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1
Introduction
1. My specialist field is Neurological Surgery.  This field covers the surgery of the brain and it coverings; The Spinal cord and its coverings; the spinal column; and the peripheral nervous system.  I am recognised as a Consultant Neurosurgeon by the General Medical Council, and I am on their Specialist Register.
2. My qualifications are: MA(Cantab), BM.BCh(Oxon), FRCS(Ed), Doctor of Medicine (Cantab)and FRCS (Surgical Neurology) I have worked as a trainee neurosurgeon in Britain since 1983, and as an independent consultant since 1992. I have an extensive experience of head and spinal injury, multi-system injury, and brain and spinal surgery in general.
3. I qualified as a doctor from the Universities of Cambridge and Oxford, receiving my basic medical degree in July 1979.  I was awarded an MA from Cambridge in 1980.  In 1984, I obtained the Fellowship of the Royal College of Surgeons in General Surgery.  I then went onto train in Neurosurgery, and obtained Specialist Accreditation in 1991.  I am recognised as a specialist in Neurological Surgery by the General Medical Council.  I hold the Intercollegiate Fellowship in Neurosurgery, and for my performance in this examination was awarded the Norman Dott gold medal.  I was awarded a Doctorate of Medicine by the University of Cambridge for my thesis, and was awarded the William Noble prize for what was considered an outstanding piece of work.  I have worked for the NHS for over 20 years, and have been employed as a Consultant Neurosurgeon at the Walsgrave Hospital for ten years.
4. I see over 500 patients per annum with disorders affecting the lumbar spine.  I carry out over 150 major open operations per annum on the lumbar spine, and I have been the author of papers on the lumbar spine.  I therefore regard myself as an expert in the management of conditions affecting the lumbar spine.

5. I see 200 new patients a year with cervical spine disease.  I carry out between 50-60 operative procedures on the cervical spine per annum. 

6. I have compiled this medical report in my capacity as a Consultant Neurological Surgeon at the University of Coventry and Warwickshire Hospital (Walsgrave), the Warwickshire Nuffield Hospital and the Oak House Consulting Rooms.

7. I would point out from the outset that I have never been involved in D T's care.   For the purposes of this report, I have relied on the copied medical notes that have been provided, together with the scans of his head and neck done in May and June 2001.  In addition I visited D T at his home on September 3rd 2004, and carried out an examination of him on that date.

8. D T has a long medical history which is complex. His medical records are spread over ten ring binders, with a total of 3,552 pages from City Hospital Birmingham, 212 pages of General Practitioner records, 127 pages from the University Hospital Birmingham, 61 pages from West Birmingham, 366 pages from Sandwell Health Authority.  This totals some 4,500 pages of records.  I have seen the pleadings and the exchanged witness statements.

9. From these records I have summarised what I consider to be the relevant stages in the development of D T's medical problems, what might be termed the build up to the most significant events that occurred in late May/early June 2001, and the subsequent long term disability.

10. Clearly, since my purpose is to assist the Court, to give a detailed iteration of all that has happened to D T would not be helpful.  Indeed an over-detailed account may hinder rather than assist the Court.  I see my duty in this case as being primarily to assist the Court, and therefore to provide what I consider to be a reasonable summary of the crucial events that have occurred in D T's lifetime, indicating the documentary evidence relating to the relevant event.

11. D T was born on June 25th 1966.  On page CH113 there is a good summary of his life leading up to 1993, when the first of the relevant events began to occur.

12. He was born in Britain and, unfortunately, suffered the early loss of his father.  His father died, aged thirty-four, when D T was seven years old.  He might have died from a myocardial infarction or a cerebral vascular accident - the record seems ambiguous.  Apparently the family was impoverished, as a result of his father's death.  

13. His early childhood seems to have been happy.  Clearly his father's death was a major life event.  However, he progressed through school, obtained two A levels and four O levels and worked on a Youth Training Scheme.  He learnt catering.  He then worked full time for his brother as a Metal Spinner.  This work went on for twelve years.  However, in 1993 he had to give up work because of, what was described as, a 'stomach ailment'.  There is extensive evidence to show that he was abusing alcohol quite severely at this stage and, indeed, in February 1993 required an abdominal operation for incision and drainage of a pancreatic pseudocyst.  This was a large cystic collection within the pancreas, which had almost certainly been caused by chronic pancreatitis.  It was recorded that he had a partial pancreatectomy at this time.

14. Within a year, he had been diagnosed as suffering from insulin-dependent diabetes mellitus, almost certainly as a result of pancreatic insufficiency from his chronic pancreatitis.

15. It is quite clear that in 1995 he was still abusing alcohol.  On that admission in October 1995, his blood alcohol level was 385 mgs/ltr (upper limit for driving: 80 mgs/ltr).  In addition, there is evidence that alcohol had been a problem before - he had lost his driving licence as a consequence.

16. In Volume 2 of his notes, spanning the mid 1990s, there are the records of numerous admissions for chronic pancreatitis, associated with recurrent episodes of abdominal pain.  In addition, in 1996 (page CH566) there is evidence that he developed an infection in one of his neck lines, the first of a long saga of infections.  

17. In 1997 he began to develop abscesses in his legs, which required frequent incision and drainage.  He grew a staphylococcus aureus from various points of his body on many occasions.  He underwent laparotomies for intestinal obstruction.  He required replacement pancreatic enzyme therapy, and was, in fact, on total parenteral nutrition for numerous periods of his life.

18. A reasonable summary of the significant illnesses up to and including May 2001, would be that he was obviously a sick man, who had multiple abdominal problems.  He had gross pancreatic insufficiency, insulin-dependent diabetes mellitus with frequent admissions for diabetic keto-acidosis, multiple episodes of intestinal obstruction, and evidence of multiple abscesses.  Also, there is an observation in his notes that suggests that he was behaving like an immuno-suppressed patient.

19. Although this is a potted summary of his notes, it must be emphasised that patients such as D T present a logistic problem in management.  It is rare for any one individual Doctor to get to grips with all of their notes or their story.  Frequently, the patient himself may have gaps in his memory. However, even with this proviso, in the weeks leading up to May 2001, it should have been clear to anybody taking care of D T that there were four salient issues in his case. First, he had a history of chronic pancreatitis and pancreatic insufficiency.  Second, he had evidence of multiple intra-abdominal procedures and sub-acute intestinal obstruction.  Third, he was suffering from insulin-dependent diabetes, with very poor control and frequent episodes of keto-acidosis.  Fourth, he had well-documented episodes of multiple systemic and localised infections, including multiple abscesses.

20. This is the background against which the events of late May and early June 2001 need to be judged.

21. The admission to the City Hospital leading to the relevant events was in April 16th 2001, with D T developing increasing difficulty with walking, and became unable to bend his knees. It became apparent that his multiple thigh abscesses had led to contractures of the thigh muscles, and that his knee bending bilaterally was severely impaired.  He was told (page CH2582) that his legs would be stiff and that his mobility was going to be impaired.  D T was distressed by this, because he had expected to go back to playing football.  He was having trouble adjusting to the fact that he was going to have some disability in the long term.

22. His diabetes appears to have been under reasonable control at that stage.  He had episodes of abdominal distension on the 16th May, which settled spontaneously.  On 22nd May 2001 he underwent an echo-cardiogram to look at his heart valves, and no vegetations were seen.  On 23rd May adaptations to his home were being considered.  On 25th May (page CH2589) his knees were assessed by the Physiotherapists and they were noted to be fixed.  There was no change in his range of movement.  It is noted that he managed the stairs independently and was going up 'as normal'.  Therefore, I can take this to mean that there was no evidence of any gross neurological deficit in his legs.

23. On 26th May 2001 the relevant story begins (page CH2589). He began to complain of increasing left-sided neck pain.  He said he had gnawing pains which were unrelieved by maximum doses of Pethidine (an opiate drug).  There was pain in the supraspinatus area on the left, with radiation to the cervical spine and upper thoracic spine and neck.  On examination nothing was seen on the skin surface and it is noteworthy that there was no neurological deficit in the left arm.  Clearly, the thoughts were that he could have been developing an abscess, and part of the plan was possibly to consider an MRI scan (Magnetic Resonance Imaging Scan) of his left shoulder area to rule out an abscess.  It was also decided to watch his temperature. 

24. There was no entry in the medical notes on either May 27th or May 28th.  This is vitally important.

25. The next entry was made on May 29th.  It was noted that he had been feeling unwell for three to four days (page CH2590). He had developed pain in both shoulders and the neck, which gradually became worse.  He had a temperature of 40o in the morning.  He was complaining of increasing weakness in the right upper limb from Saturday/Sunday.  I assume that that was two or three days before the 29th May 2001.  Once again, it was recorded that he had suffered from recurrent abscesses, requiring incision and drainage.

26. He looked thin and under-nourished.  He was breathing normally at that time.  His saturation was 99% on air.  With regard to the central nervous system, it was noted that he was getting 'generalised spasms'.  His cranial nerves were intact and his consciousness was unimpaired.  However, power was reduced to grade 4/5 (presumably DC grading) in the right upper limb.  There is no record of the assessment of power in the lower limb.
27. The Doctor who made this entry noted (page CH2591) the possible diagnoses were meningitis, a discitis, or vertebral body osteomyelitis. (Note: these are all neurological emergencies).

28. A medical opinion was sought by the Doctor who made that particular record, and a Senior House Officer (M N), who was 'Second On' for Medicine, came to see him.  It was noted that he had been asked to see the patient because of possible meningitis.  M Nandhara summarised the story as a patient who had been a frequent attender with multiple abscesses and drainage.  He confirmed that he had a reduced range of movement in the neck, was unable to turn his head due to pain, that the pain had been present for five to six days and getting worse.  It was uncontrolled with Pethidine.  His right arm was clearly severely neurologically impaired.

29. The conclusion he reached (page CH2593) was that D T was not suffering from meningitis.  He wondered if this was a peripheral nerve lesion.  He felt that there was a need to rule out a cerebral lesion due to recurrent abscesses.  Essentially, M N documented the findings, but failed to respond in any sort of expeditious way to these findings.

30. Over the next day (May 30th 2001) the symptoms became worse.  It was noted that he had an increasing C-Reactive Protein, commonly abbreviated to CRP.  A high CRP is an indicator of systemic infection. (CH2594).  The CRP was up to 486 (normal: <10).  This indicates a very severe infection.  In addition, there was localised tenderness over the cervical spine.  An DI scan was planned for the next day - unfortunately this scan was not done until about a month later.

31. Later on May 30th he was reviewed, and essentially the same findings were documented.  By this stage he was unable to move his arms and he was also having spasms in presumably his legs.  He had very severe neck pain not controlled by opiates (page CH2595).  Again, there was mention of an MRI scan, but rather than treating this as an emergency, it was put off until the next day.

32. At this time (page CH22596) it was also noted that he was behaving like an immuno-suppressed patient with multiple septic episodes. There is a blood gas result on  May 31st 2001 at 08.33 hours.  This shows severe acidosis, carbon dioxide retention, and a negative base- excess.  All these findings are in keeping with respiratory insufficiency.  On May 31st it was noted that he was 'not doing well' (page CH2598).  He was apparently in respiratory distress.  He required emergency resuscitation.  

33. It was noted that he was still awaiting his MRI scan.  On the next page (CH2599) it is documented that he had actually had a respiratory arrest and required intubation.  He was severely pyrexial.  It was also noted that he had been growing Gram-positive cocci from blood cultures two to three days previously, but that he was not on antibiotics.  The observation was made that he was moribund.

34. He was then transferred to the Intensive Care Unit and treated for septicaemia.  It was thought that the acute episode could have been due to a pulmonary embolus.  There was no evidence of sub-acute bacterial endocarditis (page CH2602).  Later, a Chest X-ray showed that he had developed a right pneumothorax, presumably due to his positive pressure ventilation.  A chest drain was inserted.  He was then sent off for a VQ scan of his chest, to see if he had developed a pulmonary embolus.  No evidence of a pulmonary embolus was found (page CH2604).  On 1st June he was extubated but found not to be maintaining his saturations (page CH2605).  CT scans were commissioned to look at the possibility of neck pathology.  These scans were not done until 2nd June 2001 at roughly 13.30 hours.  The scans showed a clear-cut collection of pus anterior to the spinal cord, exhibiting peripheral enhancement.  The appearances were those of an epidural abscess. 

35. There was an entry in the notes (page CH2612) to the effect that there was a reference on the CT scan to non-specific meningeal enhancement.  However, this was discussed with M Lee and the final typed report was apparently amended.  The CT scan of the neck showed an area of pre-vertebral soft tissue thickening surrounding a low attenuation lesion which was most likely to represent an abscess.  This tracted into the spinal epidural space, resulting in an epidural collection which was compressing the spinal cord at the level of C3-C6.

36. (I would point out on page CH2752 that there is an MRI scan report of the scans done on 28th June 2001.  This report confirms evidence of a substantial intra-spinal pre-vertebral abscess posterior to the C2 and C3 vertebral bodies.)  

37. In this context it is important to note that on 2nd June 2001 he was not moving any of his limbs to nail-bed pressure.

38. The matter was discussed with D W (page CH2612) who is a Senior Lecturer and Honorary Consultant Neurosurgeon at QMH.  He was made aware of the scans and the findings.  D W clearly felt that, in view of the absence of any movement in the arms and legs, it was unlikely that by that stage a Neurosurgeon would be able to contribute anything to his care.  

39. He was taken off all sedation (page CH2613) and was noted to be obeying commands.  He was areflexic with no movements in his arms and legs.  

40. The matter was discussed with D W again.  He felt that, because of neurological damage from the pressure effect of the abscess, and the well-established complete quadriplegia, surgery would be futile and drainage of any pus would not alter the prognosis.  As there was no indication for surgery, management should be conservative.  He recommended re-assessment of the neurological status on the next day.  It was also recommended that a search be made for other abscesses at other sites.

41. This problem was then explained to the relatives.  There was a note (page CH2614) by a Doctor whose signature I cannot decipher, in which the relatives raised the question as to why this abscess had not been picked up earlier.  The Doctor involved said that he was unable to comment on this.

42. He was then seen by M, Senior Registrar in Neurology.  Again the question of incision and drainage was raised, but D W's opinion remained that the prognosis was dire and that no improvement would occur with drainage.

43. Thereafter, his care has been that of somebody with a high spinal lesion.  Clearly there has been no improvement in his neurological state.  It looks as if he will remain ventilator-dependent for the rest of his life. 

44. An MRI scan was eventually carried out on 28th June 2001 (referred to earlier).  This merely confirmed that he had a large abscess in the pre-vertebral space, with spinal cord damage.

Opinion
45. I think it is important to review the management of a patient with a spinal epidural abscess.  
46. The history in such patients tends to start with pain in the spine, which becomes increasingly severe.  Spinal epidural abscesses are known to provoke extreme pain.  Frequently patients will cry out, and be reduced to tears because of its intensity.  My own personal experience of these abscesses (and I have treated a number) has borne this out.  The pain is often so severe that the patient cannot even bear to have the bed moved, or brushed against by the examiner.  The pain may be accompanied by features of clinical infection such as a fever (pyrexia) and other systemic manifestations such as a raised white cell count, and a raised C-reactive protein.  
47. The clinical picture then progresses to spinal rigidity, radicular pain (pain along the distribution of nerve roots) then neurological symptoms such as weakness and finally neurological signs.  Paralysis is a late feature of an epidural abscess.  
48. For clarification, I have included a copy of the relevant pages from the Text book of Spinal Surgery (edited by Gridwell and Dewald, Volume 2).  
49. The diagnosis of a spinal epidural abscess is made by considering the history.  It is a neurological truism that patient’s symptoms tend to precede the development of clinical signs.  That is, in any disease process affecting the spinal cord, the development of clinical signs such as weakness, numbness, loss of reflexes and eventual loss of spinal cord function, tend to occur late in the progression of the disease.  Therefore, it is essential that any doctor caring for a patient with a potential neurological problem should rely heavily upon the symptoms reported by the patient, especially if they are new and have never been reported before.  
50. The definitive diagnosis is made through imaging the spine.  The ideal investigation is an MRI scan, which demonstrates the abscess very clearly.  Failing an MRI scan, a CT scan with contrast can show a rim enhancing lesion, either anterior or posterior to the spinal cord.  
51. Definitive management is similar to the management of any collection of pus in close association with the nervous system.  That is, incision and drainage of pus remains the mainstay of treatment, combined with large doses of antibiotics.  The use of steroids is practiced widely in Britain.  There is no randomised controlled clinical trial that proves their efficacy, but more Neurosurgeons will use them in the hope that they dampen down the inflammatory response surrounding the spinal cord, perhaps leading to better preservation of function in the recovery phase of the disease.  
52. You will see that D T’s case mirrors closely the progression outlined in the chapter from Bridwell and Dewall.  
53. As you can see from this chapter, there is an argument for conservative (non-operative) treatment in selective cases.  These could be termed patients who have two extremes of the disease.  First, in those where the neurological deficit is either very slight or non-existent, who have a small collection, is deemed reasonable to treat them with antibiotics (plus or minus steroids) and observe them very closely for deterioration in hospital.  I have done this on a number of occasions with patients.  These patients are monitored very closely, and provided they develop no neurological deterioration, the abscess is seen to resolve over a period of weeks. It is normal to treat these patients with antibiotics for 2-3 months.  
54. The other group of patients are those at the other extreme of the clinical spectrum when they are finally diagnosed as suffering from an epidural abscess: that is those patients that have lost all neurological function, together with the presence of multiple other complicating medical problems.  In D T’s case, the complicating factors were his relatively poor nutritional state and his diabetes.  
55. Nevertheless, I am certain that had D T presented to the neurosurgical profession at a time when he was deemed salvageable, surgery would have been undertaken to drain the abscess and that the outcome would have been much better.  
56. The surgical procedures are designed to relieve the spinal cord of pressure and may be carried out from posteriorly (commoner) or anteriorly by (more appropriate in D T’s case).  Essentially, the principle remains incision and drainage of pus, together with large doses of systemic antibiotics.  The mechanism of spinal cord damage is increasing compression of the spinal cord, causing direct ischaemia of the cord.  In addition, there can be thrombosis of the veins leading away from the spinal cord leading to venous engorgement and then infarction.  The mechanism of spinal cord injury almost always is a combination of these two factors.  
57. On May 26th D T’s  primary symptom was severe neck pain.  He was unwell, with a pyrexia.  He had no neurological deficit in his left arm.  Over the next three days his condition was allowed to deteriorate unobserved by his attending doctors.  He was noted to have developed increasingly severe neurological deficits on May 29th, but no immediate action was taken.  On the morning of May 31st he was found to be tetraplegic and was moribund.
58. First, I can find no evidence that his case was discussed with a Consultant Neurologist or Consultant Neurosurgeon when the problems in his neck became apparent, until it was too late.  This man had insulin-dependent diabetes (well known to pre-dispose to systemic and local infections) and had ample evidence of previous widespread abscesses and infections.  Any clinician looking after him should have realised he was at very high risk of developing infections at various sites in his body. 

59. Second, he complained of intense pain in his neck, with inability to move it despite being on large doses of opiates.  

60. Third, he had a very high CRP, which is an indicator of infection.  

61. Fourth, he was developing neurological deficits in his limbs.
62.   A number of irrelevant investigations were then carried out, which had no direct bearing on his case.  The essential features in this man's case were severe neck pain, pyrexia and neurological deficit, in the absence of any impairment of consciousness.   Therefore, the problem must have been in the neck.  It should have been clear that this was a medical emergency.  An immediate DI scan of the neck was imperative.

63. By the time the diagnosis was made, it was too late to do anything about it.  D W was entirely correct in his judgement that incision and drainage of this abscess would confer no benefit, because this man had lost all spinal cord function, and that the prospects of any recovery were extremely limited, and that the final prognosis was dismal.  The time to have drained this pus was before he lost all spinal cord function.  It is generally true that decompressing the spinal cord for any compressive lesion, at most raises the level of spinal cord function by 1 or 2 DC grades.  This means that, had the spinal column been incised and drained of pus on 2nd June, the best D T could have hoped for was some minimal return of flickers of movement in his limbs, and possibly some awareness of sensation from the rest of his body.  However, any hope of independent existence had, by then, been lost.
64. It is quite clear from the notes that infection was considered (see entries on 26/5/2001) but not acted upon.  Pus in the epidural space (an epidural abscess) is a fulminating neurosurgical emergency.  It must be diagnosed and treated within hours.  This is particularly true if the organism is a staphylococcus or streptococcus.  These pathological changes in the spinal cord are usually induced through ischaemia due to venous thrombosis.  Once this has occurred, all attempts to restore function by incision and drainage of the pus are futile.  However, prompt diagnosis and treatment can lead to an excellent clinical result.  Prompt diagnosis (with an DI scan) and treatment by incision and drainage of pus must be completed within a few hours. 

65. It is my opinion that this case cannot be defended.  The assessment of this man's case in the days leading up to  June 2nd was poor.  Had he been diagnosed and treated as an emergency - and progressive spinal cord compression is an emergency, particularly if due to pus in the epidural space - then the outcome would have been much better.  That is, on balance of probability, would have had preserved spinal cord function.  There is ample evidence that his spinal cord function, when the problem first clearly manifested itself on May 26th, was normal.  At that stage, incision and drainage of the pus would have almost certainly preserved his spinal cord function.

66. On May 29th he had developed weakness, but still had spinal cord function. Diagnosis and treatment on that day would have preserved spinal cord function and probably restored function in his right arm.
67. On May 27th  and 28th  (a Bank Holiday) D T complained of increasingly severe neck pain and weakness in the right upper limb.  This is recorded in the medical notes made on the 29 May.   There is no record of any medical attendance over the 27th  and 28th May, during which time his condition would almost certainly have been progressing for the worse. 
68. On May 29th he was seen by N.  I have read M N’s witness statement dated the 10 March 2005.  There are a number of clinical points in that report which must be challenged.  
69. First, M N (page 6, paragraph 15) refers to his pulse as being 100, which represents a tachycardia (a pointer to infection).  
70. Second, he commented upon the reduced range of movement in the neck.   Third, he remarked on the increased tone in the lower limbs (paragraph 16, page 8).  Increased tone in the lower limbs would have indicated the beginnings of spinal cord compression.
71. In paragraph 19 he referred to the loss of power in the right upper limb not being a new development.  This is not true – it was noted on the 26 May that D T had no weakness in his left arm.  His right arm, and his legs appear not to have been examined on May 26th.  There was no record of right arm weakness on May 26th.  Therefore, its appearance on May 29th was a new development.
72. If M N genuinely felt that he had a peripheral nerve lesion, then he would be at a loss to explain the increase in tone in the legs, which cannot be caused by a peripheral nerve problem.  
73. In his own clinic note, he identified the need to rule out a cerebral lesion due to recurrent abscesses.  If he seriously considered that D T had a cerebral abscess, then it was absolutely essential that the scan be done immediately.  A cerebral abscess is, like a spinal epidural abscess, an acute neurosurgical emergency, and one which must be either confirmed or ruled out as soon as it is recognised as potential diagnosis.  Therefore, to leave matters until the next day represents inadequate care.  
74. For the purposes of this report, I did have the comments of M K E C in two separate reports. First, there is the report of the 16 August 2004.  Second and more relevant in the discussion of M witness statement, there is a report from the 24 April 2006.  
75. It is quite clear from M C’s report that he was not involved with D T’s care until the 3rd  June 2001.  In particular in paragraph 2, he states quite clearly that had he heard of the problem on the 29th May, he would have attended the patient that afternoon within an hour of M N’s call, had he chosen to make one.
76. Tuesday 29th  May was a working day and M C would have been in the Neurology Clinic.  Tuesday 29th  May was not a Bank Holiday (the holiday was on the 28th  May).  M C’s view in paragraph 4 is quite explicit, and clarifies the situation quite considerably.  He states as follows, “even if I had not been informed of concern in relation to neck pain I would have been concerned regarding a report of weakness in the patient’s right arm”.  
77. He notes that a CT scan would have been done as an emergency, by about 5pm that day, and that the result would have been available by 6pm.   You will note that he is quite clear about the urgency of the situation.  In paragraph 5 he states quite clearly that the scans would have shown an epidural abscess.  If the radiologists had told him of that he would have contacted the Neurosurgery service at the QMH immediately.  The problem would have been referred to the Consultant on-call within a couple of hours within the diagnosis being made. 
78. The other matter that has to be highlighted is the matter of the aborted MRI scan.  M N reported on the 30th  May (the next day) that he might have a metallic foreign body in his eye.  An orbital x-ray was undertaken at 3.15pm.  No metallic foreign body was identified.  I cannot see why that on the 30th  May M N did not proceed to an MRI scan.  M Lee’s report states that the orbital x-rays were taken at 3.36pm.  M Lee’s statement (page 2) states that the service operated between 9.00am and 5.00pm Monday to Friday.  Since D T’s orbital x-rays showed no evidence of metallic foreign bodies at 3.36pm, there was adequate time to carry out an MRI scan.  
79. M Lee further confirms that there was no mention of a spinal cord compression on the request form (paragraph 15, page 5).  
80. Since the differential diagnosis (noted on page CH2591) included meningitis, discitis or vertebral body osteomyelitis, I find this omission inexplicable.   
81. However, even late on the 30th May all was not lost, and prompt treatment would have led to a better neurological outcome: perhaps residual disability but a capacity for an independent life. 
Summary of Opinion:   
In summary, my opinion is as follows: 
82. D M S T suffered a spinal epidural abscess in which the diagnosis was delayed until it was too late to do anything about it.  As a result he has suffered irretrievable spinal cord damage, from which he will never recover.  His clinical history mirrors exactly the progression of a patient with a spinal abscess.  He suffered from diabetes, a condition known to increase the liability to multiple abscesses.  It had been observed in his notes that he had been behaving like an immuno-suppressed patient, and he was know to have suffered from multiple abscesses.  Therefore the diagnosis should have been considered sooner rather than later in this man.  
83. On the 26th May, he complained of increasingly severe neck pain.  A diagnosis of infection in his neck should have been considered.  
84. He was not seen by a doctor (or at least no record was in the notes of the 27th and 28th May) when his condition began to progress.  
85. On the 29th  May he was seen by M Kumar who observed that he had increasing pain in his neck, and weakness in his right arm.   However M N failed to take the appropriate action.  This is tacitly acknowledged in the report of M C, dated the 24th  April 2006.  
86. On the 30th May, he was taken to the X-ray Department for an MRI scan, within working hours.  It appears that although a diagnosis of spinal infection had been considered, this information had not been recorded on the scan request form.  The scan was aborted because of reported metal in his eye.  However, within working hours (3.36pm) it was noted that there was no metallic foreign body in his eye so a scan could have been carried out even at that late stage.  Had such a scan been carried out, it would have demonstrated an epidural abscess (see M C’s report).  Even at this late stage, the situation would have been, on balance of probability, retrievable because he was still able to move his arms and legs.  Had he undergone prompt neurosurgical evacuation of the pus, and treatment with large doses of intravenous antibiotics, on balance of probability, would have retained reasonable spinal cord function, and in my opinion would have retained his independence.  

87. On the 31st  May the die was cast irretrievably, and from there onwards, although the diagnosis was made, it was quite reasonable for W to decline treatment, on the basis that it would have proved futile.  I would concur with that opinion. 

I trust this report is sufficient for your needs.  Should you require amplifications on any salient points, please do not hesitate to let me know.

Yours sincerely,

Appendix 1

Details of my qualifications and experience in Neurological and Spinal Surgery:
Name


Munchi Soli Choksey.


Date of  Birth

5th December 1954
Qualifications

Master of Arts(Cantab)



1980



Bachelor of Medicine and Surgery(Oxon)
1979



Fellow, Royal College of Surgeons (Ed)

1984



Intercollegiate Examination in 


1993



Neurological Surgery



Doctor Of Medicine (Cantab)


1993
Experience

Senior House Officer, Neurosurgery

1983



Cambridge



Registrar, Neurosurgery



1984



Royal Free, Charing Cross Hospitals



Research Fellow, Neurosurgery


1987



National Hospital, Queen Square



Senior Registrar, Neurosurgery


1989



Newcastle.



Senior Lecturer and Honorary Consultant
1992



Royal London Hospital



Consultant Neurosurgeon, Walsgrave Hospital
1994



and Honorary Lecturer, University of Warwick
to present

Awards / Distinctions



Scholar, Clare College, Cambridge




Gold medallist, FRCS in Surgical neurology



Ralph Noble prize for outstanding Doctorate Thesis, 



University of Cambridge
