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Anorectal syphilis should be suspected in any young
male with a rectal mass, whether or not a history of an-
orectal sex is obtained, because the lesion histologically
and clinically can mimic lymphoma. The physician
should be aware of this unusual presentation of an old
disease.
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Intracranial Lesion Resembling Giant Lymph

Node Hyperplasia

MARIE-JOSE LACOMBE, M.D., JACQUES POIRIER, M.D., AND JEAN-PIERRE CARON, M.D.

A 30-year-old woman, who, since the age of 20, had epileptic
seizures, was hospitalized in 1972 because of frontal headaches,
nausea, and vomiting. Clinical examination revealed a right cer-
ebellar syndrome; gamma-encephalogram showed a focus of
subtentorial hyperactivity; iodoventriculography showed a de-
formation of the aqueduct. At surgery, a posterior fossa tumor
implanted on the dura mater and tentorium of the right cerebellar
fossa was enucleated. The histologic features were those of giant
lymph node hyperplasia. Postoperative craniospinal radiotherapy
was administered. Ten years later the patient was in good health
and neurogically normal. (Key words: Giant lymph node hy-
perplasia; Angiofollicular lymph node hyperplasia; Lymphoid
hamartomata; Intracranial tumors; Castleman syndrome; Ce-
rebral posterior fossa tumors) Am J Clin Pathol 1983; 80:
721-723

SINCE THE FIRST DESCRIPTION by Castleman,>$
several cases of giant lymph node hyperplasia have been
reported.'*7-'* The most frequent locations are the me-
diastinum, abdomen, neck, and axilla.

The present report concerns a woman who had a lesion
resembling giant lymph node hyperplasia in the posterior
cranial fossa, which was removed and treated postoper-
atively by radiotherapy. Ten years later the patient was
in good health, with no sign of the tumor. As far as we
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know intracranial giant lymph node hyperplasia has not
been reported in the literature.

Report of a Case

Patient 1, aged 30, was hospitalized in January, 1972, for metrorrhagia.
Gynecologic examination and biopsy of the uterus revealed atrophic
endometrium. During her hospitalization she complained of epileptic
fits since 1961 (about one per year) and headaches since December,
1971, with increasing intensity and duration, accompanied by nausea
and vomiting. Neurologic examination revealed slight papilledema and
a right cerebellar syndrome with lateral nystagmus. The cerabrospinal
fluid contained 0.56 g/L protein, with 21% gamma globulins;13.4 leu-
kocytes/mm?, 80% lymphocytes. Isotopic test showed a right subtentorial
hyperactive focus. The iodine ventriculogram demonstrated that the
fourth ventricle was displaced forward, laterally, and to the left. A vertebral
angiogram showed a tumor in the right posterior fossa without injection
of tumoral vessels. At operation (March 21, 1972), a reddish tumor was
attached to the inner surface of the dura mater in the right posterior
fossa, distinct from cerebellar tissue. It was removed entirely. Postop-
erative recovery was uneventful.

As a consequence of the initial erroneous histologic diagnosis of des-
moplastic medulloblastoma (or cerebellar circumscribed arachnoidal
sarcoma), the patient was irradiated. Irradiation consisted of 30 grays
over the whole brain, 50 grays over the posterior fossa, 33 grays over
the cervical spinal cord, 33 grays over the thoracic cord, and 33 grays
over the lumbar cord.
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FIG. 1 (upper, left). Low-power view of the tumor: several germinal centers are seen. Haematoxylin and eosin (X50).

FIG. 2 (upper, right). A lymphoid follicle with its germinal center. Haematoxylin and eosin (X200).

FI1G. 3 (lower, left). High-power view of a lymphoid follicle with (right top corner) its germinal center. Haematoxylin and eosin (X500).

FIG. 4 (lower, right). Reticulin stain showing numerous vessels around a follicle and an artery entering within it. Gordon-Sweet (X200).
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Four months after the operation, clinical examination revealed no
neurologic signs. The last neurologic examination on January 30, 1980,
revealed no abnormalities.

Microscopic Findings

The tumor was lymphoid in appearance with a follicular
architecture (Fig. 1). The follicles, which were distributed
evenly throughout the tumor looked like large germinal
centers, although some of them had a concentric ar-
rangement of the germinal center cells and an epithelioid
appearance (Figs. 2 and 3). Each follicle was penetrated
by a vessel; the wall of which was not hyalinized.

It was not possible, even using reticulin stains, (Fig. 4)
to distinguish true lymph node architecture with cortex
medulla, and sinuses. The interfollicular areas consisted
of mature lymphoid cells associated, in some areas with
numerous mature normal plasma cells and, in other areas,
with capillary proliferation and prominent endothelial
cells. No malignant histologic features were observed.

The final diagnosis was giant lymph node hyperplasia.

Discussion

Clinically the present case resembles those previously
described: 90% of the published cases are asymptomatic
and 10% of the patients have symptoms due mostly, as
in our patient, to direct compression by the tumor.

Microscopically, two distinct histologic patterns of this
tumor type have been described: the hyaline-vascular type
and the plasma cell type. The plasma cell type has prom-
inent follicular hyperplasia and a great number of mature
plasma cells in the interfollicular areas; it is associated
typically with fever and with hyperglobulinemia, anemia,
low serum iron, and elevated sedimentation rate. The
hyaline-vascular type, most frequently observed, is char-
acterized by prominent interfollicular vascular prolifer-
ation and hyalinization; it is usually asymptomatic. Some

in-between cases have been reported,” and our case falls

in this intermediate histologic category, although it is
closer to plasma cell type cases. However, our case did
not include fever, anemia, or laboratory abnormalities,
except a slight increase of the cerebrospinal fluid vy glob-
ulin (21%). Clinical symptoms related to cerebellar
compression and to intracranial hypertension were ob-
served. There have been no recurrence ten years after
surgical excision followed by radiotherapy.

The cause of this lesion is uncertain. Though it has

been considered reactive, no cause for an inflammatory
reaction was discovered. It may be a hyperimmune re-
action. The abnormal vascular pattern and the absence
of normal sinuses are consistent with either a benign
tumor or with a hamartoma. In other reported cases, such
lymphoid masses appeared in regions normally without
lymph nodes, such as muscles or soft tissues. Because
lymph nodes are not normally present in the cranial cav-
ity, the development of a lesion resembling giant lymph
node hyperplasia in the posterior cranial fossa seems to
be important evidence in favor of the hamartoma hy-
pothesis.
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