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Patient subsequently underwent left orbital exenteration. 
Histopathologic examination of the exenterated specimen 
revealed hemorrhagic fibro‑fatty tissue with melanin‑bearing 
melanoma cells without any extension of the tumor to the 
ocular coats or evidence of scleral perforation  [Figure 3].

An orbital recurrence in case of choroidal melanomas is a 
well‑known entity.[4] Our patient, however, did not have any 
intraocular or scleral involvement on extensive histopathologic 
examination of the exenterated specimen. This raises the 
diagnostic dilemma with two plausible explanations:
1. �Regression of the choroidal melanoma with subsequent 

recurrence
2. Primary orbital melanoma arising de novo.

Shields et  al. have suggested that TTT alone is an effective 
treatment modality for small choroidal melanomas, especially 
those in the posterior fundus.[5] Only few cases of primary 
malignant melanoma of the orbit have been reported in 
literature.[3] The cellular origin of the orbital melanoma is 
not clear. The orbital melanocyte, a neural crest derivate, 
may be found along ciliary nerves, scleral emisserial vessels, 
or optic nerve leptomeninges. In the treatment of primary 
orbital melanomas, exenteration is the treatment of choice of 
most ophthalmologists and it may be the best treatment for 
diffuse lesions, but offers no assurance of a cure and lifelong 
follow‑up is of utmost importance.
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Figure  2: Atypical cells with large pleomorphic nuclei with prominent 
nucleoli and abundant melanin (H and E stain, ×10)

Figure 3: Melanin‑bearing malignant cells with pleomorphic nuclei and high 
mitotic rates (H and E stain, ×40)
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Bendamustine induced tumor lysis 
syndrome with acute renal failure in 
chronic lymphocytic leukemia
Sir,
A 52  year male presented with right axillary and bilateral 
inguinal lymph node enlargement. Liver and spleen were 
palpable 6and 12cm below costal margin respectively. His 
Hemoglobin was 7.2 g/dL and total leukocyte count  (TLC) 
was 91.6  ×  109/L and platelet of 7  ×  109/L. He was 

diagnosed as chronic lymphocytic leukemia  (CLL) Rai stage 
four. In view of active hepatitis B it was decided to give 
first chemotherapy with bendamustine alone.

Patient was administered chemotherapy with 
bendamustine 100 mg/m2 on days one and two with 
baseline urea 25.7 mg/dl  (range 15‑38 mg/dl), 
creatinine 0.7 (range 0.6‑1.3 mg/dl), uric acid 2.8 
(range 2.6‑7.2 mg/dl) along with hydration 3L/m2 and 
allopurinol. Four days after the treatment patient presented 
with pain all over the body. CBC showed a TLC 
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38.4  ×  109/L. Investigations revealed urea 94.2 mg/dl, 
creatinine 2.2 mg/dl, uric acid 11.4 mg/dl (2.6‑7.2), calcium 
7.2 mg/dl (8.2‑10.2 mg/dl), phosphorus 5.9 (2.5‑4.6 mg/dl). 
Liver function tests were normal. Blood and urine cultures 
were sterile. Naranjo ADR probability score (for determining 
whether an adverse reaction is actually due to the drug rather 
than the result of other factors) was nine suggesting definite 
association with bendamsutine.[1] A diagnosis of tumor lysis 
syndrome with non‑oliguric acute renal failure was made. 
He was treated with hyperhydration and single dose of 
rasburicase 1.5 mg. Four hours later uric acid dropped to 
5.3 mg/dl. Next day creatinine came down to 1.1 mg/dl, 
urea to 57.8 mg/dl, and the following day urea dropped to 
27.8, creatinine to 0.8, uric acid to 1.9 and remained low 
during subsequent days. Four weeks later he received 2nd 

cycle of chemotherapy with bendamustine and rituximab. He 
tolerated chemotherapy well this time without any evidence 
of tumor lysis syndrome.

Bendamustine with rituximab rgimen is generally considered 
safe and has been used in the treatment of advanced or 
relapsed CLL with an acceptable side effect profile.[2] Knauf 
et al. reported 1.2% incidence of tumor lysis without 
mention of any renal failure.[3] Another study reported 
only one patient who had preexisting renal dysfunction to 
develop TLS.[4] Hummel et  al. reported a case of recurrent 
chemotherapy‑induced TLS with renal failure in one patient 
with CLL.[5] Our patient had high pre treatment WBC, 
multiple enlarged nodes, hepato‑splemegaly suggesting high 
tumor burden.

The occurrence of tumor lysis in patients with CLL 
warrants a close monitoring for tumor lysis specially those 
presenting with high leukocyte counts.

Metaplastic carcinoma of the 
breast: A case report with review of 
literature
Sir,
A 52  years old female presented with right breast lump for 
eight months. On clinical examination a 4  ×  4  cm firm, 
mobile, non‑tender lump was identified in the inner‑upper 
quadrant of her right breast. The nipple was retracted and 
the overlying skin of the breast showed peau d’orange 
skin change. The underlying muscles and the chest wall 
were free. There was no significant axillary or cervical 
lymphadenopathy  (T4bN0MX). The other breast was 
normal. A  fine needle aspiration biopsy  (FNAB) of the 
right breast mass was highly suggestive of Intracystic 
Papillary Carcinoma of breast. X‑ray of the chest, abdominal 
ultrasonography, whole‑body bone scan revealed no 
evidence of metastasis. Her hematological and biochemical 
parameters were normal. Subsequently she underwent a 
modified radical mastectomy  (MRM). Gross examination 
of specimen revealed a growth 5  ×  5 × 4  cm, Skin and 
deep resection margins were free, Largest of the thirteen 
Lymph nodes  (level I and II) found, measured 2.8 × 1.8  cm 
[Figures 1 and 2]. Microscopic examination revealed invasive 
metaplastic carcinoma with a high grade spindle cell type, 

Lymphovascular invasion or perineural invasion were absent 
and no metastatic deposits were seen in all the thirteen lymph 
nodes i.e.,  pt2N0 [Figures  3-5]. On immunohistochemial 
examination the tumor cells were positive for pancytokeratin, 
epithelial membrane antigen and vimentin and negative for 
ER  (Estrogen receptors) and PR  (progesterone receptors) 
and cerB2 oncoprotein. The patient received, six cycles of 
FEC  (Fluorouracil, Epirubicin, and Cyclophosphamide) 
combination chemotherapy and chest wall radiation therapy 
(TD 50 Gy, 25 fractions). She was in good condition at her 
latest follow up, 8  months post‑operatively. The reported 
incidence of Metaplastic Breast Carcinoma  (MBC) is 0.2% 
of all breast cancers.[1] MBC is generally considered to be 
high grade, with clinical presentations mimicking to those 
of infiltrating duct carcinoma  (IDC), although it may 
rarely present as inflammatory carcinoma.[2] Metaplastic 
carcinoma is a rare tumor of breast consisting of intraductal 
or invasive carcinoma contigious or subtly merged with a 
highly cellular, mitotically active pleomorphic spindle cell 
stroma.[2] In MBC, carcinomas show extensive metaplastic 
change to squamous cells, spindle cells or heterologous 
mesenchymal elements. In the breast, the most popular theory 
regarding the histogenesis of the metaplastic components 
is through transformation of myoepitheleal cells.[3] In most 
tumors, areas of infiltrating duct carcinomas are present 
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