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tumours in this environment. In contrast, the clinicopathological
spectrum of the more common B-cell neoplasms has been well-
documented. In an immunophenotyping study of 100 consecu-
tive cases of NHLs seen in the Pathology Department of the
University College Hospital, Ibadan within a 3 year period, 12
T-cell neoplasms stained positively with the T-cell markers,
anti-CD3 and UCHLI, but were negative with the B-cell markers
(1.26, 4KBS). Table 1 shows the characteristics of the cases.
The patients’ ages ranged from 10 to 68 years with a mean age of
42 years, and a male to female ratio of 5:1. Of the 12 cases, 10
were post-thymic T-cell neoplasms, and 9 of these were node-
based. Only one case each of T-lymphoblastic lymphoma with
mediastinal tumour and Mycosis fungoides were identified. The
two cutaneous T-cell tumours included the cases of Mycosis
fungoides with multiple skin nodules, and subcutaneous breast
nodule with angio-invasive T-cell proliferation. In Western
countries, approximately 2% of chronic lymphocytic leukaemias
are of T-cell origin [7] and T-cell small lymphocytic lymphoma
is considered to be rarer still. However, 3 cases of T-cell
lymphocytic lymphomas were identified in this series. The other
morphological types of T-cell malignancies seen are listed in
Table 1.

Although the number of cases seen are few, some conclusions
can still be inferred. T-cell malignancies occur in Ibadan, Nigeria
and post-thymic neoplasms zppear to be more common than
thymic neoplasms, the majority of which are node-based. It
would seem that cutaneous T-cell lymphomas are not as preva-
lent as reported in the Western literature, nor are the post-
thymic T-cell malignancies in Ibadan, Nigeria as common as in
the HTLV-1 endemic areas of South East Asia.
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Splenic Metastases in Patients with
Portal Hypertension

P. Pedrazzoli, A. Catona, L. Pavesi,
M. Gossemberg and G. Robustelli della Cuna

Involvement of the spleen in the course of solid tumours usually
occurs in patients with widespread disease and multiple organ
involvement [1]. We describe 2 cases in which splenic metastases
were the first evidence of distant disease. Both patients had liver
cirrhosis, and a possible haemodynamic mechanism favouring
spleen colonisation is discussed.

In a 64-year-old woman (patient 1) with a 7 year history of
chronic active hepatitis progressing to cirrhosis, a large irregular
pelvic mass (10 cm) and a focal lesion of the spleen were
diagnosed by computed tomography (CT) scan. Serum CA125
antigen was greatly increased, and fine needle biopsies under
ultrasound guidance disclosed the diagnosis of ovarian adenocar-
cinoma with splenic metastasis. Six cycles of chemotherapy
(PEC (cisplatin, epirubicin and cyclophosphamide) regimen)
were administered. Due to a very good partial response to
chemotherapy, the patient underwent cytoreductive surgery
(hysterectomy plus bilateral salpingo-oophorectomy, omentec-
tomy, splenectomy, sigmoid colon resection) which confirmed
the presence of left ovarian carcinoma infiltrating the sigmoid
colon and a solitary splenic metastasis. No further chemotherapy
was given, and the patient was well until 7 months later when
pelvic wall recurrence was diagnosed.

A 65-year-old man (patient 2) underwent surgical resection
for adenocarcinoma of the descending colon. The patient was
HCV (hepatitis C virus) positive and a liver biopsy performed
during intervention disclosed cirrhosis. Adjuvant chemotherapy
was given (5-fluorouracil plus leucovorin for eight cycles). The
patient was well until 18 months after surgery when a large
spleen lesion (7 cm) was documented by ultrasonography. The
patient was referred for surgery. Splenectomy was performed
confirming the presence of a secondary lesion from adenocarcin-
oma of the gastrointestinal (GI) tract with no other abdominal
organ involvement. No further treatment was given and the
patient is alive and well with no signs of recurrence at 20 months
from surgery.

Metastasis to the spleen from various neoplasms is very
rare. In autopsy studies [2], splenic involvement is found in
approximately 7% of patients, breast cancer, lung cancer and
melanoma being the most common sources. Splenic metastases
are usually part of widespread abdominal disease with lymph
node involvement, and it has been suggested that they arise from
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cells that have been conveyed to that organ by the arteries [3].
Several theories have been postulated to account for the low
incidence of metastases to the spleen compared to other
parenchymatous organs [4], including a possible role of spleen
contractions in forcing the blood from the sinusoids into the
splenic vein which keeps tumour cells in constant motion.

The 2 patients we describe here had spleen metastases from
ovarian and colonic cancer in the absence of other distant organ
involvement. These unusual presentations of advanced disease
raise the question of whether an underlying condition may
represent a risk factor for spleen colonisation in subjects with
solid tumours. Both patients had liver cirrhosis causing portal
hypertension. When the portal venous pressure rises, blood
stasis, retrograde blood flow and diversion of portal blood into
systemic veins, in an attempt to decompress the portal system,
can occur. We suggest, that in such conditions, a neoplastic
embolus may reach the spleen via the mesenteric veins and by
retrograde blood flow in the splenic vein. Moreover, implan-
tation of neoplastic cells may be facilitated by blood stasis which
increases the time of contact with the splenic tissue. The 2 cases
described here seem to support this hypothesis. Patient 1 had
primary ovarian cancer involving the sigmoid colon and patient 2
had a primary tumour of the descending colon; the venous
system of the left region of the colon drains into the portal
circulation via the inferior mesenteric vein which enters the
splenic vein.

Whether neoplastic cells from tumours draining into the
portal system can more easily seed the spleen in patients with
portal hypertension needs to be confirmed. However, based on
our experience, we suggest a more careful evaluation of the
spleen at intervention and during follow-up in these subjects.
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Problems with the Evaluation of
Response After Induction
Chemotherapy in Breast Cancer

C.K. Mannesse, R. van Pel, J. van Spengler,
C. H. van Eijck and T.A.W. Splinter

INDUCTION CHEMOTHERAPY has become part of the standard
treatment of locally advanced breast cancer. Recently, it has
also been used to induce “lumpectability” in tumours larger than
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3 cm [1-3] or as part of induction chemoradiotherapy [4].
Moreover, the response to induction chemo(radio)therapy may
be used as a prognostic factor [5, 6].

Since 1990, we have performed a prospective study of pre-
operative induction chemotherapy in patients with different
stages of breast cancer. After clinical examination, mammogra-
phy, ultrasound and cytological proof of the primary tumour,
the patients were treated with cyclophosphamide 100 mg/m?
orally days 1-14, doxorubicin 30 mg/m? and 5-Fluorouracil
600 mg/m? intravenously (i.v.) on days 1 and 8. Courses were
repeated every 4 weeks. After two and four courses, the response
of the primary tumour was assessed by palpation, mammography
and ultrasound. For stable disease or progression after the
first two courses, the patient underwent surgery. Responders
received another two courses of chemotherapy and then surgery.
Standard criteria of response according to the WHO [7] were
used. The study is ongoing. However, in a recent analysis, three
problems with the evaluation of response were observed in 7 of
the 22 patients (Table 1). In patients 1-3, who had major clinical
responses, a very small lesion of viable invasive ductal carcinoma
(IDC) was seen adjacent to extensive ductal carcinoma in situ
(DCIS) in the resection material. These findings indicate a
discrepancy between clinical and pathological complete
remissions, but more importantly a lack of chemosensitivity of
DCIS. Since the extent of DCIS is not predicted by pre-
chemotherapy cytology nor expected from the distribution of
mammographic microcalcifications [8, 9], extensive DCIS may
still be found in resection material after a major response to
induction chemotherapy of the invasive tumour.

Table 1. Patients’ characteristics

Patient Clinical stage Response Surgery Histopathology
1 T2N2 (2.5 cm) CR L* DCIS IDC
2 TIN2 (2 cm) CR Q* DCIS IDC
3 T4bN2 (6 cm) PR (1.8 cm) M DCIS IDC
4 T2N1 (4 cm) CR L* _ IDC
5 TIN2 (1.5cm) MR (1.1 cm) L* —_ ILC
6 T2NO (4 cm) MR (2.1 cm) L* LCIS ILC
7 T4cN1 (5 cm) PR (1.4 cm) M _ ILC

CR, complete response; PR, partial response; MR, minor response;
L, lumpectomy; Q, quadrantectomy; M, radical mastectomy; DCIS,
ductal carcinoma in situ; LCIS, lobular carcinoma in situ; IDC, invasive
ductal carcinoma; ILC, invasive lobular carcinoma. *After ultrasound
localisation.
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