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A note from the series editors

Case histories have always had an important role in medical education, but most
published material has been directed at undergraduates or residents. The Oxford Case
Histories series aims to provide more complex case-based learning for clinicians in
specialist training and consultants, with a view to aiding preparation for entry- and
exit-level specialty examinations or revalidation.
Each case book follows the same format with approximately 50 cases, each comprising a brief clinical history and investigations, followed by questions on differential
diagnosis and management, and detailed answers with discussion.
All cases are peer-reviewed by Oxford consultants in the relevant specialty. At the
end of each book, cases are listed by mode of presentation, aetiology, and diagnosis.
We are grateful to our colleagues in the various medical specialties for their enthusiasm
and hard work in making the series possible.
Sarah Pendlebury and Peter Rothwell

From reviews of other books in the series:
Neurological Case Histories
‘…contains 51 cases that cover the spectrum of acute neurology and the neurology of
general medicine—this breadth makes the volume unique and provides a formidable
challenge… it is a heavy-duty diagnostic series of cases, and readers have to work hard,
to recognise the diagnosis and answer the questions that are posed for each case… I
recommend this excellent volume highly…’
Lancet Neurology
‘This short and well-written text is…designed to enhance the reader’s diagnostic ability and clinical understanding…A well-documented and practical book.’
European Journal of Neurology
Oxford Case Histories in Gastroenterology and Hepatology
‘…a fascinating insight in to clinical gastroenterology, an excellent and enjoyable read
and an education for all levels of gastroenterologist from ST1 to consultant.’
Gut
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Preface

This book contains a series of case histories that the authors have encountered in the
Oxford region. The purpose of the cases is to provide trainees, and indeed all practitioners in rheumatology, with clinical scenarios and an evidenced approach to answering
questions raised by the cases. It is hoped that the book will be useful for training as well
as in preparation for exit examinations. The book may also be helpful for rheumatologists
in their re-validation. General medical trainees might find it useful in preparation for
MRCP and PACES.
Many of the cases require clinical judgement in the approach to the management
decisions and questions. The authors have expressed their views and hope that you
generally agree! The cases cover inflammatory joint and connective tissue disease,
paediatric rheumatology, sports and exercise medicine, and metabolic bone disease.
Some of the cases include acute presentations and others are more chronic musculoskeletal and mechanical problems where there are dilemmas in clinical practice.
The authors have used the format of case reports, with detailed discussions of differential diagnosis and management, for three reasons. First, one of the best ways to
learn advanced clinical medicine is through the analysis of individual cases. In almost
all areas of medicine it is extremely difficult to illustrate the practical process of diagnosis within the format of a traditional textbook. Secondly, it is simply more interesting
to consider real cases than to read a text. This allows a clinician to reflect on their own
differential diagnosis and treatment. Finally, there is a lack of case series that stretch
the abilities of experienced clinicians and specialists: most are aimed at medical students
or young doctors doing early postgraduate exams. It is for this reason that the cases
and questions are sometimes challenging, although many are simple since the aim is
to educate. Wherever possible radiology and clinical pictures have been included.
The authors would like to thank their colleagues, including those allied to medicine, for
contributing cases and providing illustrations or administrative support. The clinicians
who contributed cases are listed in the Acknowledgements.
We hope you enjoy the book!
Joel David
Anne Miller
Anushka Soni
Lyn Williamson
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CASE 1

Case 1
A 76-year-old widow presented to the Emergency Department with a mid-shaft right
femoral fracture after a low-impact fall outside a supermarket. She had a past history
of ischaemic heart disease, peripheral vascular disease, intermittent claudication, and
mechanical right knee pain. She had been reviewed in rheumatology outpatients
3 months prior to admission for investigation of a painful swollen right elbow.
She lived alone and had moved from County Durham where her husband had been a
coal miner. Her usual medication included aspirin, bendroflumethiazide, and
simvastatin.
On examination, in addition to the fractured femur she had a warm swollen R distal
upper arm. She was haemodynamically stable, normotensive, and in sinus rhythm.
Her distal pedal pulses were all impalpable.
Her initial blood results showed the following:
◆

Hb 10.5 g/dL (MCV 88 fL); WCC 6.8 × 109/L; platelets 468 × 109/L

◆

Creatinine 138 μmol/L; asparatate transaminase (AST) 48 IU/L; gamma glutamyl
transferase (GGT) 52 IU/L; ALP 785 IU/L

◆

Corrected calcium 2.23 mmol/L; phosphate 1.2 mmol/L

◆

C-reactive protein (CRP) 8 mg/L.

Her femoral fracture was successfully pinned and plated, and she made a good postoperative recovery. Prior to discharge she was given an intravenous infusion. One
week after discharge she was re-admitted profoundly unwell with nausea, vomiting,
and tingling in her hands and feet.
Second admission bloods were as follows.
◆

Hb 11.5 g/dL (MCV 88 fL); WCC 7.9 × 109/L; platelets 488 × 109/L

◆

Creatinine 144 μmol/L; asparatate transaminase (AST) 55 IU/L; gamma glutamyl
transferase (GGT) 30 IU/L; ALP189 IU/L

◆

CRP 10 mg/L

◆

Corrected calcium 1.87 mmol/L; phosphate 0.8 mmol/L

◆

Vitamin D level 7 nmol/L (threshold 20).

Radiographic findings are shown in Figs 1.1, 1.2, 1.3 and 1.4

Questions
1. What is the underlying bony diagnosis? What is the differential diagnosis?
Describe the radiographic features in Figs 1.1–1.4.
2. Describe the clinical features, natural history, and potential complications of
this condition.
3. What is the likely infusion she was given?
4. What complication of treatment did she develop and why?
5. Her daughter accompanies her to appointments and asks if she is likely to have
this condition?
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Fig. 1.1 Right humerus.

Fig. 1.2 Isotope bone scan.

CASE 1

Fig. 1.3 Right femoral mid-shaft fracture.

Fig. 1.4 Repaired right femoral mid-shaft fracture.
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Answers
1. What is the underlying bony diagnosis? What is the
differential diagnosis?
The diagnosis is Paget’s disease of bone.
The differential diagnosis of a low-impact fracture in an elderly woman includes
osteoporosis, osteomalacia, pathological fracture through a malignant focus, and
Paget’s disease. This patient’s calcium was low normal on admission. Her phosphate was also low normal and her alkaline phosphate was very high. The rise in
ALP could have been due to Paget’s disease, osteomalacia, malignancy, or her
recent fracture.
The plain radiographic features in the humerus (Fig. 1.1), and below the femoral
fracture site (Fig. 1.3) in this case are typical of Paget’s disease (Fig. 1.5). The bones
are expanded with coarse trabeculation, cortical thickening, a mixture of lytic and
sclerotic areas with intra-cortical resorption, loss of cortico-medullary junction,
and early secondary osteoarthritis changes in the knee. Radiographic features are
pathognomonic in established disease, but early or isolated lesions might be confused with malignancy and severe osteomalacia.

Fig. 1.5 Typical pagetic changes in a humerus with disorganized architecture, coarse
trabeculation, cortical thickening, bowing and fractures in the cortex (arrow), and
osteoarthritic changes in elbow (arrow) and shoulder.

CASE 1

Fig. 1.6 MRI spine with spinal cord compression (arrow) and multi-level degeneration.

The technetium-99m isotope bone scan (Fig. 1.2) shows increased uptake in the
right humerus right distal femur, right hemi-pelvis, and thoracic spine.
Isotope bone scans are the current standard method of establishing the pattern
of skeletal site involvement. Typical abnormalities are easily recognized. However,
if abnormalities are detected, further clinical and radiographic assessment is necessary. There is a move towards limited skeletal survey, imaging the clinically significant sites of skull, long bones, and spine as first-line investigation.
In this patient's technetium scan the characteristic V-shaped advancing front of
Paget’s disease is seen in the femur and humerus. This represents marked osteolysis
without accompanying sclerosis. Other affected areas include the sacrum and the
T9 vertebral body.
CT imaging may be useful to delineate difficult fractures and MRI should be
used to characterize spinal Paget’s disease which may cause nerve root compression
and spinal canal stenosis (Fig. 1.6).

2. Describe the clinical features, natural history, and potential
complications of this condition
Paget’s disease of bone occurs in up to 10% of the population aged over 80 years
and can affect any bone. The most common bones affected are pelvis (75%), lumbar
spine (50%), femur (35%), sacrum (35%), skull (35%), tibia (30%) radius (15%).
Patients often present with pain or deformity. The pain is of a deep bony, boring
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