LETTER TO THE EDITOR

Non-Seminomatous Germ Cell
Tumour in situ of Testis with
Extensive Metastases

Sir,

Germ cell neoplasia in situ (GCNIS) is the precursor lesion of most
germ cell tumours (GCTs). The precise pathogenesis of GCNIS is
vaguely understood. About 50% of the patients known to have
GCNIS will develop testicular canceratsome pointduring the next
5 years.' Occult / microscopic / regressed germ cell tumours /
fibrous scars asthe only evidence of a GCT, producing widespread
metastases, are rare. Herein, we present a case of an adolescent
boy with non-seminomatous GCNIS of the left testis with extensive
metastases.

A 16-year male presented with right hypochondrial pain for 3
months. There was a significant loss of weight and appetite. On
examination, anaemia and massive hepatomegaly were
detected. The physical examination of the testes was normal.
Chest examination revealed normal vesicular breathing. Investi-
gations revealed low haemoglobin and normal blood biochem-
istry. CT chest and abdomen revealed multiple enhancing soft
tissue nodules scattered in both lung fields predominantly in
subpleural regions, the largest noted along the posterior basal
segment of the right lower lobe which measured approximately
4.5 x 3.3 cm. Another enhancing lesion was identified along the
medial aspect of the right middle lobe closely abutting the peri-
cardium. This lesion measured approximately 6.8 x 4.4 cm (TS x
AP). There was another large pleural-based peripherally
enhancing lesion identified involving the apical segment of the
rightupperlobe. This lesion measured approximately 5.0 x5.4cm
inTSxAPdimensions.

Alarge peripherally enhancing lesion was noted in segment VIl of
therightlobeofthelivermeasuringapproximately 15.3x9.7cmin
TS x AP dimensions with heterogenous central low attenuation
areas likely representing central areas of necrosis. Anotherlesion
with heterogenous enhancement measuring approximately 10 x
12 mm was identified in segment VII of the liver. There were
multiple retroperitoneal nodal deposits, the larger deposit was
seen in the left para-aortic region at the level of the bifurcation of
the aorta. It measured approximately 61 x 54 mm. It showed
central low attenuation, suggestive of the necrotic component.
Another large nodal deposit in the left para-aortic region
measured approximately 32 x 28 mm was noted, along with
multiple large necrotic pulmonary nodules (Figure 1A-C). MRI
brain was consistent with right temporoparietal mass with vaso-
genic oedema (Figure 1D). Ultrasound of the testes revealed a
well-defined echogenic mass with a cluster of calcification (1.02 x
0.7 cm) at upper pole of the left testis consistent with intra-testic-
ularneoplasticlesion. TumourmarkersshowedbetaHuman Chori-
onic Gonadotropin (B-HCG) of 225,000 IU/ml, Alpha Fetoprotein
(AFP) of 1,421 ng/ml, and Lactate Dehydrogenase (LDH) of 2,799
U/l
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Figure 1: (A) Alarge peripherally enhancing lesion is noted in segment
VIl of the right lobe of the liver. It measures approximately 15.3 x 9.7
cm in TSxAP dimensions and shows peripheral enhancement; (B) A
large confluent necrotic nodal mass is noted in the left para-aortic
region measuring approximately 8.0 x 7.2 cms in APXTS dimensions
showing peripheral enhancement; (C) Multiple enhancing soft tissue
nodules scattered in both lung fields and a large pleural-based
peripherally enhancing lesion is identified involving the apical
segment of the right upper lobe. This lesion measures approximately
5.0x5.4cmin TSxAP dimensions; (D) Amultiloculated abnormal signal
intensity lesionidentified withinthe corticaland subcorticallocation of
therightfrontoparietal region. Thelesion measures approximately 2.1
x2.2x 1.7 cmin CC x AP x TS dimensions with significant perilesional
vasogenicoedema.
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He underwent a left orchiectomy. The histopathology was
consistentwith testicular parenchyma showing areas of fibrosis
with extensive GCNIS, atrophic tubules, dystrophic calcifica-
tion, and Leydig cell hyperplasia. Immunohistochemistry
showed OCT 3-4, PLAP, and CKAE1/AE3 positivity highlighting
extensive GCNIS. Theepididymisandspermaticcord were histo-
logically unremarkable. He was treated with standard BEP
(Bleomycin, Etoposide, and Cisplatin) chemotherapy protocol.

So far, he received three cycles with a decline in the serum
tumour markers. He is planned to complete a total of 4 cycles
followed by whole brainradiationtherapy.

Less than 5% of testicular GCTs may undergo spontaneous
complete or partial regression. Spontaneously regressed GCTs
often first present as metastases, usually with elevated GCT
serum markers. Histologic findings pathognomonic of a
regressed GCTinclude fibrotic scar with atrophic tubules, GCNIS,
coarse, shard-like calcifications within expanded tubular
profiles, Leydig cell clusters exceeding a normal tubular diam-
eterand intratubular microliths / psammomatous-type calcifica-
tions.” In this biopsy, the entire testis was submitted, and no
viable GCT was present on multiple serial and step sections were
examined. However, histologic features including fibrous scar
with extensive GCNIS and coarse dystrophic calcification
favouredcompletelyregressed GCT. Casesof widespread metas-
tases with occult testicular tumours or only fibrous scars in the
testis as the only evidence of a GCT are rarely documented.’
Testicular GCTs, especially choriocarcinoma and seminomas
canregressleavinghomogeneous scars. Such scars can be asso-
ciated with testicular atrophy, shrunken seminiferous tubules
with decreased or absent spermatogenesis, GCNIS or residual
viabletumoursuchasteratoma.*

In conclusion, GCNIS with extensive metastasesis arare aggres-
sive presentation of GCTs and needs to be treated timely with
conventional GCT chemotherapy protocols.

COMPETING INTEREST:
Theauthordeclared nocompetinginterest.

AUTHOR’S CONTRIBUTION:

AHO: Conceived the idea, performed literature search and
drafted the manuscript.

The author approved final version of the manuscript to be
published.

REFERENCES

1. Hanna NH, Einhorn LH. Testicular cancer-discoveries and
updates. N Engl ] Med 2014; 371(21):2005-16. doi: 10.
1056/NEJMral407550.

2. Moch H, Humphrey PA, Ulbright TM, Reuter VE, Eds. In WHO
classification of tumours of the urinary system and male
genital organs. France: IARC; 2016: p.217-8.

3. Kebapci M, Can C, Isiksoy S, Aslan O, Oner U. Burned-out
tumor of the testis presenting as supraclavicular
lymphadenopathy. Eur Radiol 2002; 12(2):371-3. doi: 10.
1007/s003300101038.

4. Balzer BL, Ulbright TM. Spontaneous regression of testicular
germ cell tumours: An analysis of 42 cases. Am J Surg
Pathol 2006; 30(7):858-65. doi: 10.1097/01.pas.0000209
831.24230.56.

Asif Husain Osmani

Department of Oncology, Dr. Ziauddin Hospital and Ziauddin
University, Karachi, Pakistan

Correspondence to: Dr. Asif Husain Osmani, Department of
Oncology, Dr. Ziauddin Hospital and Ziauddin University,
Karachi, Pakistan

E-mail: osmaniasif77@gmail.com

Received: June 30, 2023; Revised: August 01, 2023;

Accepted: August 03, 2023

DOI: https://doi.org/10.29271/jcpsp.2023.12.1471

1472

Journal of the College of Physicians and Surgeons Pakistan 2023, Vol. 33(12): 1471-1472



