
cause of difference in morphological feature of this tumor is still unknown. In order to elucidate the
relationship between morphological feature and alteration of the gene, we extracted the DNA from
paraffin embedded tissue diagnosed as RB (2 cases of undifferentiated type, 2 cases of differentiated
type). And carried out polymerase chain reaction (PCR) using the primer of exon 4 and exon 20 in
retinoblastoma susceptibility gene (Rb gene). One case had a deletion of exon 20 in Rb gene, but we
could not confirm the relationship between histological types and alteration of the gene.
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%1 Summary of cases
Histopathological Family | Operation
Case | Age Sex Locus of.tumor diagnosis history date
1 2Y | Female | Unilateral(Rt) Retinoblastoma, No 1984
.t undifferentiated type
2 2Y | Female | Unilateral(Rt) Retinoblastoma, No 1987
undifferentiated type
3 1Y | Male Unilateral (Lt) Retinoblastoma, No 1988
differentiated type
4 2M | Female | Bilateral Retinoblastoma, No 1989
differentiated type
% 2 Primer position, sequences and amplified bp
No. Primer position Sequences Amplified DNA bp
A 1 Prealbumin gene exon 3 5-TAATCCAGACTTTCACACCT-Y 231 b
2 Prealbumin gene exon 3 ¥-CGTAAGGTCCTTTACGTGTC-Y P
B 3 Rb gene exon 4 5-TCTTTCCTTTGTAGTGTCCA-3 136 b
4 Rb gene exon 4 3-AAGTCGTTTAACCTTTCCTA-5 P
C 5 Rb gene exon 20 5-ATTCCCACAGTGTATCGGCT-% 160 b
6 Rb gene exon 20 ¥-TCCGTAAACCTGGTTCATTC-5 P
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%3 Correlation between histopathological type
and genetic alteration in examind cases

. Histopathological
Case diagnosis A B c
Retinoblastoma,
1 undifferentiated type * + +
Retinoblastoma, _
2 undifferentiated type * +
Retinoblastoma,
3 differentiated type * + *
Retinoblastoma,
4 differentiated type + + +

A * human prealbumin gene exon 3, B: human Rb gene
exon 4,

C ! human Rb gene exon 20,

+ © amplified DNA, — : not amplified DNA.
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