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CASE REPORT

Obstructive Jaundice Dueto a Pancreatic M ass:
A Rare Presentation of Acute Lymphoblastic Leukaemiain an Adult

Sudin Varghese Daniel}, Deven Harshad Vani?, Andrew Melvin Smith?,
Quentin Antony Hill!, Krishna Viswanath Menon*

St James’s University Hospital. Leeds, United Kiogd
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ABSTRACT

Context To highlight a rare presentation of acute lymphstit leukaemiaCase report A 39-year-old man presented with a 4
month history of weight loss and a 6 week histdryigper abdominal pain radiating to the back widusea and vomiting. Liver
function tests showed an obstructive picture, bilod count was normal and on computerised tomdgrapere was diffuse
enlargement of the pancreas, with dilatation ofagbemon bile duct and intra hepatic biliary radiclEour weeks after presenting,
the white cell count became elevated with blastghenblood film and bone marrow biopsy revealedrecprsor B cell acute
lymphoblastic leukaemia. After induction chemotipgrais jaundice resolved, the pancreatic mass eztlicsize and he is now in a
complete remissionConclusion Acute lymphoblastic leukaemia may mimic common sesu of a pancreatic mass such as

adenocarcinoma and should be considered as piue differential diagnosis when atypical featunes@esent.

INTRODUCTION

Cholestatic jaundice is an unusual presentaticacaofe
lymphoblastic leukaemia. It is even rarer to beseau

by involvement of the pancreas resulting in obgivec
jaundice. We report a case of B cell acute
lymphoblastic leukaemia presenting as a pancreatic
mass and obstructive jaundice.

CASE REPORT

A 39-year-old man presented with a 4-month histdry

6 kg weight loss and a 6-week history of upper
abdominal pain radiating to the back with naused an
vomiting. He had no significant past medical higtor
and apart from jaundice and tenderness in the upper
abdomen, examination was normal. Laboratory
investigations showed a haemoglobin concentratfon o
13.5 g/dL (reference range: 11.5-16.5 g/dL), tetaite

cell count of 5.0x1YL (reference range: 4-11x¥0)

with a normal differential white cell count, billoin of
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6 umol/L (reference range: 3-21 umol/L) , alanine
transaminase of 43 IU/L (reference range: 10-6Q)U/
and alkaline phosphatase of 175 IU/L (referencgean
25-125 IU/L). Computerised tomography (CT) showed
a diffusely enlarged pancreas with dilatation oé th
common bile duct and intrahepatic biliary tree. The
pancreatic mass measured 4 cm at the head of pancre
and 4.5 cm at the body. A single left para-aortden

of 1.7 cm was also found (Figure 1) but there were
other abnormalities. Radiologically, the differahti
diagnosis included autoimmune pancreatitis or pryma
pancreatic lymphoma, however, IgG4 levels,
pancreatic autoantibodies and CA 19-9 measurements
were unremarkable. Four weeks after the initiabtlo
tests, bilirubin and alanine transaminase werelestab
but alkaline phosphatase had increased to 1,699 1U/
and the white cell count increased to 44¥10The

Figurel. CT scan of the pancreatic mass at presentation.
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Figure 2. Bone marrow trephine at presentation (x40). Cef
marrow with heavy infiltration by leukaemic blastlls indicated b
the white arrows.

blood film showed blast cells (33% of total whitellc
count) and subsequent bone marrow aspirate and
trephine revealed a diagnosis of precursor B cell
lymphoblastic leukaemia (Figure 2). Cytogenetics
identified a t(4;11) chromosomal translocation with
mixed lineage leukaemia gene rearrangement.

He was commenced on chemotherapy according to the
UK acute lymphoblastic leukaemia protocol (UK ALL
XIl trial). Induction phase 1 consists of intraveso
daunorubicin 60 mg/fmand vincristine 1.4 mg/mat
days 1, 8, 15 and 22. Also oral prednisolone 60mnhg/
days 1-28, intramuscular asparaginase 5,000 ilatm
days 17, 19, 21, 23, 25, 27, 29 and intrathecal
methotrexate 12.5 mg on day 24. Bone marrow
reassessment is conducted on recovery of counts, at
after day 28 to establish remission status. Sulesgqu
treatment involves a second induction phase,
intensification with high dose methotrexate andnif
study (patient not in trial), a randomisation teher
transplantation or further chemotherapy. The latter
involves cranio-spinal irradiation followed by 4obgs

of consolidation and then 1 year of maintenance
chemotherapyDuring this time he developed diabetes
mellitus due to pancreatic dysfunction, possibly
secondary to leukaemic infiltration or as a consege

of corticosteroids and chemotherapy. A significant

Figure3. CT scan showing resolution of thancreatic mass af
chemotherapy.

drop in bilirubin, alkaline phosphatase and whigdl c
count was noticed within a week, and after 25 d#ys
treatment his jaundice completely resolved. Follgw-
CT showed a reduction of the mass from 4 cm to 1.7
cm in the pancreatic head and from 4.5 cm to 1.6ncm
the body of the pancreas. The left para-aortic node
decreased in size from 1.7 cm to 1.1 cm (Figurang)

no new sites of disease were identified. Afteriahit
induction chemotherapy, a repeat bone marrow
assessment showed complete remission with no
residual disease by flow cytometry (Figure 4).
However, because of the adverse cytogenetics, fie ha

been referred for allogeneic bone marrow
transplantation in first remission.

DISCUSSION

Pancreatic involvement in acute lymphoblastic

leukaemia is rare [1, 2, 3] and obstructive jauedic
secondary to a pancreatic mass as a primary
presentation of acute lymphoblastic leukaemia tas n
been reported in the surgical literature. Acute
lymphoblastic leukaemia typically presents with
symptoms of bone marrow failure such as fatigue,
lethargy, infections, bruising or  bleeding.
Approximately half the patients will have lymphaden
pathy, splenomegaly or hepatomegaly at presentation
Full blood count may reveal cytopenias or (as is th
case) a raised white cell count due to circulabiagt
cells. Although long term survival in adults isdegood
than children, acute lymphoblastic leukaemia is an
important diagnosis to make because it is highly
chemo-sensitive, with 91% of adults achieving
complete remission following induction therapy het
recent UK ALL XIl trial [4]. If suspected, a
haematological referral is required since the distjo
procedure of choice is a bone marrow aspirate and
trephine.

Acute lymphoblastic leukaemia has also been regorte
to present as cholestatic jaundice through diffuse
infiltration of liver sinusoids by leukaemic blags].
Another rare manifestation of leukaemia is obsivect

2 |

Figure 4. Bone marrow trephine following induction chemothpy
(x40). Hypoplastic appearance due to chemotherapybrmal tr
lineage haematopoiesis is present. Remission wagmmed by flow
cytometry.
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jaundice as a presenting feature of granulocytic
sarcoma of the common bile duct in acute myeloid
leukaemia [6]. Lymphomas are a more common
haematological cause of pancreatic involvement
however, especially in the advanced stages of non-
Hodgkin’s lymphoma [7].

In conclusion, acute lymphoblastic leukaemia isue r
cause of obstructive jaundice secondary to a paticre
mass. As such, it may mimic more common conditions
such as adenocarcinoma of the pancreas or pamcreati
lymphoma. It should be considered if there are full
blood count abnormalities, organomegaly or atypical
radiological features to the pancreatic mass. Treat

of the underlying leukaemia achieves resolutiothef
pancreatic mass and attendant cholestasis.
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