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Table 1. Serological homozygosity and molecular heterozygosity for
DR locus in patients with infiltrating ductal carcinoma (IDC)

Patient Serologic DR Molecular DR (RFLP)
1 7,— 1,7
2 7,— 2,7
3 5,— 5,6
4 10, — 1,10
5 5,— 2,5
6 6, — 1,6
7 5,— 4,5
8 S, — 3,5

-
-

RFLP, restriction fragment length polymorphism.

phism with a specific B probe, with standard Southern blotting
hybridisation and detection methods. Surprisingly, using RFLP
typing, we obtained an heterozygous DNA profile in all serologi-
cal homozygote patients tested (Table 1).

In conclusion, our results clearly indicate disequilibrium of
HLA information between serology and molecular typing of
PBL from IDC patients. Thus, it may be hazardous to conclude
that a preferentiai decrease in the frequencies of some HLA
antigens (B7 and DR4), as defined serologically, carry an

increased risk of breast cancer.

According to tissue studies
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however, the possibility remains that certain HLA antigen
expressions influence the development of cancer [6]; the reports
on immune responses controlled by MHC genes provide support
for this interpretation [7-10]. Finally, in our patients, we found
an eievated seroiogical homozygosity of the DR locus that is
contradicted by RFLP analysis. Since serological HLA pheno-

tyne analvces on natient and control orounce wara marformad
ype ana:yses on patenl ang Coniro: groups were periormed

under the same working conditions and were consequently a
reliable comparison, we would suggest that these findings are a
result of perturbation of HLA gene expression with loss or
aberrant translation of some HLA antigen. Further molecular
study may clarify these mechanisms.
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P. Albers, R. Moll and G.E. Voges

IN 60% OF patients with extragonadal germ cell tumours,
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(TIN) [1]. We report a case of a patient with the primary
diagnosis of extragonadal seminoma in whom an initial testicular
biopsy was unremarkable. Fourteen weeks later a solid tumour
in the left testicle was detected which proved to be a “burnt-out”
seminoma.

A 37-year-old male patient was admitted to an outside hospital
with persistent t back p: ym.u Pufy'SiC'&A‘ examination demonstrated a
palpable mass in his left upper quadrant. Ultrasound and
computerised tomography (CT) of the abdomen showed a
retroperitoneal tumour (6 X 3.2 x 2 inches). Fine needle
aspiration was performed and suggested a Hodgkin’s lymphoma.
For definitive diagnosis, a staging laparotomy and partial resec-
tion of the tumour were carried out. Histology revealed a pure
seminoma. 1he patient was referred to the Depariment of
Urology, Mainz University Medical School for further treat-
ment.

Sonographic examination of both testicles was unremarkable.
Lactate dehydrogenase (LDH) was increased to 1344 U/l
(normal value up to 215 U/1), a-fetoprotein (AFP) and $-human
chorion gonadotropin (BHCG) values were normal. CT of
the abdomen showed a residual tumour mass (3.2 X 3.2 X
1.6 inches). The patient was treated with three courses of BEP
(bleomycin, etoposide, cisplatin) chemotherapy. Staging after
chemotherapy demonstrated tumour markers in the normal
range and a volume reduction of the retroperitoneal mass of
75%. Radical retroperitoneal lymph node dissection (RPLND)
at that time showed complete necrosis without histological
evidence of viabie tumour ceiis. In addition, a singie biopsy of
each testicle demonstrated completely atrophic seminiferous

tubnles without anv malienant cells or testicular intraenithelial

tubules without any malignant cells or testicular intraepithelial
neoplasia.

Fourteen weeks after RPLND, a palpable testicular tumour
on the left side was detected. Ultrasound showed a hypoechoic
inhomogeneous intraparenchymal mass occupying 70% of the
testis. Tumour markers were normal. Magnetic resonance tom-
ography (MRT) confirmed the ultrasound findings. In addition,

the scar of the nrevious hionsv in hoth testicles wag clearly
ulT Stlal Ci wil PITVIOWS RIUPS)y il UULL WU5UlIlS was Lilalsy

visible. The left-sided biopsy at the medial edge of the testicle was
opposite the tumour (Figure 1). A left-sided radical orchiectomy
was performed. Histology showed a 1.0—-inch parenchymal lesion
within a 1.6-inch atrophic testicle which was diagnosed as a
“burnt-out” seminoma. A vascuiar iesion as the cause of the
atrophy and scar could clearly be ruled out by histology.
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Figure 1. Magnetic resonance tomography of the left testicle 3
months after radical retroperitoneal lymph node dissection showing
the tumour and the scar of the biopsy (arrow) opposite the tumour.

In this patient, the testicular origin of a supposed extragonadal
germ cell tumour was diagnosed several weeks after the initial
presentation. The testicular tumour was even missed by single
testicular biopsy at the time of RPLND. Testicular seminoma
was present all along, most probably as TIN.

There is a gradual transition from TIN to a malignant invasive
tumour, and both entities are not detectable clinically or by
ultrasound. During chemotherapy, these tumour cells may
persist in the testicles [2]. TIN can only be diagnosed by open
biopsy {3]. In extragonadal germ cell tumours, a bilateral
testicular biopsy is necessary. Weiflbach [1] recommends per-
forming the biopsy on the upper medial side of the testis.
According to Skakkebaek [4] and Maase [5], TIN is diffusely
distributed within the testicle, therefore, a single biopsy should
be sufficient.

This case report demonstrates the limits of reliability of a
single testicular biopsy for the detection of TIN. MRT showed
clearly that the biopsy scar was only superficial and opposite the
tumour.

We agree with Walz [6] that multiple biopsies increase the
chances of diagnosing tumour or TIN, although a more thorough
exploration of the testicle bears the great risk of complete loss of
functioning testicular parenchyma. Most probably, TIN in the
testicle is not diffuse but multifocal [7]. Therefore, a single
testicular biopsy can give false negative results. Additionally,
Hoeltl and colleagues [8] and Giwercman and colleagues [9] have
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shown that in patients with a testicular tumour, biopsy of the
contralateral testicle does not exclude the development of an
asynchronous contralateral tumour.

We conclude that, despite negative biopsies in patients with a
contralateral testicular germ cell cancer and extragonadal germ
cell tumours, a regular and careful examination of the testicles is
mandatory.
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Vitiligo-like Lesions Following
Immunotherapy With IFN« and IL-2
in Melanoma Patients

C. Scheibenbogen, W. Hunstein and
U. Keilholz

SEVERAL FINDINGS support the concept of vitiligo as an autoim-
mune disease where destruction of melanocytes occurs. Most
patients with active vitiligo have cytolytic anti-melanocyte anti-
bodies [1-3]. The accumulation of activated T cells at the
margins of the lesions has been demonstrated [4]. Vitiligo is
associated with other autoimmune diseases such as primary
hypothyroidism or type 1 diabetes mellitus {5, 6]. Thus, humo-
ral and cellular immune mechanisms as well as a genetic predis-
position may play a role in the disease’s pathogenesis.
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