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The biological and clinical value of p53 expression in pelvic
high-grade serous carcinomas

Martin Kobel,' Alexander Reuss,> Andreas du Bois,* Stefan Kommoss,? Friedrich Kommoss,> Dongxia Gao,* Steve
E Kalloger,* David G Huntsman* and C Blake Gilks**

! Department of Pathology and Laboratory Medicine, Calgary Laboratory Services/Alberta Health Services and University of Calgary, Canada
2 Coordinating Centre for Clinical Trials (KKS), University Marburg (AGO-OVAR Statistical Centre), Germany
3 Arbeitsgemeinschaft Gynaekologische Onkologie Studiengruppe (AGO-OVAR), Germany

* Genetic Pathology Evaluation Centre of the Prostate Research Centre, Department of Pathology, Vancouver General Hospital and British
Columbia Cancer Agency, Vancouver, BC, Canada

stage, residual tumour, and stratification by cohort. The association of complete absence of p5-3 expression- with
unfavourable outcome suggests functional differences of TP53 mutations underlying overexpression, compared
to those underlying complete absence of expression.
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International Journal of
Molecular Sciences

Review

Translocation-Related Sarcomas

Kenji Nakano *'* and Shunji Takahashi

Table 1. Chromosomal translocations in soft tissue sarcoma (STS).

Histological Subtype Chromosomal Translocation Fusion Gene

Ewing sarcoma

t(11;22)(q24;q12)
(21;22)(q22;q12)
(7,22)(q22;q12)
t(17;22)(q12;q12)
(2,22)(q33;q12)
t(16;21)(p11;922)

EWSRI1-FLI1
EWSRI-ERG
EWSRI-ETV1
EWSRI-ETV4
EWSRI-FEV
FUS-ERG

Ewing sarcoma-like small blue round cell tumor

t(4;19)(435:q13)
t(X;19)(q13;q13)

CIC-DUX4
CIC-FOX0O4

Desmoplastic small round cell tumor

t(11;22)(p13;q12)

EWSRI-WT1

Alveolar rhabdomyosarcoma

(2;13)(q35;q14)
t(1,13)(p36;q14)

PAX3-FOXO1
PAX7-FOXO1

o 3
Inflammatory myofibroblastic tumor

4 5 6 7 8

Alyeolar rhabdomyosarcoma

Alveolar soft part sarcoma

t(X;17)(p11,q25)

ASPL-TFE3

Synovial sarcoma

H(X;18)(p11;q11)
t(X;18)(p11;q11)
£(X:18)(p11,q11)

5518-S5X1
5518-S5X2
5518-S5X4

Myxoid liposarcoma

t(12;16)(q13;p11)
(12;22)(q13;q12)

FUS-CHOP
EWSR1-CHOP

Clear cell sarcoma

1(12;22)(q13;q12)

EWSR1-ATF1

Infantile fibrosarcom
il o CLTC w——

Synovial sarcoma

14 5 17 18
Clear cell sarcoma

Inflammatory myofibroblastic tumor

t(1,2)(q21;p23)
(2;19)(p23;p13)
t(2,17)(p23;q23)

TMP3-ALK
TMP4-ALK
CLTC-ALK

Infantile fibrosarcoma

t(12;15)(p13;925)

ETV6-NTRK3
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