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p-Catenin alterations in testicular Leydig cell tumour: a immunohistochemical and molecular
analysis.
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Fig ours with B-catenin expression. A: This tumour was sequenced as
part of a prior study and harboured CTNNBI p.G34R at a variant allele frequency of 28%. B:
Immunohistochemistry demonstrated nuclear B-catenin expression in >25%—-50% of the cells. C: This tumour was
sequenced de novo and harboured CTNNBI p.H36_S37del at a variant allele frequency of 33%. D:
Immunohistochemistry demonstrated nuclear B-catenin expression in 10%—25% of the cells.
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Fig. 2. Malignant (metastasizing) Leydig cell tumour with B-catenin expression. A,B: This was the only

metastasizing with nuclear f-catenin expression (<10% of the tumour cell nuclei).
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Table 1. Clinicopathologic features of Leydig cell tumours
with and without beta-catenin expression

Clinicopathologic B-Catenin  B-Catenin P for
features - + difference
Age
>40 6 5 0.2
<40 11 7
NA 0 3
Classification
Nonmetastasizing 13 14 0.3
Metastasizing 4 1
Size*
>5 cm 1 1 0.7
<5 12 11
NA 0 2
Mitoses*
<3 12 13 1
>3 1 1
Atypia*
Absent 9 1" 0.7
Present 4 3
Invasive growth*
Absent 1" 1 1
Present 2 2
NA 0 1
LVI*
Absent 12 14 0.5
Present 1 0
Necrosis*
Absent 12 14 0.5
Present 1 0

*Features assessed only in nonmetastasizing cases.
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