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We treat patients who present with cystitis, so called “interstitial cystitis”, bladder 
pain, pelvic pain, recurrent urinary infection, voiding problems and overactive bladder 
symptoms. These complaints overlap and sometimes share causes. 
  
A particularly common story starts with an acute urine infection that is treated 

conventionally but the patient senses that it has not cleared properly. A more 

assertive antibiotic course is used but still the non -specific feeling of active disease 

remains. Conventional urine tests prove negative. There then follows a long history 

of recalcitrant symptoms punctuated by acute attacks, commonly occurring with 

negative findings in the tests used to seek a cause. With time, the symptoms 

become tenacious, distressing and disruptive of normal life and family relationships. 

The negative tests findings result in a diagnosis and treatment impasse. 
 
The most probable current explanation is that patients experience an infection of 

the bladder that involves parasitisation of the lining, urothelial cells. The affected 

cells signal their distress and an inflammatory reaction starts. The inflammation 

irritates the bladder causing frequency urgency and pain. The longer the 

inflammation persists, the more complex the symptoms. Pain can radiate to 

different parts of the pelvis, the vagina, legs and loins. Usually, patients describe 

relentless low-level symptoms punctuated by acute flares and that can be 

distressing. These outbreaks are interpreted as isolated acute urine infections, but 

the evidence points to exacerbations of the same untreated disease. A recurring 

feature of the history is that the patients, convinced of a urine infection, are 

confounded when their urine tests negative. It is usual for the patient to be exposed 

to other investigations including blood tests, cystoscopy, bladder biopsy, renal tract 

imaging and urodynamic studies. Given the pathology, we should expect these 

investigations to be unhelpful. Some procedures including urethral dilation, 

cystodistension and bladder instillations are advocated, but these could not remedy 

the causative infections. 



The routine tests used to check for urine infection have been discredited. If they are 

positive, an infection is very likely. If negative, an infection is not excluded. The 

evidence implies that the patients’ symptoms are accurate in indicating infection. 
 
We use different methods to detect urinary tract infection. These are not as sensitive 

as we should like but they are better validated and superior to dipsticks and routine 

urine culture. All tests will be compromised by the dilution effect of a high fluid 

intake. We use a microscope to examine immediately fresh urine and count the 

white blood cells and the urothelial cells being excreted in the urine. This has been 

shown to be the best, if imperfect, of all the tests. 
 
If the correct treatment is instituted, the urinary epithelial and white blood cells 

counts will fluctuate slowly down to zero. Despite clear urine the infection will still 

be present so we then use symptoms to guide management. Thus, it is not always 

necessary to check the urine to assess progress. The symptoms that are all 

important, no tests are superior. 
 
Our studies incriminate a deep-seated infection by pathogenic microbes that live inside 

the urothelial cells or are glued to their surface in colonies called biofilms. We suspect 

that normal people may be similarly affected but with friendly microbes that do no 

harm. Problems arise when pathogenic bacteria hijack a natural relationship and make 

mischief. Microbes inside cells or in biofilms are very resistant to immune or antibiotic 

attack. Some of the affected cells are deep in the tissues. The mechanisms that the 

bacteria use to defend their territory have evolved over millennia; they are extremely 

sophisticated and make it difficult to get the infection out. This is nothing unusual; 

difficult ingrained infections have always existed. 
 
We use antibiotics to treat these infections. In order to get sufficient into the affected 

tissues we have to use the highest, tolerated doses. Low-dose, once daily regimes 

seem unreliable. These ingrained infections require long treatment courses. 
 
We shall check that a treatment is correct by looking for improvement. We then stop 

treatment briefly and look for signs of relapse. That way we validate the antibiotic 

recipe for individual patients. The infections are commonly mixed and one antibiotic 

may be insufficient. A second may be added, but it must be endorsed by showing an 

improved response which reverses when the antibiotic is withheld. This start/stop 

process is important to validate all treatments. We may have to alter treatment to find 

a regime that a person can tolerate. The outcome measures used to check progress, 

are symptoms, change in urinary white blood cell counts, and changes in urinary 

urothelial cell count. We have new better culture methods but they are not suitable 

for monitoring treatment. 
 
In summary; if the treatment is effective there will be symptom improvement and the 

urinary white blood cell and urothelial cell counts will start to fall, although they 

oscillate on the way down. Eventually the urine clears, but this does not mean that 

the infection has been eradicated and the symptoms will indicate this. Infection and 



inflammation of the bladder can persist for many weeks without urine signals. We 

have learned this from biopsy studies and from experiments in stopping treatment 

at different stages of progress. 
 
Urinary antibiotics will kill bacteria that break out of the cells and prevent them 

from infecting new cells. A full dose, twice daily, to keep levels up over 24-hours, is 

superior to once daily regimes which allow the disease to escape during the 

antibiotic trough. It seems, from dose titration studies, that the antibiotics do 

penetrate the tissues and influence some of the infection. We suspect that 

dormant infection where the microbes are not dividing is less susceptible. 
 
We have much data from longitudinal treatment studies. These show that the cell-

associated infection of the bladder wall subsides gradually. This is associated with 

slow clearance of the pains, with symptoms clearance lagging significantly behind 

the urine. Cessation studies, have taught us not to attempt stopping antibiotics until 

the urine is clear and all symptoms have gone. Despite that caution, some patients 

relapse rapidly and require longer treatments. We never treat a person without 

evidence of efficacy from brief treatment start/stop trials. 
 
Contrary to popular expectation, we experience few problems with antibiotic 

resistance. There are Darwinian reasons for this because bacterial resistance results 

from evolution. The bacteria divide very slowly so that replication and variation are 

minimal. The antibiotic doses provide a lethal selection pressure that favours 

extinction, as opposed to evolution. For resistance to evolve the correct balance of 

variation, replication and selection must exist. Our approach is designed to subvert 

those elements. The antibiotics do not affect a person’s immunity. 
 
There is no cancer risk that we know of and cystoscopy is not helpful or desirable. 

No imaging studies or urodynamic studies have shown evidence of value. 

Symptom analysis; microscopy of immediately fresh urine; and spun urinary 

sediment culture have been validated by rigorous studies. 
 
This condition has nothing to do with allergy or diet, other than specific reactions 

particular to an individual. The nutritionists, herbalists and other complementary and 

alternative practitioners offer nothing that has survived the scrutiny of evidence. The 

symptoms are not caused by psychological problems and they are not imagined. 

Hypnosis and psychoanalysis have failed to provide evidence of efficay. 
 
The value of urethral dilation or bladder dilation is untested and may be harmful. 

There is solid data showing that infection of the bladder induces the symptoms of 

hesitancy, reduced stream intermittency and terminal dribbling. This invariably 

settles with treatment of the underlying infection. The infection causes the voiding 

problem and not vice versa. 
 
The frequent occurrence of mixed infections is important. They explain bizarre 

symptom changes and unexpected exacerbations on exposure to an antibiotic. The 



current antibiotic kills some microbes but other insensitive bugs grow to occupy the 

vacated space. Usually these opportunistic colonies are harmless but if a 

pathogen spreads, it will cause symptoms but these may be different because the 

species is not the same. Since the current antibiotic is effective we maintain it and 

layer in a second. We have learned that stopping the first antibiotic often results in 

relapse because it was doing some good. 
 
Once we have established a regime that is not causing side effects but is showing a 

in symptoms reduction, and the urinary cells are falling, we test the value of the 

treatment by stopping briefly. If symptoms and signs come back we have confirmed 

the validity of the regime. We must then continue long-term and use dogged 

persistence. We rarely manage to achieve a treatment course of less than six 

months, although we constantly test this limit. The symptoms will be slow to resolve 

and the urine will clear long before them. Thus, there will come a time when we shall 

have to rely far more on the symptoms than the urine tests. 
 
This does require a great deal of patience and courage; we know that this is very 

hard to endure. We must not allow impatience to prompt treatment alterations in vain 

attempts to speed response. 
 
The urinary tract tissues are quite battered and sore and susceptible to infection. 

From time to time acute exacerbations or flares may occur because other bugs have 

taken advantage of the vulnerability of the bladder. Treated promptly these should 

not cause dismay. They are expected and do not imply a serious threat. We tend to 

respond to these by increasing the dose of the current regime first, before 

considering alternative strategies 
 
We do realise that this approach is unusual and contrary to what has been taught. 

Questioning standard guidelines and tests is unwelcome. We have attracted plenty 

of criticism and scepticism but we can answer with the evidence from our science. 

This evidence has been growing steadily for some years. We are not treating our 

patients speculatively, but by drawing on an empirical evidence set that has been 

collected during the last 20 years. 
 
Well aware that we should attract criticism, we ensured, through governance and 

external review, that our science was meticulously careful with all studies repeated a 

minimum of thrice. Other centres, particularly in the USA and Australia, are now 

reproducing are results. The antibiotic policies were developed using empirical 

methods of evolutionary epistemology, developed by John Dewey, Karl Popper, 

Konrad Lorenz, Donald Campbell, and Stephen Toulmin. We are confident that the 

science has been rigorous, conscientious and duplicated many times. 
 
We were most conscious of safety during the development of these regimes and remain 

so. We maintain very close safety monitoring. We see remarkably little antibiotic 

resistance. Nowadays studies, using advanced cultures that monitor patients during 

treatment, show that our patients become colonised by microbes that



are more sensitive to antibiotics than those at the start. There are very 

good Darwinian, reasons for this. 
 
An important concern is C.Diff diarrhoea. We have reviewed 4530 patients who have 

been treated according to our protocols. There were three cases of C.diff infection; 

two patients were taking quinolones, and the third doxycycline and Nitrofurantoin. 

Thus the probability for of occurrence is 0.0007 or 1 in 1510 cases. We have 

inherited eight patients with previous histories of infection and none have relapsed 

despite us treating their urinary infection. 
 
The antibiotics that we use, particularly cephalexin, exhibit the lowest risks for C.diff 

infection. The recipes that we use have been selected to favour the least toxic 

antibiotics and it is only in unusual situations that we use high-grade very broad-

spectrum modern drugs. Most of our prescriptions are for very old medications that 

have been around for decades 
 
All of the data that underpin these principles of care are in the public domain. We 

publish first in the conference abstracts and then follow with the much slower 

process of publication in the peer-reviewed journals. All of the salient diagnostic and 

pathophysiological data are in peer-reviewed journals. Clinical treatment outcome 

and side effects data are being submitted currently. 
 
What should our patients expect? 
 
To answer this question I am providing below a graph that was plotted from the data 

of a patient who has been treated for an unusually difficult problem. As will be 

explained this is not the norm but it does make an illustrative story/ 
 
This graph plots the urinary white cells (black squares) and epithelial cells (red 

circles) over the course of treatment covered by 16 visits to the clinic. 



 
 
 
 
 

U
ri
n

a
ry

 w
h

it
e

 a
n

d
 e

p
it
h

e
lia

l 
c
e

lls
 c

o
u

n
t 

 
 
 
 
 
 
80 
 
 

 
60 
 
 

 
40 
 
 

 
20 
 
 

 
0 

 
 
 
 
 
 
 
 

 
 Urinary white blood cells (Pus cells)   
 Urinary epithelial cells 

 
 
 
 
 
 
 
 
 
 
 
 

Victory! 
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The patient aged, 42, had suffered undiagnosed chronic urinary infection for two 

years. She was treated by us with antibiotics over three years (2011 to 2014). The 

acute flares of decreasing amplitude are well shown. Despite the lower peaks, the 

symptoms tended to be more severe during the later flares. The intensity of 

symptoms often prove misleading, being more severe when the inflammation is 

less. Thus they did do not necessarily imply treatment failure. This patient required 

16 visits to the clinic over three years. Only 20% of our patients would take this long; 

80% require much less. We are not able to predict how long it will take for an 

individual patient and the next graph helps to explain why: The graph plots number 

of visits that patients required to achieve resolution. Thus one follow up visit is the 

commonest but it only applies to 10%. Half of all patients (50%) require up to five 

visits. 
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A frequency distribution of the number of clinic attendances 

until resolution of the chronic cystitis 
  

Percentage of patients  
completing within the number Number of treatment visits 
of treatment visits  
10% 1.00 
20% 2.00 
30% 3.00 
40% 4.00 
50% 5.00 
60% 8.00 
70% 10.00 
80% 16.00 
90% 26.00  
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It can be seen that there is much variation in the length of treatment for us to be 

able to predict an individual case. However, the plot shows that the majority require 

quite moderate numbers of visits. Half of patients have completed care by five visits. 

Only 30% require more than ten visits. We emphasise the need for patience and 

perseverance but for the greater majority there will be a clear end in sight. 
 
These data demonstrate the slow progress that is accomplished when treating these 

urinary infections. Ceasing antibiotics before the cells have cleared from the urine 

usually results in relapse. Uninterrupted treatment, with full dose of the effective 

antibiotic, does not lead to resistance or immune damage. The treatment is 

controversial but it is effective and nowadays supported by a large scientific 

evidence set, as well as extensive safety data. It requires patience and dogged 

persistence. We have yet to discover a quick fix and none have been reported in the 

literature. 
 
Safety Warning 
 
Because this takes time, and antibiotics are prescribed, contradictory opinions will 

be offered by others. Some of these opinions will be assertive and dogmatic. We 

have to take a compassionate account of this pressure. 
 
We reassure that all our methods derive from scientific evidence. We correspond 

often, with the other centres worldwide working and publishing in this field. There are 

two university microbiology groups in America and one in Australia. There are two 
 



university neurology centres in the UK. At UCL we collaborate with academic 

microbiologists, nephrologists, urologists, gynaecologists and obstetricians. 

We review and criticise each other’s work. If alternative methods existed we 

should know. 
 
This is important because of other management methods and tests that might be 

proposed: Urodynamics, cystoscopy, urethral dilation, biopsy and hydrodistension of 

the bladder; may cause a return of the infection to the start. Stopping the antibiotic 

regime may also cause a serious relapse. 
 
We shall arrange scans when our urine tests, the symptoms and signs indicate that 

they are necessary. We look for indicators of kidney damage and cancer every time 

that we examine the urine. We shall never test routinely to “rule things out” because 

it is bad medicine. 
 
Thus, if other clinicians, private or NHS, alter the regime, or introduce instruments 

into the bladder, they must accept full responsibility for future treatment through to 

resolution. Professor Malone-Lee is always available to speak to other clinicians and 

GPs and all his patients know how to contact him. 
 
 
 
James Malone-Lee MD FRCP 
 
April 2014 



Protocol for management of patients with chronic lower 
urinary tract symptoms with clinical evidence of urinary tract 
infection – Whittington Lower Urinary Tract Symptoms Clinic  

The evidence for the practices described in this protocol have been reviewed briefly in a separate 

accompanying paper.  

Typical patient  

This protocol covers the management of patients with lower urinary tract symptoms likely to 

include recurrent urinary infections, chronic bladder pain, interstitial cystitis and chronic cystitis. 

Their symptoms have been present for an average of five years. The average age of the patients 

50 (95% CI 48 to 51), 80% female 20% male. Most will describe a history of multiple tests and 

consultations in secondary and/or tertiary care. The story of symptoms despite numerous normal 

urinalyses is common and most patients believe that doctors think there is nothing wrong with 

them. The typical investigations that have been used include blood tests, renal tract and pelvic 

ultrasound, CT scans, MRI scans, and urodynamics. Most patients will have undergone 

cystoscopy, with or without urethral dilation or hydro-distension. Bladder biopsies will have 

revealed various manifestations of chronic cystitis. It is common to report multiple cystoscopies. 

Other than bladder biopsies, these various investigations will usually have proved negative. A 

variety of bladder infusion treatments may have been attempted without benefit.  

Outcomes  

Using symptoms scores and analyses of urinary white blood cell excretion and urothelial cell 

shedding we have been able to measure the outcomes to the treatment regimes covered in this 

paper. The evidence gleaned implies that the treatments are successful in resolving these 

symptoms.  

Abbreviations  

Urinary tract infection (UTI)�Lower Urinary Tract Symptoms (LUTS)�White blood cells 

(wbc)�Urinary epithelial cells (epc)�Clean catch, interrupted, midstream urine sample after proper 

perineal preparation (MSU)�Extended spectrum beta-lactamase – (ESBL)  

 



Communication  

These notes are commensurate with the scripts that we use to explain our management methods 
which are used to communicate with the GPs and the patients. Both parties receive identical 
information.  

Tools to assist diagnosis Symptoms  

• Voiding symptoms 
• Pain symptoms 
• Urgency symptoms 
• Stress incontinence symptoms  
• History of recurrence and the story of management signs  
• Suprapubic tenderness, Loin tenderness, Urethra tenderness, Prostate tenderness  

Testing  

Urinary pyuria >0 wbc μl
-1 

on microscopy of an immediately fresh unspun properly collected MSU 
sample  

Urinary epithelial cell count >0 epc μl
-1 

on microscopy of an immediately fresh unspun properly 
collected MSU sample  

MSU to laboratory for routine culture�Urinary spun sediment culture in selected cases  

Lung function tests (If respiratory symptoms indicate for Nitrofurantoin)�Liver function tests 

(Certain, antibiotic exposure based on clinical judgement) U&E & Creatinine (On clinical 
judgement and for gentamicin preparation) FBC (On clinical judgement)�Inflammatory markers 

(On clinical judgement)  

Monitoring disease progression and resolution  

We generate plots of symptoms, pyuria and epithelial cells on a time axis. These are expected to 
show a damped oscillation featuring a series of peaks falling slowly towards full resolution (Figure 
1). The last curves to settle are likely to be the symptoms plots. The symptoms must dictate the 
treatment decisions, nevertheless the wbc and epc counts are accurate markers of disease 
activity. A number of patients will show plots that fall to the baseline without oscillations on the 
way (Figure 2).  



Patients who struggle to respond will show more disordered graphs (Figure 3) but these should 
not dismay, they can be brought under control.  

Problems to be confronted  

These are commonly long-term chronic infections that have been exposed to partial treatment 
strategies. The infections are more likely to be mixed than not. There are problems with E.coli 
forming very tight biofilms on the urothelial cell surfaces, and Enterococci colonise the interior of 
the urothelial cells. At this time, we do not know the behaviour of other microbes in relation to 
the cells although the infections associated with them imply and close urothelial cell association. 
We are extremely suspicious of the presence of non-culturable, obligate intracellular, fastidious 
microbes.  

The cell-associated properties of these microbes make them extremely resistant to antibiotic 
attack. Penetration of the cells and biofilms is very difficult and demanding of high doses of 
antibiotic to achieve adequate urine level. There is less of a problem with resistance.  

Many patients believe that they have not been listened to and their problems dismissed. They 
may mistrust clinical staff, fell angry and can be unusually assertive. All this is understandable 
and in many cases appropriate. The clinicians must do their best to be kind, patient and 
sympathetic, always ensuring that the story and symptoms are acknowledged and recorded.  

To control and clear these infections we have to use long-term antibiotic treatment. This is not 
welcome in our current culture and effort must go into reassurance and explanation of the reasons 
and motivation for such treatment regimes. 

How to manage the regimes:  

The key guidance comes from the graphs of the urinalysis and symptoms. If there is a downward 
trend in these graphs then you should be reassured that the treatment is appropriate and stick 
with it despite the fluctuations.  

Intolerance is by far the commonest reason for altering the prescription and in some patients this 
can require a considerable amount of shuffling to find an effective tolerated regime. This can lead 
to considerable multiplicity at the outset.  

Efficacy failure is a valid reason for changing. Some patients will forget their medication for some 
reason. The record of symptom resurgence such circumstances is a valuable indicator of 



therapeutic efficacy. If no such opportunity has arisen in an established regime this must be 
validated by a precipitating an attenuated resurgence through a temporary suspension of 
treatment.  

Because of the mixed nature of these infections combination therapies may be required. These 
should be identified on evidence. Typically, the patient responds to an antibiotic that they are 
comfortable with. If an acute exacerbation occurs this should be managed with a dose increase. 
Failing that the regime should be changed. On many occasions the symptoms will deteriorate on 
the transfer from the first antibiotic. This implies that the original antibiotic was working on some 
part of the pathology and that there is another microbe to address as well. In such circumstances 
keep the first going and work out the companion antibiotic using the trial and error approach 
seeking a response and tolerance.  

A pointer to a mixed infection requiring combination therapy is an evident response to the first 
antibiotic but this is noted to be incomplete. Patients will describe benefit but a lingering sense 
that things are not quite right and that something is going on under the surface.  

A mixed infection requiring combined therapy can sometimes be spotted because the symptom 
fluctuations differ in quality. A patient may describe a response followed by an exacerbation but 
she is able to discern a difference in the quality of the symptoms. Thus, listening carefully to what 
the patient says is extremely important.  

At every consultation, it is imperative that the patient and GP be provided with a written analysis 
of the whys and wherefores of the treatments that are being prescribed. This can be achieved by 
use of the extensive library on Artemis.  

Methenamine  

Methenamine, in combination with an antibiotic achieves remarkable synergistic effects. This 
antiseptic proves its worth when confronting notably resistant infections, when the outcome plots 
are gyrating too much, in particularly chronic infections and where patients would like to avoid 
antibiotics.  

Tolerance  

We ask the patients about tolerance and adverse reactions at every consultation. “Are you 
tolerating this medication; is it causing any troubles?”  

 



Dealing with complications, failures and adverse events  

We must be available to respond to exacerbations, treatment intolerance and response failures. 
It is not right to expect patients to wait for their next appointment. We have tried several 
approaches to the provision of extraordinary access between clinic appointments. The email 
service has proved to be the most successful by a long margin. Telephone requests of emergency 
contacts and presentation at reception failed under the pressure of demand.  

We seek to support patients who deteriorate, those who notice no change for the better in their 
symptoms and suspected adverse drug reactions.  

 

 

	



Figure 1   
 
This is an example of a damped oscillation. This pattern will show up in many 
different forms but the trend of recurring peaks of decreasing amplitude is often  
easy to discern. Sometimes the time frame can be quite protracted. 
 
 
 

 
  



Figure 2 
 
A simple straightforward resolution in a patient with a tow year history of chronic 
symptoms 
 
 

 
 
 
  



 
 
Figure 3 
 
This is a more complicated story that required more than one intervention. There is a 
damped oscillation at the start and then a flare occurring after an apparent 
resolution. It is probable that the flare at the latter phase of the graph would have 
been less troublesome if we had gone in much earlier with a rescue antibiotic 
regime. This graph shows the loose relationship between pyuria and epithelial cells. 
 

 



The treatment of chronic urinary tract infection in Professor Malone-
Lee’s clinic Hornsey Central Neighbourhood Health Centre. 

James Malone-Lee MD FRCP 
June 2014 
 
I have prepared these succinct notes to address the inevitable concerns that are 
going to be raised when long established assumptions are challenged. I am 
extremely sensitive and sympathetic to the fact that my methods will be problematic 
and worrying for primary care doctors. I do realise that my clinical practice is at 
variance with some prescribing targets operating in the community. I think that we 
need to agree a modus operandi that will be congenial to all parties. This is important 
because I am addressing a sick and vulnerable group of the population. 

We now know, with considerable confidence, some observations which have been 
confirmed by other groups: 

(1) Quantitative microbiology applied to the routine MSU, based on the Kass 
criteria of 1957 to 1960 is extremely insensitive, missing many genuine 
infections [1-3] [4, 5] [6]. 

(2) The dipstick tests for leucocyte esterase and nitrite are substantially worse 
than the culture methods. Such tests should not now be used to exclude urine 
infection [1, 7-10] [6].. 

(3) Microscopy of a fresh unspun, unstained specimen of urine, to count the 
urinary leucocytes is the best test for urine infection that we have but it will 
miss about 40% of infections [1, 10] [6]. 

(4) Many persons with lower urinary tract symptoms are living with chronic 
infections that go untreated because of contemporary guidelines [1, 10] 

(5) The symptoms that patients describe are extremely important, accurate and 
the best guide to the pathology afoot. They should never be ignored and pain 
is not necessarily essential [11]. 

(6) Many urine infections are caused by mixed colonies and mixed growths are 
associated with important independent markers of urinary tract inflammation 
and infection [12-14] . 

(7) Many urine infections involve intracellular bacterial colonisation of the 
urothelium by mixed pathogens that are fastidious and extremely difficult to 
treat by conventional methods [15] [16-18] [19]. 

Drawing on a 15-year development programme, we are nowadays managing 
patients with chronic recalcitrant urinary infections using methods that are at 
variance with many published guidelines and inimical to certain targets. The 
evidence for the justification of these approaches is 2b/a with 1b RCT studies extant 
[20]. The methods are controversial because we use protracted courses of antibiotic 
treatment lasting between six and nine months but the results are good and the 
methods are wholly commensurate with the microbiological pathology [15] [16, 17]. 



The use of combined antibiotic regimes in some patients is also well founded, given 
the nature of the pathology [12-14].  

The evidence base for our practice is vastly greater, more rigorous, critical  and 
detailed than the uncontrolled Kass data that underwrite current, normal routine NHS 
practice.  

Some important facts 

• The methods adopted in this clinic are subject to clinical governance. Unusually 
detailed outcome and safety data are collected and analysed regularly. 

• The resistance rate amongst isolates collected in this clinic runs at about 10% 
above those found in routine MSU cultures performed on outpatients without 
urinary tract symptoms. 

• The Ethics Committee has received, at their request, a written undertaking from 
me that I shall not withhold antibiotic treatment from a patient if, in my opinion, 
that patient suffers from a urinary tract infection. This is regardless of accepted 
practice elsewhere. Thus I may not withhold treatment justifying it on negative 
MSU, dipstick or pyuria. 

• The archetypical patient of this clinic is a woman. She presents with a five year 
history of lower urinary tract symptoms. She has always suspected a urinary tract 
infection. At repeated presentations to the Health Services she has been 
informed that no infection exists. This advice was probably wrong. The 
consequence for her is a well-ingrained chronic infection that will be difficult to 
eradicate. 

• Nowadays the patients treated here on extended antibiotic regimes are receiving 
them because attempted cessation has seen the recurrence of overt infection 
with symptoms. The scientific programme has achieved discoveries that are 
enabling shorter antibiotic regimes which are being introduced at this time. 

• The antibiotic regimes have to be structured on tolerance and response, which is 
not unconventional. Differential symptom responses, in the presence of mixed 
colonisation, must also lead to combined antibiotic regimes where the disease is 
notably difficult. These regimes are sustained only if a tangible response is 
evident and will also be tested at some stage by a trial of cessation. 

• Accepting full responsibility for the care of these patients, I provide an emergency 
telephone service for intercurrent exacerbations. This is not misused but 
averages eight calls daily. 

• The clinical load rose by 40% during 2012 and again during 2013  so we have 
responded by using telephone consultations much more. 

• The advent of telephone consultations has effected another change. Once the 
patients reassured that they can indeed contact us with ease they are much more 
accepting of open appointments and telephone review. 

• This is much appreciated by the patients but it presents a prescribing challenge 
that may jar with certain targets. 



• I am more than happy to provide the prescriptions for my patients if GPs feel that 
such prescriptions are outside of their jurisdiction. I sympathise with the GPs.  

• The prescribing problems seed a conflict between my provider trust and the 
CCGs because of the cost of prescribing. I have done my very best to work out 
antibiotic regimes that cost as little as possible. 

• Figure 1 is an analysis of 1919 new patients presenting before January 2012. It is 
a frequency distribution of the number of review appointments that these patients 
have had. It can be seen the majority are sorted within four review visits. A 
minority present intractable problems requiring much higher levels of attention. 

• Figure 2 Illustrate data from a prospective observational study of 351 female 
patients treated using these antibiotic regimes from January 2010 to December 
2012. A very effective response is seen during follow-up and yet the average 
duration of symptoms, prior to attendance, was 4.5 years.  
 
 

  



Figure 1 

A frequency distribution of clinic consultations for each patient 

  
 

Figure 2 

The average sum of all symptoms recorded during the management 
programme 

 
 

 

  

The mean is 6.3follow up visits (95% CI = 6 to 6.6) 
Median is 4 follow-up visits (Inter quartile span 0 to 6) 
 
  5%   ≤ 1 follow-up visit 
  10% ≤ 1 follow-up visits 
  25% ≤ 2 follow-up visits 
  50% ≤ 4 follow-up visits 
  75% ≤ 8 follow-up visits 
  90% ≤ 16 follow-up visits 
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