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Cystic lymphangioma of the penis in an adult: A case report
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SUMMARY Lymphangioma is a congenital vascular malformation arising from aberrant lymphatic deve-
lopment, with a reported incidence of approximately 1 in 4 000. The condition predominates in the pedia-
tric population, with the head and neck representing the most frequently affected anatomical regions. By
contrast, scrotal lymphangioma in adults is exceedingly rare and remains highly susceptible to misdiagno-
sis or diagnostic omission in clinical settings. Here, we report a case of cystic lymphangioma of the penis
in a 42-year-old male who presented with a mass at the penile root persisting for over 30 years, with
marked enlargement over the preceding six months. Physical examination revealed a cystic mass
measuring approximately 7 em X4 e¢m x5 e¢m on the left aspect of the penile root, with a positive transil-
lumination sign. Bilateral testes, epididymides, and spermatic cords were unremarkable. Ultrasonography
demonstrated an irregular cystic anechoic lesion at the penoscrotal junction with well-defined margins.
Magnetic resonance imaging ( MRI) revealed a multilocular cystic lesion at the scrotal root measuring
approximately 5.6 ¢cm x3.8 e¢m x 6.3 em. Both imaging modalities were consistent with cystic lymphangio-
ma. The patient underwent complete surgical resection under epidural anesthesia. Intraoperatively, the
mass was confirmed to be multilocular and contained taupe-colored fluid. Histopathological analysis re-
vealed endothelial cell lining of the cyst wall, and immunohistochemical staining was positive for CD31,
establishing the definitive diagnosis of cystic lymphangioma. Genomic profiling identified a somatic
heterozygous missense mutation in the PIK3CA gene at codon E545 (GAG > GCG) , consistent with the
established pathogenic mechanism underlying lymphangioma. Mechanistically, somatic PIK3CA mutations
activate downstream signaling cascades, driving aberrant proliferation of lymphatic endothelial cells and
culminating in cystic lesion formation. Clinically, lymphangioma typically manifests as a painless, slowly
enlarging cystic mass. Definitive diagnosis relies on integrated imaging and histopathological evaluation,
with differential diagnoses encompassing indirect inguinal hernia, hydrocele, and varicocele. Complete
surgical resection remains the first-line therapeutic strategy and is associated with a substantially reduced
recurrence rate. For patients deemed ineligible for surgery, sclerotherapy or molecularly targeted agents,
including sirolimus and alpelisib, represent viable alternatives. The patient achieved an uneventful post-

A Corresponding author’s e-mail, kenhong99@ hotmail. com

0 4% H kit B 18] : 2026-05-19  16:31:38  W4& H AR dk : hitp://kns. enki. net/kems/detail/11. 4691. R. 20260519. 0953. 006. html



WYL, % RN P AR 1 ) - 873 -

operative recovery with no evidence of recurrence at one-month follow-up. Although adult scrotal cystic
lymphangioma is a rare clinical entity, it exhibits characteristic clinical, radiological, and pathological
features that, in conjunction with molecular genetic analysis, enable accurate diagnosis. Early complete
resection confers a favorable prognosis. Heightened clinical awareness and standardized management of
lymphangioma at atypical anatomical sites are warranted.
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A, B, ultrasound revealed an irregular cystic anechoic area at the penoscrotal junction with clear margins; C — F, MRI revealed a multilocular cystic le-
sion at the scrotal root with clear boundaries. MRI, magnetic resonance imaging.
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Figure 1  Ultrasonography and MRI of cystic lymphangioma
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A, cystic spaces lined by endothelial cells in dermis (HE x100) ; B, CD31 immunostaining highlights the endothelial lining of the cysts (IHC x100).

HE, immunostaining; THC, immunohistochemistry.
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Figure 2 Histological features of cystic lymphangioma.
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Dual green and blue peaks at position 115 indicated a heterozygous PIK3CA exon 545 mutation( GAG > GCG) in somatic cells of the patient.
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Figure 3  Genetic sequencing results of cystic lymphangioma
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