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Primary adenocarcinoma of the seminal vesicle is an extremely rare tumor, and its prognosis
has been known to be poor. Herein, we report an adenocarcinoma of the seminal vesicle.
The patient was a 50-year-old man who complained of a two-month history of terminal hema-
turia and lower abdominal discomfort. A pelvic magnetic resonance imaging study. Indicated a
seminal vesicle cyst with focal intraluminal growth. Right seminal vesiculectomy was per-
formed. Grossly, the seminal vesicle revealed a markedly cystic change with focal, friable,
intraluminal papillary growth. The intraluminal mass showed a noninvasive adenocarcinoma
with a tubular and tubulopapillary pattern, accompanied by necrosis. Immunohistochemically,
the tumor was positive for cytokeratin and carcinoembryonic antigen and negative for
prostate specific antigen and prostatic acid phosphatase. 
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INTRODUCTION

Primary adenocarcinoma of the seminal vesicle is an extremely
rare tumor. There are only 49 histologically confirmed cases
reported in English literature so far.1-3 Accurate diagnosis of
this tumor is important for clinical management, because even
in the presence of an advanced disease, prompt diagnosis and
treatment have been associated with improved long-term sur-
vival.2,3 Specific immunohistochemical markers may be helpful
for the differential diagnosis of this tumor from metastatic tumors
of the seminal vesicle from adjacent organs.

CASE REPORT

A 50-year-old man presented himself with a two-month his-
tory of terminal hematuria and lower abdominal discomfort. A

pelvic magnetic resonance imaging (MRI) showed a 5.0×4.5
×3.2 cm sized well-defined, thin-walled, ovoid, cystic mass
behind the bladder on the right side. The seminal vesicle was
cystically dilated due to obstruction of the main duct by the
tumor (Fig. 1). The tumor arose from the dilated seminal vesicle
and did not penetrate the bladder or the rectal wall. There was
no evidence of pelvic or abdominal lymphadenopathy. A chest
X-ray and a bone scan showed no evidence of metastasis. The
serum prostate specific antigen (PSA) level was within the nor-
mal limit of 1.87 ng/mL (reference range, 0-4 ng/mL), and the
serum carcinoembryonic antigen (CEA) level was 0.3 ng/mL
(reference range, 0-5 ng/mL). A right seminal vesiculectomy
was performed. Grossly, the tumor had an intraluminal papillary
growth pattern and was easily detached from the thick fibrous
cyst. Microscopically, the tumor was a noninvasive, well-differ-
entiated adenocarcinoma within the seminal vesicle (in situ car-
cinoma) (Fig. 2A); it was composed of tubulopapillary (Fig. 2B),
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intricately branching, anastomosing glandular structures (Fig.
2C) or solid areas (Fig. 2D), accompanied by necrosis (Fig. 2E).
Foci of calcification were present. The tumor cells were colum-

nar, hobnailed, or polygonal with nuclear atypia and mitoses
(Fig. 2F). The number of mitotic figures per 10 HPF was up to
9-10. In the nontumorous portion, the dilated wall of the sem-
inal vesicle showed a thick muscle layer and flattening or blunting
of mucosal folds. Spermatozoa were present in some areas. The
seminal vesicle epithelium was composed of columnar cells with
lipofuscin pigment in the cytoplasm. Immunohistochemical
stains showed the tumor cells were negative for PSA (Fig. 2G)
and PAP, but positive for cytokeratin and CEA (Fig. 2H). The
patient showed a normal serum CA-125 level of 3.5 U/mL (ref-
erence range, 1.7-32 U/mL), postoperatively. The patient under-
went a 5.5-week course of postoperative radiotherapy (5040 cGy)
to the pelvis and showed no evidence of the disease during the
14 months after the operation.

DISCUSSION

Primary adenocarcinoma of the seminal vesicle is an extremely
rare neoplasm. The diagnosis has been the subject of much dis-
cussion over the past 30 years.1 To make a diagnosis of primiary
seminal vesicle carcinoma, Bostwick and Eble4 proposed the
following criteria: 1) tumor located primarily in the seminal

Fig. 1. T2-weighted MRI shows a cystically dilated seminal vesi-
cle with an intraluminal  protruding mass (arrow).

Fig. 2. (A) The carcinoma of the seminal vesicle shows a papillary glandular configuration with no stromal invasion. (B-E) The tumor dis-
plays variable histopathologic features, consisting of tubulopapillary (B), intricately branching or anastomosing glandular structures (C)
and solid areas (D) with accompanying necrosis (E). (F) The tumor cells are columnar, hobnailed, or polygonal with nuclear atypia and
mitoses. (G) Tumor cells are negative for PSA by immunohistochemical staining. (H) Tumor cells and intraluminal debris are immunoposi-
tive for CEA.
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vesicle; 2) no evidence of carcinoma in the prostate, bladder, or
colon; 3) architectural features of adenocarcinoma, usually with
papillary or sheet-like growth and mucinous differentiation; 4)
in situ adenocarcinoma in the adjacent seminal vesicle epitheli-
um; 5) cytoplasmic immunoreactivity for CEA; and 6) absence
of staining for PSA and PAP. We believe the diagnosis should
be made only when all the above criteria are fulfilled. 

Benson et al.5 identified 12 additional cases appearing in lit-
erature between 1956 and 1984. Their review incorporated the
additional criterion of mucin production, especially when pro-
static involvement was present. Review of the literature pub-
lished since 1984 identified 14 additional cases in the English
literature (Table 1).1-3,5-9 The tumor occurs most often in patients
over 50 years of age with a mean age of 63 years (range, 19 to 90
years). Symptoms are similar to those of carcinoma of the prostate,
including urinary obstruction, hematuria and hematospermia.

Grossly, primary adenocarcinoma replaces the seminal vesi-
cle, may invade locally and extend to the prostate as well as to
the opposite seminal vesicle. Microscopically, most of the tumors
are papillary adenocarcinoma, but a mixture of well-differentiat-

ed and undifferentiated carcinoma may also be present. The
tumor cells may be columnar, hobnailed, or polygonal with clear
cytoplasm and rarely intracytoplasmic lipofuscin can be seen.4

Recently, positive staining for CA-125 was reported in a case
of seminal vesicle carcinoma, a finding that was believed to be
specific for this tumor.2,3,8 The CA-125-positive, PSA/PAP-nega-
tive papillary seminal vesicle carcinoma is unique and can be
used to distinguish it from other tumors  such as prostatic car-
cinoma, bladder transitional cell carcinoma and adenocarcinoma,
rectal carcinoma, and adenocarcinoma arising in the Mullerian
duct cyst, all of which were negative for CA-125.3 There has
been, however, no large study that systematically evaluated CA-
125 in tumors for the differential diagnosis. Ohmori et al.8 des-
cribed a primary adenocarcinoma of the seminal vesicles that
expressed CA-125 immunoreactivity and showed serologic evi-
dence of this marker, which fluctuated with the growth and
recurrence of the cancer. Unfortunately, we didn’t perform the
CA-125 stain, and the patient showed a normal serological CA-
125 level, postoperatively. The value of cytokeratin (CK 7 and
20) markers in seminal vesicle carcinoma was also examined by

Pt. Age
(yrs.)

Symptoms
Tumor 

Differentiation
Tumor Size

Extent of 
Disease

Outcome
Follow-up 
duration

Treatment

56 Pelvic pain Poor ND ND Cystoprostatectomy ND ND
21 Clot retention, Moderate ND ND Radiation, chemotherapy Died 3 yrs.

hemospermia
87 Retention, hematuria Poor ND Bladder invasion Cystoprostatectomy NED 6 mos.
43 Hematuria, frequency Well 6×4×3 cm Bladder invasion Local excision, partial ND ND

cystectomy, radiation
87 Hematuria Poor 3 cm Bladder invasion Cystoprostatectomy Died 6 mos.

other cause
19 Dysuria, perineal pain Well 2×1.2×1.2 cm Organ confined Vesiculectomy NED 50 mos.
67 Painful defecation Moderate ND Organ confined Cystoprostatectomy, Died 2.5 mos.

rectal resection other cause
79 Hematuria Well ND ND Vesiculectomy, NED 39 mos.

antiandrogenics
26 Frequency, urgency Moderate 7×7×6 cm ND Vesiculectomy NED 12 mos.
56 Hemospermia, hematuria Moderate 7×13 cm ND Local excision, Died 25 mos.

secondary exenteration, 
chemotherapy

70 Hematuria Moderate ND Prostatic invasion, Cystoprostatectomy, NED 30 mos.
node metastasis orchiectomy

58 Perineal pain Poor 4.5 cm Organ confined Radiotherapy, Lung 1yr.
cystoprostatectomy, metast asis

rectal resection
65 Hematuria, obstruction Poor 2×2×3 cm Prostatic invasion Prostaticovesiculectomy NED 20 mos.
30 Dysuria, hematuria Poor 8×9 cm Organ confined Local excision, NED 15 mos.

Present case vesiculectomy
50 Hematuria Poor 5×4.5×3.2 cm Organ confined Local excision, NED 14 mos.

vesiculectomy

ND: Not described. NED: No evidence of disease.

Table 1. Reported cases of primary seminal vesicle carcinoma since 1984
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Ormsby et al.3 CK 7 is positive in the majority of transitional
cell carcinomas of the bladder and characterizes ductal differen-
tiation in breast, ovarian and prostatic adenocarcinomas but is
absent in colorectal carcinomas.3,7 CK 20 is associated with in-
testinal differentiation and is positive in colorectal, pancreatic,
prostatic and bladder transitional cell carcinomas.3,7 In the study
by Ormsby et al.,3 3 of 4 cases of seminal vesicle carcinoma were
CK 7 positive and all were CK 20 negative.3 Other markers have
not yet been proven to be specific. Benson et al.5 reviewed 12
cases of carcinoma of the seminal vesicle and pointed out the
cases showing mucin production. It is known that the normal
seminal vesicle epithelium and cancer cells show positive reac-
tions for CEA, but prostatic cancers do not. In the present case,
CEA was positive. 

Surgical approaches have ranged from local excision to more
aggressive surgery, including retropubic prostaticovesiculectomy,
cysto-prostaticovesiculectomy and pelvic exenteration (Table 1).
Radiotherapy was performed in 2 of the 4 long-term survivors
and, therefore, should be considered in the treatment schema.5

Experiences with chemotherapy are not yet sufficient to judge
its effectiveness.9 Androgen deprivation therapy may also be of
value.9 The favorable implication of hormonal manipulation in
patients’ survival is obvious.5 Our patient received radiotherapy
after seminal vesiculectomy. 

Prognoses are extremely poor, because the tumor is often ex-
tensively infiltrative when diagnosed. Even in the limited cases
where the tumors were diagnosed early enough for curative radi-
cal surgery, most patients died within 3 years.3 The best chance
for long-term survival appears to be reserved for patients who
receive radical surgery to remove the tumor and adjuvant hor-

monal manipulation.5

In summary, carcinoma of the seminal vesicle is an extremely
rare neoplasm, which is rarely detected early. When a carcinoma
is confined to the seminal vesicles and we exclude other prima-
ry tumors by immunohistochemical methods, strict pathologi-
cal criteria should be applied to differentiate metastatic tumors
from the prostate.
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