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The future of the medical profession
Depends on professional unity and respectful dialogue between the government 
and the profession
This year marks the 175th anniversary of the BMA. The 
association has been centrally involved in the evolution 
and stewardship of the medical profession and has 
made contributions to national and international 
health that go far beyond its role as a representative 
and negotiating body. It has had an important role in 
debates on abortion, euthanasia, global conflict and the 
proliferation of nuclear weapons, AIDS, genetics in 
medicine, and human rights. It must also take a good 
deal of the credit for the present ban on smoking1 and, 
of course, for this journal.

The BMA took a highly conservative and 
aggressive stance against Bevin’s plans for the 
National Health Service (NHS) in the 1940s, but 
50 years later found itself almost in step with the 
health departments after the abolition of the internal 
market. However, this sense of common purpose is 
now much more difficult to discern.

The BMA has been faced with many difficulties 
in engaging with the complexities of 21st century 
medicine and a highly politicised health service. The 
Shipman, Bristol, and Alder Hey enquiries,2-4 and a 
litany of errors, shook the foundations of public trust 
and professional confidence. Against a background of 
escalating healthcare costs, rapidly changing workforce 
and population demography, and the impact of the 
European Union, there have been recent difficulties 
with computerisation of the NHS, the postgraduate 
training system, doctors’ contracts, and revalidation. 
The role of doctors’ careers in medicine, and the 
future of a publicly funded health service have all 
been questioned.

It is ironic that some countries where the 
commercialisation of health care has developed 
unchecked, and others wishing to develop cost 
effective equitable health systems, have looked to 
the NHS as a role model. The NHS has, historically, 
provided universal coverage, ready access, and 
high quality care for an enviably low proportion of 
gross domestic product, although this is beginning 
to change. The reason for this change seems to be 
the political manipulation of the NHS by a health 
department that either does not understand or has 
forgotten what has made the NHS a success. It has 
disastrously underestimated the extent and importance 
of hard work, commitment, professionalism, and pride 
in the service among its workforce. This has resulted 
in a progressive deconstruction of general practice, 
the transformation of hospital contracts into a shift 

system, the introduction of bizarre organisational 
arrangements in the name of patient choice, and 
widespread demotivation and demoralisation.5 6

Has the medical profession, in its retreat from out of 
hours responsibility and personal continuity of care, 
its support of market values, and its acceptance of 
central control finally sold out? Or, is it that the NHS 
reforms have somehow eroded the conditions under 
which professionalism and altruism flourish? Altruism 
is, after all, sustained by appreciation on both sides,7 
just as professional respect and esteem are earned by 
the provision of compassionate care.

To say that the medical profession must unite to 
reaffirm its core values sounds like a statement of 
the obvious, but it is probably right. The profession 
certainly can’t afford division. Ever since the NHS 
was formed, there has been an inevitable separation 
between primary care (general practice and community 
medicine) and secondary care (hospital medicine), 
which has often caused tension between professionals. 
Current funding arrangements—including practice 
based commissioning8 and payment by results9—could 
aggravate these differences. Similarly, friction between 
doctors and health service managers needs to be 
tackled by collaborative working, including greater 
participation of senior clinicians in the management 
of health services.

Medical education and the nurturing of professional 
values have an important part to play, particularly in 
moving towards a “new compact” between patients 
and doctors, put forward by Ham and Alberti, 
which spells out the rights and responsibilities of 
the government, the profession, and the public.10 
Serious consideration should be given to proposals 
made recently to take the NHS out of party politics 
by creating new governance arrangements.11 All of 
this must be firmly underpinned by authoritative 
and consistent dialogue between the profession and 
the media.

These suggestions do not represent an agenda 
for a return to some lost, golden age of medicine, 
but rather an opportunity to reassert its enduring 
roles and values, which have been obscured by 
political and organisational turbulence. After the 
Cabinet Office’s capability review of the Department 
of Health,12 there are signs that a new political 
administration may consider better ways of working 
with medical leaders and the NHS. The importance 
of doing so cannot be underestimated. 
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Diarrhoea associated with antibiotic use
Evidence supports the use of probiotics, but effectiveness depends on the strain

Diarrhoea is a common side effect of antibiotics; it 
may prolong hospital stay, increase the risk of other 
infections, develop into more serious forms of disease 
(colitis, toxic megacolon), and lead to premature discon-
tinuation of the needed antibiotic. Diarrhoea associated 
with Clostridium difficile is a leading cause of iatrogenic 
outbreaks of diarrhoea, and considerably increases mor-
tality and healthcare costs for inpatients.1-4 Antibiotic 
associated diarrhoea may develop in 5-30% of patients, 
with the rates increasing as the antibiotic spectrum gets 
broader.4

Diarrhoea associated with antibiotic use may result 
from the disruption of the barrier of normally protec-
tive colonic microflora that are inadvertent targets of the 
inciting antibiotic. In 20-30% of these cases, an opportun-
istic pathogen, Clostridium difficile, takes advantage of this 
opening, colonises the intestine, and produces toxins, 
resulting in diarrhoea or colitis. A strategy to re-establish 
this microbial barrier is through the use of probiotics.5 
In this week’s BMJ Hickson and colleagues report a ran-
domised, placebo-controlled trial of the effects of a mix-
ture of three different strains of probiotics on prevention 
of diarrhoea associated with antibiotic use.6

Probiotics are living, beneficial bacteria or yeasts that 
are taken orally to help restore the microbial balance in 
the intestinal tract.7 A multitude of probiotic products 
are available in the global marketplace, but only some 
are backed by evidence based clinical trials.8-12 The 
diversity of probiotic products has caused confusion 
among clinicians and patients as to which are effective 
and which are not.

The trial by Hickson and colleagues randomised 135 
older hospitalised patients receiving a new course of 
antibiotics to either a probiotic yoghurt drink (containing 
Lactobacillus casei DN 114 001, L bulgaricus, and Streptococ-
cus thermophilus) or a placebo milkshake for the duration 
of the antibiotic plus one week. Patients were followed 
for an additional four weeks for the development of 
antibiotic associated diarrhoea or C difficile diarrhoea. 
Significantly fewer patients given the probiotic drink 
developed diarrhoea than did those given the placebo 
milkshake (odds ratio 0.25, 95% confidence interval 0.07 
to 0.85). Although the rates of C difficile diseases were 
low, the probiotic drink also seemed to prevent this out-
come (0% v 17% with placebo; adjusted rate ratio 17%, 
7% to 27%). No adverse effects were reported.

The trial has several strengths: the outcomes (diarrhoea 
associated with antibiotic use and C difficile diarrhoea) 
were defined, the doses (number of bacteria per day) of 
probiotics were provided, compliance was assessed, and 
treatments were blinded to patients and assessors. 

The trial is limited by its low generalisability due to 
the small proportion (8%) of people who were enrolled 
from the target pool of hospitalised patients receiving 
antibiotics. For a preventive treatment to be practical, 
it needs to be given widely to the population at risk. 

Another limitation is the lack of proper probiotic des-
ignations. Closely related bacterial strains have been 
shown to have differing abilities to act as efficacious 
probiotics,13-15 so the need to correctly identify the strain 
(not just the genus and species) of probiotic under inves-
tigation is paramount. The authors identified only one 
strain (L casei DN 114 001), and they (inappropriately) 
cited its brand name as part of its nomenclature. A 
description of the time of onset would have been help-
ful (while patient was taking antibiotics or delayed onset 
after antibiotics were stopped) so that clinicians know 
when they should expect diarrhoea to develop. The 
authors also say their analysis was intention to treat, but 
patients lost to follow-up were not included; although 
the loss to follow-up was moderate (22 patients; 16%) 
and the numbers were similar in the two groups.

Despite these limitations, this study supports the 
findings from other randomised, double blinded, 
controlled trials that various probiotic preparations 
are effective for preventing diarrhoea associated with 
antibiotic use.8-12

So how does this growing body of evidence translate 
into clinical practice? The study by Hickson and col-
leagues adds to the findings from recent meta-analyses 
that probiotics are effective for preventing diarrhoea 
associated with antibiotics.11 12 Some European hospi-
tals routinely recommend probiotics as an adjunct to 
high risk antibiotics. Probiotics may be especially use-
ful for patients with chronic infections (such as sinusitis 
or diabetic foot ulcers) that require repeated courses 
of antibiotics. Barriers to this practice include choosing 
an effective probiotic strain, the additional cost of the 
probiotic, and risks associated with use in immunocom-
promised patients. Probiotics can easily be given along 
with antibiotics as an adjunctive preventive treatment 
and seem to be well tolerated by both paediatric and 
elderly populations.12 14 16 A word of caution: clinicians 
need to consider which probiotic strain is supported by 
evidence from clinical trials, as not all probiotics have 
equal effectiveness. The evidence that probiotics are 
effective as a preventive measure for Clostridium difficile 
requires further trials, and more strains need to be tested 
for their probiotic potential. 
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Surgery for venous leg ulcers
Can reduce recurrence, but will have little impact on prevalence

Venous leg ulcers are painful, malodorous sores that 
impair quality of life and are difficult to treat.1 An esti-
mated 5-8% of the world’s population have venous dis-
ease, and 1% have venous ulcers at some time in their 
life.2 The cost to healthcare services is best known for 
the United Kingdom, where active ulcers affect 1.7% of 
the elderly population, at a cost to the NHS of around 
£600m (€890m; $1200m) a year.3 4 Available evidence 
suggests costs are high throughout Europe, the United 
States, and Australia. These ulcers are caused by sus-
tained high venous pressures due to venous disease, 
obesity, immobility associated with arthritis, or even 
old age itself.

Compression using four layer bandaging is the main-
stay of treatment—it completely heals ulcers in a mean of 
7-8 weeks when delivered by trained leg ulcer nurses in 
the community.5 6 The efficacy of four layer bandaging 
is not influenced by the underlying venous abnormal-
ity.7 Whether novel “biologically active” dressings can 
improve these healing rates remains uncertain, as does 
the role of venous surgery. 

In this week’s BMJ Gohel and colleagues report the 
long term results from the ESCHAR trial, which com-
pared compression alone with compression plus super-
ficial venous surgery in patients with open or recently 
healed leg ulcers and superficial venous incompetence.8 
This trial was adequately powered and reported on ulcer 
healing, ulcer recurrence, and ulcer-free time over three 
or four years. Most previous trials either ignored the 
role of compression therapy or compared surgery with 
compression, which is inappropriate as both are effec-
tive treatments that should be complementary.5 6 8

ESCHAR clarifies the role of superficial venous 
surgery in people willing or able to have an operation.8 

The trial found no significant difference between 
compression alone and compression plus surgery on 
ulcer healing at three years—but recurrence, which 
otherwise happens in a quarter of patients each year, 
was almost halved. This beneficial effect was most 
obvious in patients who have incompetence affecting 
only the superficial veins or those with “segmental” 
deep venous incompetence, in which reflux is found in 
limited segments of the deep veins without widespread 

valve failure. The authors’ use of “isolated superficial” 
where the deep veins are normal, “segmental deep,” 
and “total deep” incompetence is unfortunate as most 
“segmental deep” incompetence is reflux within the 
common femoral or popliteal vein emptying into the 
incompetent long or short saphenous vein; valve failure 
is largely confined to the superficial veins.9

The finding of reduced ulcer recurrence after super-
ficial vein surgery in patients with “total deep” incom-
petence is surprising as valve failure causes widespread 
deep venous reflux in such patients. However, early 
results from the ESCHAR study showed that ablating 
incompetent superficial veins improves deep venous 
function.10 This does not mean that all patients with com-
bined superficial and deep incompetence would ben-
efit from superficial surgery.9 Preoperative assessment 
in ESHCAR was by duplex imaging, which describes 
the anatomy of venous disease but not the function. 
Ambulatory venous pressures would be a more reliable 
measure of venous function, with a narrow tourniquet 
obstructing the superficial veins.9 Many surgeons do not 
use ambulatory venous pressure measurement because 
it requires cannulation of the foot, even though it is the 
only direct measure of venous pressures.

The encouraging results of surgery on ulcer recurrence 
rates in the ESCHAR trial will sadly have little influ-
ence on overall ulcer prevalence. Patients were recruited 
from specialist, hospital based leg ulcer clinics, whereas 
many elderly people in the community refuse to attend 
hospitals for either venous investigations or surgery.6 11 
Even among the hospital clinic patients screened for 
ESCHAR, over a third refused to be randomised and 
a further 20% refused surgery despite consenting to the 
study.8 In the community, our experience is that less 
than half the patients would attend for investigation, and 
perhaps a third would consider surgery, simple pinch 
skin grafting being an exception as it can be done in the 
community by specialist nurses, under local anaesthetic, 
and speeds the healing of large ulcers.12

What does this mean for general practitioners look-
ing after people with leg ulcers? Firstly, people should be 
referred to a specialist leg ulcer service for investigation of 
arterial disease before four layer bandaging, if appropriate. 
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These services should include a local vascular surgeon 
to manage arterial disease and arrange venous investiga-
tions in people being considered for surgery or, in the 
future, microfoam sclerotherapy or endovenous laser 
treatment. Referral to a vascular surgeon does not need 
to be delayed until the ulcer has healed, and nor should 
a history of deep vein thrombosis be a deterrent since 
it is found in only 10% of people with leg ulcers, and 
in a third of those with deep venous incompetence.6 
Superficial venous incompetence, the usual cause of 
varicose veins, can be detected in most patients with 
venous ulcers and is a potentially correctible cause of 
venous hypertension.8 Neither ESCHAR nor a previous 
study found that superficial venous surgery accelerates 
healing.8 13 However, there is no need to delay venous 
surgery where appropriate for uninfected leg ulcers.

Future research should focus on identifying patients 
at risk of ulceration in order to prevent rather than treat. 
Superficial venous surgery and compression will almost 
certainly both have a role in ulcer prophylaxis.
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Treating rheumatoid arthritis
Antitumour necrosis factor can produce remission if started early

Rheumatoid arthritis is a chronic inflammatory disease 
affecting the synovial joints. It is characterised by persist-
ent inflammation and destruction of bone and joints. 
It affects physical functioning and other dimensions of 
quality of life. Symptoms can be treated with analge-
sics and non-steroidal anti-inflammatory drugs, which 
block cyclo-oxygenase. The underlying disease proc-
ess can be affected by drugs that block or reduce the 
concentration of cytokines, which are known as disease 
modifying antirheumatic drugs. These drugs are either  
conventional small molecules or biological molecules.

The outcome of treatment for patients with rheuma-
toid arthritis has improved considerably during the past 
20 years.1 People have speculated about the potential to 
reverse the disease for some time. Treatments that aim 
to induce remission have been called for since the start 
of the 1990s.2 Several approaches have been investi-
gated, including step-up (adding one drug to another) 
and step-down (starting with a combination of drugs 
and withdrawing individual ones) regimens3 and giv-
ing three disease modifying antirheumatic drugs at the 
same time.4 All approaches have reduced inflamma-
tory activity, delayed radiographic progression, and 
improved function and quality of life. However, only a 
few patients have achieved remission.5

The benefits of cytokine blockers—for example, drugs 
that antagonise tumour necrosis factor (TNF)—have 
exceeded initial predictions. Blocking TNF was pre-
dicted to reduce symptoms, but to have little structural 

effect on bone and cartilage, as evidence from animal 
models indicated that interleukin-1 was a more important 
bone cytokine than TNF. Clinical studies have shown, 
however, that TNF blocking agents have long lasting 
benefit, particularly when combined with methotrexate, 
and have a major effect on bone damage.6 There is thus 
little doubt that the current most effective treatment for 
patients with rheumatoid arthritis is a combination of 
methotrexate and anti-TNF. But questions remain, such 
as whether all patients need this treatment to achieve an 
adequate response and whether it can be cost effective.

The effects of TNF on remission have been assessed 
in two studies.7 8 The first found that 12 months of anti-
TNF given early on in the disease process could produce 
remission, which was sustained one year after ceasing 
treatment.7 The second found that six months of TNF 
blockade showed only short term benefit.8

Against this background, a single blinded prag-
matic study with four treatment arms was started in 
the Netherlands, and the longer term data from this 
study have now been published.9 The first two arms 
tested the efficacy of conventional disease modifying 
antirheumatic drugs, with either a switching or step-up 
protocol, while the third and fourth arms compared 
anti-TNF plus methotrexate with combination treat-
ment plus corticosteroids.

A crucial feature of the study was that participants 
were all treated according to prespecified targets 
(treatment-to-target strategy)—initial drug regimens 
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EDITORIALS

Treating painful diabetic polyneuropathy
As consensus is lacking, protocols need to be devised and implemented locally

The incidence of diabetes is expected to double 
over the next two decades, which will result in more 
people with complications of diabetes.1 Diabetic 
polyneuropathy is one of the most common, with a 
prevalence of around 30-50%. It can have a major 
impact on patients’ quality of life, and treatment is 
usually needed for many years.2 3

Community based studies report the prevalence of 
painful diabetic polyneuropathy as around 16-26%,4 
and in one study 80% of the patients had moderate 
or severe pain.5 Quality of life is reduced in patients 
with painful diabetic polyneuropathy, with restric-
tion in daily and social activities, and the condition 
is associated with depression, sleep disturbances, and 
anxiety.3 6 7 In this week’s BMJ Wong and colleagues 
report a systematic review of the effects of drug treat-
ment in painful diabetic polyneuropathy.8

Many types of drugs have been studied for relief of 
pain in diabetic polyneuropathy,9 as little evidence 
exists that classic analgesics such as paracetamol or 

non-steroidal anti-inflammatory drugs are effective. 
Surveys show that there is substantial scope for 
improvement in clinical care. 6 10 In one UK population 
based study almost 40% of people with painful 
neuropathy reported that they had never received 
any treatment, almost a third had been prescribed 
drugs with no known efficacy in neuropathic pain, 
and only a minority had been treated with tricyclic 
antidepressants or anticonvulsants.4

Wong and colleagues’ review identified the ran-
domised placebo controlled trials of topically applied 
and orally administered drugs.8 Clinical success was 
defined as a 50% reduction in pain; withdrawal due 
to adverse events was a secondary outcome. The 
review found that tricyclic antidepressants were most 
effective in reducing pain by 50% (odds ratio 31.73; 
95% confidence interval 3.68 to 189.89), followed 
by traditional anticonvulsants (lamotrigine, sodium 
valproate, carbamazepine; odds ratio 7.59; 2.16 to 
26.58), and the newer generation anticonvulsants 
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were adjusted if participants failed to reach low disease 
activity (disease activity score ≤2.4). By definition, all 
patients should have achieved the same end point, 
as they would have been switched to a biological 
treatment if they did not respond. The design allowed 
the investigators to analyse how frequently the strategy 
could succeed and to examine subsets of patients for 
the benefits of strategies such as switching or stepping 
down drugs.

What were the main findings of this study? Firstly, by 
using an aggressive treatment-to-target strategy, remis-
sion can be achieved in about 40% of patients. Secondly, 
the trial arms that included anti-TNF reduced inflam-
mation more rapidly, reduced long term disease activity 
more effectively, and had bigger structural benefits than 
those that did not. Thirdly, induction with anti-TNF 
allowed more patients to come off the biological treat-
ment and remain in remission. Fourthly, the escalat-
ing monotherapy arms (which measured the likelihood 
of a good response to individual agents) showed that 
while around 30% of patients started on methotrexate 
responded well, subsequent responses to further con-
ventional disease modifying antirheumatic drugs were 
rare. Thus, most patients who fail methotrexate mono-
therapy will benefit from a direct switch to anti-TNF 
plus methotrexate, rather than trying other conventional 
antirheumatic drug regimens.

These long term data confirm the success of the 
treatment-to-target strategy, which has improved out-
come in other pragmatic trials with conventional dis-
ease modifying antirheumatic drugs.10 Furthermore, 
anti-TNF plus methotrexate was the most effective and 
least toxic treatment.

Another interesting message to come out of the study 
relates to prognosis. Patients entered into this study had 

established early rheumatoid arthritis and a high pro-
portion had structural damage, indicating disease with 
a relatively poor prognosis. It is interesting that patients 
who declined entry into the study, and mostly had 
milder disease at baseline (and should therefore have 
had a better outcome), ended up doing much worse 
than the included patients (F Breedveld, personal com-
munication, 2007). One lesson is that if patients with 
a poor prognosis could be identified early, then they 
would be the ones most likely to benefit from more 
aggressive approaches.

Data suggest that patients with a poor prognosis can 
be identified by a combination of features including 
a high acute phase response, autoantibodies to rheu-
matoid factor or cyclic citrullinated peptides (or both), 
and evidence of radiological erosions at baseline. By 
using more sensitive imaging techniques, it might be 
possible to identify more people at high risk of a severe 
disease course.11

Are we now in a position to recommend that patients 
with a poor prognosis should receive anti-TNF as first 
line treatment? If the cost of the drugs was minimal, 
the only relevant comparator would be combination 
regimens with corticosteroids and methotrexate as 
the anchoring drugs. Cost effectiveness analyses are 
under way and will influence how widespread such an 
approach is likely to be.

The success of the treatment-to-target strategy supports 
its use in clinical practice whenever possible. The data 
also suggest that patients with rheumatoid arthritis can 
achieve remission, but for them to cease treatment and 
remain in remission they must be treated early on in the 
disease process.7 12 However, sufficient uncertainty exists 
to warrant further double blinded trials and analyses of 
their costs.
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(gabapentin, oxacarbazepine, pregabalin; odds ratio 
3.25; 2.27 to 4.66). The newer generation anticonvul-
sants were most likely to cause withdrawals due to 
adverse events, followed by tricyclic antidepressants, 
and the traditional anticonvulsants (odds ratios 2.98, 
2.32, 1.51 respectively). 

This review can help clinicians make evidence 
based choices in the management of painful diabetic 
polyneuropathy, and it also highlights some of the 
problems in the treatment regimens often prescribed 
for this condition. The efficacy of pharmacological 
treatment is limited: with of one of the most 
efficacious drugs in the meta-analysis, amitriptyline, 
three patients need to be treated to achieve a 50% 
reduction in pain score in one patient; in the other 
two patients the drug will have no effect or a limited 
effect. Adverse effects were not infrequent, and in the 
analysis of the effects of tramadol the odds ratio for 
withdrawal due to adverse events was higher than 
the odds ratio for 50% pain relief. It is difficult to 
compare the results of different trials in the review 
since the duration of treatment was highly variable 
(between 2 to 16 weeks) and could have influenced 
the number of withdrawals. Unfortunately all the 
trials in the review were relatively short; many 
included only a few patients), and for some drugs 
the confidence intervals were large. Clearly, robust 
studies with sufficient size and duration, preferably 
of at least one year, are needed.

Treatment of painful diabetic polyneuropathy is a 
clinical challenge and requires a treatment plan that 
should include psychosocial factors, glucose control, 
and, if necessary, pharmacological treatment. Listen-
ing to the patient and explaining the cause of the 
pain can help to reduce anxiety. Patients’ beliefs and 
perceptions of the pain and its cause, coping strate-
gies, mood changes, disturbed sleep, and anxiety all 
need to be addressed.

Several studies have looked at the impact of anal-
gesic treatment on quality of life, sleep patterns, anxi-
ety, and depression and most of them have shown 
an improvement in quality of life which might be 
directly related to improvement in pain score.11 
Therefore, treating anxiety or depression first might 
also reduce the need for analgesics. A few observa-
tional studies have indicated that large variations in 
blood glucose can exacerbate the pain, so glycaemic 
control should be optimised.12 13

If, despite these measures, the pain persists and 
is so severe that pharmacological treatment is 
indicated tricyclic antidepressants seem the best first 
step, as suggested by Wong and colleagues’ review. 
But contraindications include cardiac conduction 
disturbances and glaucoma, and side effects are not 
infrequent. The dilemma in treating painful diabetic 
polyneuropathy is what should be done with the many 
people who do not respond sufficiently to tricyclic 
antidepressants or in whom tricyclic antidepressants 
are contraindicated. Wong and colleagues  suggest 
that the next step should be to use one of the older 
generation anticonvulsants. However, this advice is 

based on clustering a group of anticonvulsants with 
very different modes of action; if they are analysed 
separately, the number of studies for each drug is 
relatively small and the evidence for efficacy does not 
seem convincing. Therefore, we and others suggest 
pregabalin, duloxetine, or gabapentin as second line 
agents, as these drugs do not seem to differ much 
in efficacy or in the frequency and severity of side 
effects.9 Only one or two of these drugs should be 
included in the local treatment protocol, so that 
clinicians can develop sufficient experience with 
them. If this treatment fails, combination therapy or 
tramadol (or another opioid) can be considered.

Studies that evaluate the efficacy of the combination 
of two or more drugs to relieve pain are few. Only 
one study combined gabapentin and morphine in 
people with neuropathic pain; it showed that the 
combination gave better pain relief, required lower 
doses of both drugs, and fewer side effects than if the 
drugs were used singly.14

Although our knowledge of the treatment of painful 
diabetic polyneuropathy is growing, there is still no 
consensus on the most effective protocol. Therefore 
doctors treating people with diabetes must develop 
their own local screening and treatment protocols. 
They should include a treatment algorithm, 
indications and contraindications for drug treatment, 
potential adverse effects to look out for, and a simple 
technique to monitor the effectiveness of treatment.
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