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SHORT REPORTS

Ascites in breast cancer

Metastatic breast cancer may manifest as serous effusions. Pleural
effusions are a common complication of breast cancer, and recent
studies have shown that they may be alleviated effectively by early
chemical pleurodesis.' Patients treated in this way have a mean
survival time of 16 months from presentation.2 To determine whether
similar relief might be obtained in patients with the less common
complication of ascites, we reviewed patients under the care of this
unit who developed ascites during the decade 1972-81; we established
the incidence of this complication, the clinical features of the patients,
and the duration of survival after presentation with ascites.

Patients, methods, and results

We reviewed the records of 56 patients with histologically confirmed
breast cancer who developed clinical evidence of ascites. In 11 (20%) of them
ascites had been the first manifestation of metastatic disease. The mean
survival time was 5-7 months (range 0-48 months). An arbitary division
was made at three months: 38 (68%) of the patients with ascites died within
this time (short term survivors), 25 (45%) dying within one month. The
short term and longer term survivors were compared to establish clinical
features at presentation that might identify potential longer term survivors
and establish the most appropriate treatment.
There was no difference in age at diagnosis, clinical stage, disease free

interval, and ascites free interval between the two groups. Similar proportions
of both groups had undergone oophorectomy or received cytotoxic chemo-
therapy, or both.
The table shows the pattern of metastatic disease. Eleven (61%) of the

longer term survivors compared with only eight (21%) of the short term
survivors had previously had skin metastasis (X2 = 8, p < 0 005). The
proportions of patients with nodal and bone metastasis and pleural effusion
were similar in the two groups. Hepatomegaly or jaundice was present in
60% of the short term survivors and in only 11% of the longer term survivors
(Z2 = 12-06, p < 0.001). This suggests that palpable liver enlargement or
jaundice indicates a bad prognosis.

Pattern of metastatic disease among 56 patients with ascites. Figures are
numbers (%) of patients

Symptoms and previous Longer term Short term
metastases and treatment survivors (n = 18) survivors (n = 38)

Ascites first symptom 2 (11) 9 (24)
Hepatomegaly or jaundice 2 (11) 23 (60)
Previous disease:
Lymph node 2 (11) 4 (11)
Skin 11 (61) 8 (21)
Bone 6 (33) 22 (58)
Pleura 5 (28) 5 (13)

Previous treatment:
Oophorectomy 5 (28) 7 (18)
Chemotherapy 4 (22) 16 (42)

Of the 25 patients with hepatomegaly or jaundice, 23 (92%) died within
three months. Necropsy was performed in four patients who died early;
in -each the liver was almost completely replaced by tumour deposits. In
contrast, laparotomy in three of the longer term survivors showed peritoneal
seedlings without evidence of liver metastases. The usefulness of hepato-
megaly or jaundice as a prognostic factor is not altered by additional
information on previous skin metastasis.

Various treatments-were used among both short and longer term survivors.
This suggests that it is hepatic metastases rather than any particular
treatment that determines survival.

Comment

These findings may have implications for the management of
patients with -ascites secondary to breast cancer. Of those patients
who have associated hepatomegaly or jaundice, 90% will be dead
within three months, probably as a result of liver failure, and will
gain no benefit from active local treatment of their ascites. In contrast,
the longer term survivors will emerge from those patients in whom
hepatomegaly and jaundice are absent. These patients with supposed
peritoneal metastases may benefit from local treatment provided
that they have adequate hepatic function, as assessed by radio-
isotopic scanning and blood biochemistry tests, and do not have
overt disease elsewhere requiring systemic treatment.
Each of the longer term survivors was treated empirically, and

ascites-was controlled in one third of cases. A similar response rate
would be predicted for patients with advanced breast cancer given
endocrine treatment-or cytotoxic chemotherapy. We do not know
whether specific local treatment such as intracavitary adriamycin3
or peritoneovenous shunts4 gives any greater benefit than systemic
treatment alone. A multicentre controlled trial would be needed to
answer this question.
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