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The head neck cancer team should be alert for predictors of CBS 
such as pseudoaneurysm formation and vessel wall damage.[11]

Conclusion
With an increasing population of treated head and neck cancer 
cases, the oncologist must be alert to any recent history of oral 
bleeding or hemorrhage from an exposed neck wound. Once 
CBS is suspected by the emergency physicians, interventional 
radiologist must be contacted immediately for expeditious 
diagnosis and intervention. Parent vascular occlusion is the 
preferred method of management and covered stents is an 
option in patients who are not candidates for parent vascular 
occlusion. Early recognition of the predictors of CBS by a 
multidisciplinary team is crucial.
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Figure 1: Case 1: Diffusion‑weighted magnetic resonance imaging showing 
diffusion restriction in bilateral subcortical white matter

Folfox encephalopathy: A rare case series
DOI: 10.4103/2278-330X.208850
Dear Editor,
Encephalopathy is a rare and usually reversible toxicity 
following FOLFOX  4, a well‑established and well‑tolerated 
chemotherapeutic regimen for gastrointestinal cancers. We 
report two cases of encephalopathy occurring after FOLFOX4 
chemotherapy presented with confused mental status and 
recovered completely.
Case Report 1
A 37‑year‑old woman diagnosed with carcinoma colon. 
with Krukenbergs tumor was started on FOLFOX  4 
regimen. During infusion of 5‑flourouracil  (FU), the 
patient developed severe headache, intractable vomiting. 
Subsequently, she became drowsy, developed altered 
sensorium, and aphasia. She also developed bilateral ptosis, 
hypertension. Magnetic resonance imaging  (MRI) was 
done which was suggestive of acute toxic encephalopathy 
[Figure 1]. Toxic and metabolic screen was negative. An 
electroencephalogram showed a diffuse slowing of waves. 
Two‑dimensional  (2D) echo showed ejection fraction 
of 40%, compared to baseline of 58% before starting 
chemotherapy. The patient was started on intravenous 
methyl prednisolone, lactulose enema, hydration, and 
oxygen support. After 7  days, her ptosis and sensorium 

gradually improved but improvement in speech from 
incomprehensible sounds through monosyllable speech to 
normal speech took about 14  days. MRI and 2D echo at 
the time of discharge were normal.
Case Report 2
A 55‑year‑old patient of carcinoma esophagus, on disease 
progression was started on FOLFOX‑based chemotherapy. 
She tolerated the first three cycles of chemotherapy fairly 
well. However, on 5th  day of cycle four, she presented to 
emergency room with the complaints of altered sensorium 
and hypertension. Investigations revealed increased creatinine, 
decreased left ventricular ejection fraction  (27%). An MRI 
brain was suggestive of acute toxic encephalopathy [Figure 2]. 
She was treated with antihypertensives and other supportive 
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play a pivotal role in the management of FOLFOX‑induced 
encephalopathy as it is a reversible condition with good 
supportive care.
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care. Gradually, her kidney function tests normalized, and her 
sensorium normalized within 72  hours.
Discussion
Encephalopathy can occur as an adverse effect of FOLFOX 
regimen in 5.7%.[1] This can be of three different types. 
They are posterior reversible encephalopathy, Wernicke’s 
encephalopathy, and hyperammonemic encephalopathy.[2,3] It is 
the diagnosis of exclusion.
When 5‑FU‑induced encephalopathy is suspected, the immediate 
step is to stop 5‑FU infusion. Laboratory tests include but not 
limited to serum electrolytes, serum ammonia levels, kidney, and 
liver function tests. MRI is the imaging modality of choice.[4]

In most cases, patients recovered completely after supportive 
treatment. Our patient was treated with intravenous methyl 
prednisolone, hydration, branched chain amino acid infusions, 
and lactulose enema.
Conclusion
Removal of the cytotoxic drug is usually recommended 
once encephalopathy occurs. Early diagnosis and treatment 
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Figure  2: Case 2: Bilateral symmetrical cerebral white matter diffusion 
restriction

Long‑term survival following repeat liver 
resections in metastatic ovarian granulosa cell 
tumor: Case report with review of the literature
DOI: 10.4103/2278-330X.208852
Dear Editor,
The natural history of Granulosa cell tumor  (GCT) is 
characterized by long disease free interval with multiple 
episodes of recurrences. Hepatic metastasis occurs in 4% of 
cases and the treatment in this scenario is usually palliative. 
We report a case of a stage IIIb GCT undergoing HR twice 
with good outcome and hope this encourages gynecologic 
oncologists to consider HR in selected cases.
A 35‑year‑old lady underwent total abdominal hysterectomy 
with bilateral salpingoovariotomy and omentectomy for 
menorrhagia on 11/11/1997 for a stage IIIb  (omental metastasis) 
grade 3 GCT. She refused adjuvant chemotherapy and was lost 
to follow‑up.
She was evaluated for abdominal discomfort and detected to 
have ascites with pelvic and hepatic recurrence in 04/02/2003 
and was managed with four cycles of bleomycin, etoposide 
and cisplatin, followed by debulking of pelvic disease with 
removal of remnant omentum and pelvic node sampling. She 

had residual disease in omentum and received a postoperative 
abdominopelvic radiation.
She was referred to our institute for pain in the right 
hypochondrium with nausea, loss of weight and appetite 
and computed tomography  (CT) abdomen showing a large 
hypodense lesion in segment VII of the liver. Tumor markers alfa 
fetoprotein, carcinoembryonic antigen and CA 125 were normal. 
Biopsy was consistent with metastatic GCT. In view of good 
performance status, long disease free interval and solitary nature 
of the lesion a decision for surgical resection of the lesion was 
taken. Intraoperatively, there was a mass of 5 cm × 5 cm arising 
from the diaphragm and partially infiltrating segment VII of the 
liver while the rest of the abdomen was free of disease. She 
underwent excision of diaphragmatic deposit with nonanatomical 
liver resection on 27/04/2007. During her postoperative stay, 
she developed right‑sided pneumothorax which was managed 
conservatively. No adjuvant treatment was offered, this being a 
solitary lesion which was completely excised.
She developed a second hepatic recurrence in 21/01/2010 with 
CT abdomen showing a 27  mm  ×  22  mm lesion in segment 
VIII of liver. In view of the previous hepatic resection, it was 
decided in the multidisciplinary tumor board to offer a right 
hepatectomy. Again, no adjuvant treatment was given.
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