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“CANCEROUS” CEREBRAL INFARCTION ASSOCIATED WITH OVARIAN
CANCER: A CASE OF TROUSSEAU SYNDROME
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Trousseau syndrome is a malignant neoplastic disease associated with thromboembolic
disorders, including disseminated intravascular coagulation. Abnormalities of blood coagula-
tion have been reported in patients with cancer, especially mucinous adenocarcinomas of the
lung and pancreas and ovarian cancer. We report on a 40-year-old woman with cerebral
infarction and ascites caused by a large ovarian tumor. She complained of left-sided manual
clumsiness and sensory disturbance. Levels of D-dimer in serum were markedly elevated.
Computed tomography demonstrated cerebral infarction in the right parietal lobe. Transster-
nal echocardiography revealed no abnormalities, but the transesophageal approach showed
vegetations of the mitral valve with regurgitation. Trousseau syndrome with cerebral infarc-
tion and ovarian cancer was diagnosed. Shortly thereafter she was treated with low-molecu-
lar-weight heparin for cerebral infarction followed by chemotherapy and surgery for the
ovarian cancer. The clinical course was uneventful, and no neurological deficits appeared.
Transesophageal echocardiography is more sensitive for cardiogenic emboli and vegetations on
the mitral valve than is the transsternal approach. When Trousseau syndrome is suspected in
patients with both cancer and cerebral infarction, early diagnosis, including detection of
vegetations with transesophageal echocardiography, and treatment with low-molecular-weight
heparin are necessary.

(Tokyo Jikeikai Medical Journal 2009 ; 124 : 153-8)
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Fig. 1.

a) CT scan demonstrated wedge-shaped low density area in the right parietal lobe.

Magnetic

resonance imaging (MRI) showed high intensity signal lesions in the right parietal lobe where detected
in the CT scan: b) T2 weighted image, c) fluid attenuated inversion recovery (FLAIR) d) diffusion

weighted image (DWI).
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Fig.2. a) Magnetic resonance angiography (MRA) revealed atherosclerotic change in the right middle
cerebral artery (MCA). Note the fainted image of the right MCA compared to contralateral side.
Cervical echogram showed no plaque or stenosis in the bifurcation of common carotid artery: b)

sagittal, and ¢) axial view.

(a)

(b)

Fig.3. Abdominal CT scan demonstrated a large amount of ascites (a) and huge abnormal mass in the

pelvis (b).
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Fig. 4. Echo cardiogram revealed vegetation in the mirral valve (arrow ; (a)), and mitral valve regurgita-

tion (b)).
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Fig.5. Cascade of coagulation system in patients
with cancer. Finally elevated D-dimer might
causes hypercoagulopathy in cancer resulting
in cerebral embolization.
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