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Cerebrovascular Accident Associated
with Chemotherapy for Oesophageal
Carcinoma

Daniel Gandia, Marc Spielmann, Jean Kac,
Dominique Elias, Théodore Girinsky,
Thierry Guillot and Philippe Rougier

A 59-YEAR-OLD man with advanced squamous oesophageal carci-
noma (stage IV AJCC) was admitted for chemotherapy. He
smoked cigarettes, consumed alcohol and had no previous
history of cardiovascular disease. Following three cycles of
epirubicin (total cumulative dose 255 mg/m?), there was no
tumour response. He was treated subsequently with 5-fluorour-
acil (5-FU) 1 g/m? as a 24-h intravenous infusion on days 1-5,
cisplatin 100 mg/m? intravenously on day 1 over 3 h, and
bleomycin 12 mg intravenous push on day 1 plus 10 mg/m? as a
24-h infusion on days 1-5. During the 5th day of therapy, he
presented with an acute confusional state, motor aphasia and
visual disturbances. Lumbar puncture was normal. Computed
tomography (CT) of the brain 48 h after the onset of symptoms
showed no abnormality. A second CT and nuclear magnetic
resonance scan 6 days later showed a left occipital posterior
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infarctation. The neurological signs lasted for more than a week,
following which he gradually recovered his normal neurological
status, but had persistent visual problems and difficulty in
reading. Cisplatin-based chemotherapy was interrupted and he
was treated with palliative radiotherapy. Three months after the
neurological disturbance, he died of a massive upper gastrointes-
tinal haemorrhage.

Cerebrovascular complications in cancer patients may be due
to vasculitis associated with malignancy, tumour embolisation,
non-bacterial thrombotic endocarditis, consumptive coagulopa-
thy or complications related to the antineoplasic therapy [1--3].
Kukla et al. [4] described 6 patients with squamous cell carci-
noma of the upper aerodigestive tract who developed cerebrovas-
cular episodes associated with cisplatin, bleomycin and vincris-
tine. 5 died as a result of the cerebrovascular accident.

Others [5] have reported acute arterial occlusive complications
(2 cerebrovascular accidents, 1 haemolytic-uraemic syndrome)
after cisplatin and bleomcyin or cisplatin and vindesine for
squamous-cell carcinoma of the lung and head and neck. Our
patient received 5-FU instead of vincristine and cisplatin and
bleomycin were differently scheduled and administered com-
pared with Kukla et al’s report.

Although the time relation between the administration of
chemotherapy and the vascular episode suggests a causal associ-
ation, the precise aetiology of our patient’s cerebrovascular
accident cannot be determined. If the complication was related
to chemotherapy a variety of possible mechanisms may have
been implicated, including perturbation of the clotting system
[6], decreases in plasma protein Cand S [7, 8], platelet activation,
drug-induced vascular endothelial cell damage and alteration of
prostacyclin-thromboxane homoeostasis. The previous three
cycles of chemotherapy may have played a role, perhaps by
inducing a hypercoagulable state.
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