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Review of literature revealed similar reports of GI hemorrhage 
with imatinib in patients with GIST and CML, postulated to be 
due to local tumor lysis and secondary bleeding.
Imatinib is generally well‑tolerated in its main indications 
including CML, GIST, and Ph+ ALL with minor adverse 
effects like fluid retention, nausea, vomiting, gastritis, diarrhea, 
myalgia, rash, fatigue etc.[1‑3] GI hemorrhage is a known 
complication of imatinib therapy in GIST with an incidence 
of 3‑5%.[1] It possibly occurs as a result of local tumor 
lysis leading to tumor necrosis and thus, rupture of vessels 
invading the tumor. A retrospective review of seven patients 
with metastatic GIST, treated on imatinib was shown to 
have extensive necrosis suggesting tumor lysis.[4] GI bleeding 
complicates 4‑5% cases of CML treated on imatinib, possibly 
due to local irritant effect of imatinib on GI mucosa.[5] Unlike 
GIST and CML, life‑threatening upper GI bleed has not been 
described in Ph+ ALL previously, to the best of our knowledge. 
This may well be due to the fact that in the past, the drug was 
used only in the latter part of induction therapy, when risk of 
tumor lysis was minimal. Its use in early induction therapy 
needs to be undertaken with extreme caution.
Imatinib‑induced toxic hepatitis has been described in 5.5% cases 
of GIST and 3‑6% cases of CML.[1,6] Its manifestation ranges 
from anicteric hepatitis to fatal acute liver failure with a variable 
latency period. Although transient transaminitis and few cases of 
hepatic failure have been reported in Ph+ ALL in children, acute 
fatal progressive hepatotoxicity has not been described.[6,7]

Simultaneous occurrence of massive upper GI hemorrhage 
and hepatic encephalopathy is uncommon during induction 

therapy in ALL. Although generally imatinib has a favorable 
safety profile, one should remain vigilant about its rare but 
catastrophic side effects, particularly during early induction.
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Chronic lymphocytic leukemia with massive 
ascites: An unusual presenting manifestation
DOI: 10.4103/2278‑330X.142999
Dear Editor,
Chronic lymphocytic leukemia (CLL) is a lymphoproliferative 
disorder that usually manifests as lymphocytosis, with 
or without lymphadenopathy, organomegaly, anemia, 
thrombocytopenia due to marrow infiltration, and autoimmune 
phenomena. Ascites is rare in CLL patients at the time of 
diagnosis. Development of ascites in CLL has been described 
at the time of relapse or transformation into prolymphocytic 
leukemia or Richter’s syndrome. Here, we report a case of 
CLL, who presented with massive ascites at presentation.
A 52‑year‑old female presented with a history of fatigue, 
weight loss of 4 months’ duration, and abdominal swelling of 
4 weeks’ duration. On examination she had massive ascites and 
splenomegaly, while there were no clinical signs of chronic 
liver failure. Systemic examination was unremarkable; also, 
there was no peripheral lymphadenopathy. Ultrasonography 
of the abdomen showed gross ascites, splenomegaly (10 cm), 
normal liver size and echotexture, and no lymph node 
enlargement. A computed tomography scan of the abdomen 
showed splenomegaly and ascites. Her lab investigations 
revealed a hemoglobin of 12.5 g/dL, total leukocyte count of 
90 × 109/L, and a platelet count of 180 × 109/L. Peripheral 
blood smear examination showed 90% lymphoid cells, which 

were CD5+, CD23+, CD19+, CD20+, CD45+, FMC7‑, and 
CD3‑ on flow cytometry suggestive of CLL. Renal and 
liver function tests were within normal limits. Mantoux test 
was negative. Abdominal paracentesis yielded fluid showing 
white blood cell count of 840/dL, with 10% polymorphs and 
90% lymphocytes. Morphological and immunophenotypic 
analysis of ascitic fluid was consistent with CLL. Gram stain, 
culture, and stain for acid‑fast bacilli in the ascitic fluid was 
negative. Serological tests for hepatitis B, hepatitis C, and 
human immunodeficiency virus were negative. An upper and 
lower gastrointestinal endoscopy was normal. A diagnosis of 
CLL, Rai Stage II was made and the patient was started on 
3 weekly CVP regimen, consisting of cyclophosphamide 1 g 
intravenous (IV) bolus (D1), vincristine 2 mg IV push (D1), 
and prednisolone 100 mg for 5 days. She had a significant 
reduction in ascites and improvement in general well‑being 
within 4 weeks of starting treatment and no requirement of 
therapeutic paracentesis after four cycles. At present, she has 
completed eight cycles of CVP and her disease is in complete 
remission.
Ascites is a common manifestation of some advanced 
malignancies arising from the gastrointestinal tract, breast, 
and ovary. However, it is an unusual feature in chronic 
lymphoproliferative disorders and has been seen only in 
a few cases of CLL during Richter’s transformation.[1,2] 
Ascites as an initial manifestation of CLL has been rarely 
reported.[3,4] Davis et al., reported chylous ascites in a patient 
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of CLL and Siddiqui et al., reported ascites in a 75‑year‑old 
male, both of whom were treated with the CVP regimen.[3,4] 
The pathogenesis of ascites in CLL is not known; however, 
it is hypothesized that abdominal lymph nodes and/or 
peritoneal deposits in CLL give rise to ascites, similar to 
what is seen in patients with non‑Hodgkin lymphoma. The 
two cases described in the literature were both associated 
with abdominal lymphadenopathy and/or peritoneal deposits, 
unlike our case, where there was no evidence of the same; 
this suggests that there may be other mechanisms responsible 
for ascites in CLL. It has been demonstrated that ascitic 
fluid contains increased levels of vascular endothelial 
growth factor and vascular permeability factor produced 
by lymphoma cells which stimulate vascular leak or portal 
system lymphatic obstruction due to extensive lymphatic 
infiltration, leading to development of symptomatic ascites, 
and this might be the reason in our case.[5] These findings 
may also be seen with liver disease and portal hypertension, 
ovarian carcinoma, gastric cancer, colon cancer, and breast 
cancer. However, liver cirrhosis and portal hypertension, 
and other malignancies were ruled out with required 
investigations in our case.
The presence of ascites at baseline in a case of chronic 

Cancer notification in India: An update
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Dear Editor,
We commend the authors of the article entitled “Cancer 
notification in India” published in your esteemed journal, for 
their meticulous effort of bringing an overview of the various 
aspects related to cancer notification.[1] The authors have rightly 
said that in many developed countries, cancer notification is 
compulsory; whereas, in most developing countries including 
India, the provision of information is on a voluntary basis and 
they have well‑appreciated that the Danish Cancer Registry, 
founded in 1942, is the oldest functioning registry covering a 
national population.[1] But we think that Lakshmaiah et al.,[1] 
have failed to recognize the scrupulous efforts of Indian 
Council of Medical Research (ICMR) which initiated “The 
National Cancer Registry Programme” (NCRP) in December 
1981 in India.[2]

In addition to this, the data provided by Lakshmaiah et al.,[1] 
that there are 25 population‑based cancer registries (PBCRs) 
and five hospital‑based cancer registries (HBCRs), is also 
not up to date. Initially, when ICMR started the National 
Cancer Registry, three PBCRs at Bangalore, Chennai, and 
Mumbai and three HBCRs at Chandigarh, Dibrugarh, and 
Thiruvananthapuram were commenced from 1 January 1982. 
The PBCRs and HBCRs have been gradually expanding over 
the years as is evidenced in the consolidated 3‑year report 
of ICMR from 2006 to 2008, which included 21 PBCRs and 
another consolidated 5‑year report of ICMR from 2007‑2011, 
which included seven HBCRs under the NCRP network. Later, 
four new registries, at Wardha in Maharashtra and three in 
north eastern states of Tripura, Nagaland, and Meghalaya 
were enrolled in the NCRP and data from these registries was 
included in the 3‑year report (2009‑2011) released by ICMR 

lymphoproliferative disorder might sometimes mislead the 
physician into considering other more common conditions. This 
case highlights the fact that ascites can be a rare presenting 
feature of CLL.
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in February 2013. As of now, three more PBCRs at Patiala, 
Nahargalun, and Pasighat have commenced collecting data; 
thereby, increasing the number of PBCRs to 28. Presently, 
nine HBCRs exist throughout the country as is depicted by 
the NCRP network map; however, data has been reported 
from only seven HBCRs in the report released by ICMR in 
September 2013.[3]

Another noteworthy project started by ICMR is the inclusion 
of new chapter on childhood cancer, which assesses the 
burden of cancer in 0‑14 age group. In fact, from March 2009, 
ICMR has started a project called National Retinoblastoma 
Registry, the purpose of which is to try and capture all cases of 
retinoblastoma in the country.[4] Presently, there are 13 centers 
in the registry, but it is expanding with intend to reach every 
nook and corner of the country, so as to make it possible to 
realize the dream of legendry Danny Thomas, the founder of 
St. Jude Children’s Research Hospital that “No child should die 
in the dawn of life”.
Finally, we would like to make a humble appeal to the 
concerned authorities including physicians, researchers, 
epidemiologists, oncologists, administrators, support groups, 
and all individuals dedicated to the effective treatment of cancer 
in India, to make it mandatory for all the centers dealing with 
cancer cases, to notify/register all the cases, to maintain good 
quality records, and also to follow‑up the cases posttreatment; 
so as to make India healthier and happier.
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