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ABSTRACT 

The purpose of this retrospective review is to question the validity of the condition ‘loin pain haematuria syndrome’ 
( LPHS) . We highlight the possibility that most patients regarded as having LPHS have a psychiatric/psychological basis 
for their symptoms, particularly loin pain. Because of this, and because it recurs despite treatment, the review also 
questions the use of treatments that are invasive, expensive, and carry considerable morbidity. 
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was often unclear and, in many cases, a psychiatric factor was 
not excluded. 

This review throws doubt on the existence of LPHS as a spe- 
cific physical condition. Scrutiny of the literature supports the 
view that LPHS is a manifestation of a psychiatric or psycholog- 
ical condition. 

INTRODUCTION 

LPHS has been a feature of nephrological practice since the origi- 
nal report by Little et al. [1 ], who described three women with loin 
pain and haematuria. Renal histology showed interstitial fibrosis 
in two and sub-capsular fibrosis in the third. Renal arteriography 
was described as showing tortuosity of vessels with narrow ir- 
regular lumina. Later, more sophisticated imaging failed to con- 
firm these changes. Haematuria, although originally an essen- 
tial component of LPHS, has been an inconsistent feature, and 
recently the syndrome has been described as loin pain ‘with or 
without haematuria’ [2 ]. This review assesses the validity of the 
belief that LPHS is a physical conditiion and explores the evi- 
dence for a psychiatric/psychological basis. 
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eer-reviewed publications ( PubMed) were accessed using the 
erms ‘loin pain haematuria’ and ‘loin pain haematuria syn- 
rome’. A total of 613 patients diagnosed as LPHS were iden-
ified in 75 papers published between April 1967 and March
017 ( Group A) . Nine papers published between April 2017 
nd December 2020 produced 125 patients ( Group B) . The de- 
ographics of all 738 patients in the two groups are de-
cribed where available. Seven papers ( May 2021–March 2023) 
re not included in this review as they do not affect our
onclusions. 

In Group A, haematuria was reported in only 274 of the 613
atients. Various forms of imaging, most importantly renal ar- 
eriograms, were normal. Histologically, assessment of 331 re- 
al biopsies were normal or showed minor changes. Various 
reatments for pain relief, ranging from analgesics to kidney 
uto-transplantation ( KAT) showed mixed results. Thirty-one 
atients had a psychiatric history which was also suspected in
nother 205 of the 613 patients. 

The nine papers in Group B focused particularly on treat-
ent for pain, KAT being the favoured option, rather than

nvestigation of the aetiology of LPHS. The basis for diagnosis
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PubMed literature search:
‘Loin Pain Haematuria’ and

‘Loin Pain Haematuria Syndrome’
234 articles identified

143 original articles
obtained and reviewed

84 articles included
in final analysis

738 patients identified
and data analysed

109 articles

91 articles excluded:
• Irrelevant from review
  of title and abstract

34 articles excluded:
• Other renal pathologies

25 articles excluded:
• Duplicated data
• Review articles and letters
  with no new cases identified

Figure 1: Selection of peer-reviewed papers: March 1967–2021. 

Table 1: Profile of the 84 papers assessed in detail ( Groups A + B) 

Type of paper Number of papers 

Single case reports 27 
Case series: 2–10 patients 36 
Case series: 11–20 patients 10 
Case series: 21–30 patients 7 
Case series: 31–40 patients 1 
Case series: 41–50 patients 1 
Case series: > 51 patients 2 
Total 84 
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NALYSIS OF PUBLICATIONS 1967–2020 

he PubMed search produced 234 publications; 150 papers were 
xcluded for reasons given in Fig. 1 . The remaining 84 publica- 
ions comprising 738 patients were analysed ( Table 1 ) . Papers 
ere mostly from four countries: UK 34 ( 367 cases) , USA 23 ( 201) ,
ustralia 7 ( 87) , Canada 6 ( 59) ; 718 patients ( 97%) were from 

nglish-speaking countries. 
The 84 publications ( Tables 1 and 2 ) were split into two 

roups. Earlier publications encompassed 1967–2017 ( Group A) 
nd later publications 2017–2020 ( Group B) . The rationale for 
he division was that by 2017 the content of publications had 
hanged from a predominantly nephrological search for a cause 
or the symptoms to surgical treatments to relieve pain. The lat- 
er papers were mostly written by surgeons, anaesthetists, and 
adiologists and not published in nephrological journals. Unlike 
any publications in Group A, psychiatrists were not involved 
nd there was an emphasis on relieving pain.
HARACTERISTICS OF 613 PATIENTS 

967–2017 ( GROUP A) 

linical aspects 

emographic status 

here were 126 men and 404 women ( 83 gender unknown) . The 
ge-range ( known in 243) was 6 to 80 years ( mean 29.9, median 
1.0) ; in 370 patients age was not reported. Racial status was 
iven in a minority: Caucasians 61, African Americans 2, and 
hite Americans 1. Of 92 patients with a reported occupation,

6 were in an occupation related to medicine. Relatives’ occupa- 
ions were reported in 20 cases of whom 16 had relatives whose
mployment was medically related. 

aematuria, proteinuria, urine microscopy 

acroscopic haematuria was reported in 162 patients. If red 
ells in urinary sediment and dipstick-positive haematuria are 
ccepted as adequate evidence, 112 patients had microscopic 
aematuria; 279 patients were recorded simply as ‘haematuria’.
f the 613 cases, 44 were reported to have proteinuria. Haema- 
uria and proteinuria unreported in 10% and 75% of cases,
espectively. 

lood pressure, kidney function 

lood pressure, measured in 223 patients, was raised in 
0. Kidney function was normal in 260 as judged by an 
GFR ≥60 ml/min or serum creatinine ( SCr) ≤1.2 mg/100 mL 
 106 μmol/L) , or a statement that kidney function or SCr was 
ormal. Eight patients had mildly reduced renal function: 1.24–
.47 mg/100 mL ( 110–130 μmol/L) . Kidney function was not 
ecorded in 345 ( 56.3%) of patients. 

rolithiasis 

mong the 75 papers, 16 reported 161 patients with a history 
f renal stones. Fifty-nine had a past history or stones present 
t the time of LPHS diagnosis. Among these 59, in only 22 had
tones been detected. In 18 the diagnosis was not corroborated; 
n 16 the history was probably correct but stones were not found 
hen LPHS was investigated. All patients were diagnosed as 
PHS and are included here, though recognising that LPHS was 
ot necessarily an appropriate diagnosis. 

maging, cystoscopy 

ntravenous urography 

f 613 patients, 379 underwent IVU. All were normal. 

enal arteriography 

 total of 131 patients underwent this procedure; 102 were re- 
orted to be abnormal. Most of the studies were performed be- 
ween 1967 and 1997; the abnormalities described were similar 
o those reported by Little et al. [1 ]. With improved imaging, small
essels were better defined and the earlier-described abnormali- 
ies were not confirmed. In 482 patients, renal arteriography was 
ither not done or not reported. 
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Table 3: Efficacy of treatments potentially curative of pain in LPHS 
patients ( Group A) 

Treatment Success Failure 

Unknown, 
partial, or 
short-lived 

Total 
patients 

Anticoagulants 0 9 5 14 
Denervation 26 28 49 103 
Stent 0 6 6 12 
Nephrectomy 9 14 19 42 
Auto-transplant 74 40 54 168 
TOTAL [%] 109 [32.2] 97 [28.6] 133 [39.2] 339 
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ltrasound 

n total, 101 patients had normal scans. The remaining 512 were
ot scanned. The earliest mention of ultrasound in relation to
PHS was in 1987 [3 ]. 

sotope renography 

f 70 studies, all but seven were normal. 

enal CT scan 

f 68 scans, 66 were normal. One showed adhesions between the
idney and abdominal wall, and another a resolving renal vein
hrombosis. 

ystoscopy, retrograde pyelography 

 total of 228 of 235 patients had normal cystoscopies: four had
reteric bleeding, two had abnormal mucosa and one had both.
n 50 patients retrograde pyelography was normal. 

enal histology 

he results of 240 of the 331 biopsies were available. 

ight microscopy 

inety-five specimens ( 39%) were normal; 145 abnormal. Ab- 
ormalities included vascular and/or fibrotic changes, increased 
esangial matrix, and mesangial cell proliferation. One case 
howed membranous glomerulonephritis. There were no con- 
istent findings. 

mmunofluorescence 

he commonest findings were C3 deposition in the mesangium 

r vessels ( 55 cases) . Six cases showed IgA nephropathy and 
nother IgM nephropathy. No consistent diagnostic features 
merge. 

lectron microscopy 

hin basement membrane disease ( TBMD) was present in two 
ases. Spetie et al. [4 ] undertook 34 biopsies: nine showed ‘un-
sually thin GBM’ and 11 ‘unusually thick GBM’. The authors
ostulated that haematuria in LPHS is glomerular in origin and
he pain due to tubular obstruction causing renal parenchy- 
al swelling and stretching of the renal capsule. However, they
uestioned whether the extent of blood seen in tubules re-
ulted from the biopsy procedure itself. They concluded; ‘other 
actors are needed to explain the severe pain in patients with
PHS’. 

In a recent biopsy study of 14 patients, Prasad et al. [5 ] found
hat the GBM was normal in 12 and thicker than normal in one
 one biopsy inadequate) . This paper is not included in our review.

herapeutic interventions and outcomes 

any interventions were used: analgesic combinations usually 
ontaining opioids, nerve block, denervation, KAT, and nephrec- 
omy ( Table 3 ) . Patients frequently had multiple interventions 
ut, in many, the type and/or the outcome were unclear or not
eported. 

nalgesics 

f 613 patients, 289 ( 47.1%) were treated with analgesics; in the 
emaining 324 analgesic data were missing. The commonest 
nalgesics were opioids used singly or with other drugs amount-
ng to 274 patients ( 44.7% of the 613) . Among these, 18 were con-
idered to have overused their drug. 

nticoagulants, anti-platelet drugs 

ive patients, described by Burden et al. [6 ], received warfarin and
ad short-term pain-relief; another five received both drugs or
ust anti-platelet agents. In four the drugs used were not speci-
ed. In the latter nine patients there was no consistent evidence
f benefit. Leaker et al. [7 ] reported 25 patients, some of whom
ere given anti-platelet agents without success. 

apsaicin 

n 61 of 75 patients treated, capsaicin was instilled into the
reter on the side of the loin pain; the site was not stated in
4. In 44 patients with adequately reported results, 17 were suc-
essful, 15 failed and in 12 pain control was partial or short-lived.
offman [8 ] undertook a meta-analysis of LPHS patients treated
ith intra-ureteric Capsaicin. Pain-relief was achieved in 57.5%
f patients but its duration was unclear and side effects often
ntolerable. 

ocal anaesthetics 

arious anaesthetics injected at different sites were used in 29
 4.7%) patients, some being treated more than once. Only four
atients had successful outcomes, 12 had partial/temporary im-
rovement in pain and six had no response. In seven the out-
ome was not clear. 

enervation 

his was carried out in 103 ( 16.8%) patients. Discernible out-
omes in 67 were: successful 26; failed 28; partial or short-lived
3. Outcomes were not clear in 36 patients. Coffman’s meta-
nalysis [8 ] found that pain was relieved in 25.4% of cases but
ecurred in 75% of these patients. 

erve block 

arious nerve-blocking manoeuvres were attempted, some on 
ultiple occasions. Nerve block was used in 91 ( 14.8%) patients.
he effects on pain relief were disappointing or uninterpretable.

reteric stenting 

his was performed in 12 patients. Six had no pain relief, one
ad partial relief and in five the outcomes were unclear. 

rimary nephrectomy 

orty-two ( 6.8%) patients underwent nephrectomy, one being 
artial. Only nine ( 21%) are recorded as having complete pain
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Table 4: Results of auto-transplantation ( Group B) a 

Follow-up 
[months] 

Success 
[no pain] 

Partial/temporary 
pain relief Failure Total 

1 1 12 4 17 
3–4 2 0 0 2 
6 0 0 1 1 
12 16 16 0 32 
TOTAL 19 28 5 52 

a Eighteen patients, not included here, were operated on but the data were either 

incomplete or the patient lost to follow-up. 
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elief; in 14 ( 33%) pain recurred on the other side. In 19 ( 45%) it 
s unclear whether pain relief was achieved or not. 

idney auto-transplantation 

s summarised in Table 4 , 168 patients underwent single KAT 
ith pain relief in 74. In 40 of the 168, pain recurred on the same
r contralateral side. The outcome with regard to pain in the re- 
aining 54 is uncertain. After KAT, 28 of the 168 underwent auto- 

ransplant nephrectomy for recurrent symptoms. Another 25 
 15%) had the second native kidney auto-transplanted; of 25 bi- 
ateral auto-transplantations, seven were considered a success,
ve a failure, but the outcome was unknown in 13. Coffman’s 
eta-analysis [8 ] showed that 62.5% of patients were pain-free 
ne year post-operatively. 

iscellaneous treatments 

hirty patients were treated by trans-cutaneous nerve stimu- 
ation and 26 received physical therapy. A wide range of other 
reatments were carried out in very small numbers of patients.
one resulted in significant or long-term benefit. 

istology of native nephrectomies and biopsies of 
uto-transplants 

here were 17 histological reports of native nephrectomies: nor- 
al ( 4) , normal vessels ( 2) , C3 in vessel walls ( 3) , significant scar- 

ing ( 3) , and a variety of other non-specific abnormalities. The 
istology of three auto-transplant nephrectomies was normal; 
 fourth showed chronic interstitial nephritis and renal infarc- 
ion. 

sychiatry and somatisation 

n 23 of 75 papers, there was confirmation prior to LPHS diagno- 
is of a past psychiatric history in 31 patients and a possible such 
iagnosis in 25. While LPHS was being investigated or treated, a 
sychiatric diagnosis was suspected in 205. Psychiatric assess- 
ents were reported in 314 patients; nine had no assessment; 

n 290 there was no information on assessment. In 170 patients 
he nephrologist or psychiatrist thought the loin pain was an ex- 
ression of underlying psychiatric illness. 
Leaker et al. [7 ] noted that 6 of 25 LPHS patients had received 

sychiatric care prior to diagnosis. Three had addiction prob- 
ems, one anorexia nervosa, and two were said to have hyste- 
ia. Lucas et al. [9 ] found, in 15 LPHS patients, three times the 
umber of medically unexplained symptoms and more anal- 
esic consumption, than a control group. In 8 of the 15, on- 
et of pain was associated with an adverse psychological life- 
vent in the preceding 6 months. This had not occurred in any 
f the controls. Lucas et al. [9 ] also noted serious parental ill- 
ess/disability during the patients’ childhood. The ranking of 
dverse life-events was assessed using the American Psychi- 
tric Association’s method ( Diagnostic and Statistical Manual 
f Mental Disorders-Revised) . Similar views were expressed by 
elly [10 ] and Lall et al. [11 ]. The latter paper reported that four of
even patients responded successfully after 1 year to a combina- 
ion of counselling, anti-depressants, and anxiolytics. Bass et al.
12 ], assessing the psychological factors associated with LPHS 
n 21 patients, using the Hospital Anxiety and Depression Scale 
 HADS) , considered that 12 had a somatoform disorder, two had 
issimulation and six admitted opioid abuse. Taba Taba Vakili 
t al. [13 ] noted a wide range of psychological and psychiatric 
actors known to contribute to the development of symptoms in 
PHS patients. 

Not all authors acknowledge a psychiatric/psychological ae- 
iology in LPHS. Bultitude et al. [14 ], recognising that not find-
ng a physical cause for the syndrome suggests a psychiatric 
isorder, studied patients using a wide range of patient ques- 
ionnaires: McGill Pain Questionnaire ( MPQ) , Pain Rating Index,
resent Pain Intensity, General Health Questionnaire, HADS. The 
ssessments were made pre- and post-treatment with Cap- 
aicin. No patient had a past history of psychiatric illness and 
re-treatment there were no differences between treatment and 
ontrol groups. However, post-treatment the Capsaicin group 
howed significant improvement. The authors concluded that 
PHS has an organic basis. Dube et al. [15 ] reported depression
n LPHS patients but was unable to decide whether this was a 
re-existing condition or a consequence of long-standing pain. 

ependency on opioids 

s mentioned above, 18 patients were considered to overuse opi- 
ids. Many others were found to be opioid-dependent. Other pa- 
ers comment on this aspect of patients’ histories [7 , 12 , 13 ].
hat some patients labelled as LPHS may have exaggerated their 
ymptoms to obtain opioids cannot be excluded. 

atients’ and relatives’ occupations 

he finding that patients and near relatives often had occupa- 
ions related to medicine was noted by Little et al. [1 ] and other
uthors [6 , 9 , 12 , 14 , 16 ]. In Group A, 46 of 92 patients with known
ccupations worked in a medical field; this was also true for 16 
f 20 close relatives. 

elf-induction of clinical features 

ittle et al. [1 ] reported falsification of body temperatures by 
atients. Similarly, Aber and Higgins [16 ] reported interference 
ith urine tests for blood ( see Discussion) . 

PHS in children 

f the 613 patients ( Group A) reviewed, 26 were children, aged 
–16. The paper by Burke and Hardie [17 ] presented data in chil-
ren with LPHS and specifically in two children aged 6 and 10.
hey comment: ‘a significant number show psychological and 
sychopathological features’, and that ‘A detailed psychologi- 
al history is mandatory’. Evaluation should include any psy- 
hiatric history in relatives and any history of emotional, phys- 
cal, or sexual abuse in the child. Factitious haematuria should 
lso be borne in mind. The two children reported had haema- 
uria and loin pain but kidney biopsies showed proliferative 
lomerulonephritis. Both children had experienced adverse life 
vents. They should not be regarded as having LPHS because of 
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he clear histological findings. An account of one child, aged 7,
s in the Discussion. 

HARACTERISTICS OF 125 PATIENTS 

017–2020 ( GROUP B) 

linical aspects 

emographic status 

here were 53 women and 19 men; gender was not stated in
3. The age range was 19–62. Caucasians comprised 68 of 70 pa-
ients. Occupation was recorded in only two of the 125 patients.

aematuria, proteinuria, urine microscopy, and culture 

acroscopic haematuria was reported in 10 patients. In one 
aper LPHS was accepted as a diagnosis ‘with or without’
aematuria [2 ]. Proteinuria was absent in the 12 patients tested.
rine microscopy and culture was carried out in one study ( 12
atients) ; no results were provided. 

lood pressure, kidney function 

lood pressure was normal in 17 patients in whom it was mea-
ured. Kidney function ( eGFR) was normal in 19 patients in 
hom it was measured. 

maging, cystoscopy 

adiological 

ew diagnostic radiological investigations were carried out in 
ontrast to over 750 in Group A. Renal angiography was used not
or diagnostic purposes but for pre-operative or pre-denervation 
ssessment of vascular structures. 

ystoscopy, urine cytology 

n contrast to Group A, cystoscopy was reported in only one pa-
er ( six cystoscopies) but without details. Urine cytology was 
entioned in one paper without results. 

enal histology 

here were no reports on renal histology. 

herapeutic interventions and outcomes 

ost patients in Group B were heavy users of opioids. Some had
ndergone other treatments similar to those in Group A. 
The nine papers in Group B comprise treatments by KAT

5], renal denervation [2], electrical neurological stimulation [2] 
 dorsal root ganglion 1, spinal cord 1) , and nephrectomy [2]. The
utcomes of these treatments were reported at various times af-
er the procedures; in some, follow-up was as brief as one month.
owever, there are clear, longer-term data, especially for KAT at
ne year ( Table 4 ) . Overall, outcome descriptions were often im-
recise. 

idney auto-transplantation 

eventy patients were auto-transplanted. In 18 ( 26%) , there were 
o follow-up data. The outcomes in the remaining 52 patients
re summarised in Table 4 . Nineteen had complete pain relief,
ustained for varying lengths of time. In 28 the pain improved
ut was not eradicated after 1 year; in five patients KAT did not
elieve pain. 
enal denervation 

here were 14 LPHS patients treated by denervation. In one
aper describing eight patients [18 ], seven had pain reduction
f > 30% at 6 months using the MPQ. Another paper [19 ] reported
ix patients who had a significant reduction in analgesic con-
umption at 3 months and a further fall by 12 months. 

orsal root ganglion stimulation ( DRGS) , spinal cord 
timulation ( SCS) 

n one patient DRGS resulted in abolition of pain after 1 month.
t 36 months the pain was less severe compared with pre-
reatment [20 ]. The assessment used a Numeric Rating Scale
hich fell from 9 to 0. Similarly, the one SCS patient reported less
ain than initially after 26 months [21 ] as assessed by a Quality-
f-Life Scale which improved from 5 to 10. 

ephrectomy 

wo papers record five nephrectomies. In one series of 60 pa-
ients deemed suitable for KAT [2 ], three elected to undergo
ephrectomy rather than KAT; the outcome was not recorded.
n another paper [22 ] an auto-transplanted LPHS patient contin-
ed to have pain, and the graft was removed at 6 months. The
atient remained pain-free at 11 years. Interestingly, the ‘LPHS
idney’ removed was transplanted into a non-LPHS patient; the
ecipient also had no pain at 11 years. 

sychiatry and somatisation 

mong Group B papers, the importance of psychiatric assess-
ent is referred to. However, there were no psychiatrists among

he authors or in the clinical work-up. In one paper [19 ], all six
PHS patients were seen by ‘a pain specialist or psychologist’ but
ithout a record of findings despite evidence of opioid depen-
ency. The largest study in this review is by Campsen et al. [2 ] and
elated to KAT. Pain and quality-of-life were assessed preopera-
ively and at 1, 3, and 5 years post-operatively. Assessments in-
luded the Beck Depression Inventory ( BDI) . In 88.9% of patients
 50% reduction in pain was found at 1 year; the BDI fell from 23.7
o 8.2. Only five patients were re-evaluated at 3 years, and three
t 5 years. Pain scores had improved but the pain remained. In
ight papers in Group B there was no discussion concerning the
ossibility that some of the patients’ symptoms may have had a
sychiatric basis. 

OMPLICATIONS OF TREATMENT IN GROUPS 

 AND B 

omplications ranged from minor ( chest or wound infections) 
o very serious ( nephrectomy of a native or auto-transplanted
idney) . Bilateral nephrectomy was considered necessary in 
ome patients, leaving them dependent on life-long renal re-
lacement therapy. 

ISCUSSION 

n the first publication of what came to be known as loin pain
aematuria syndrome, Little et al. [1 ] used investigations avail-
ble at the time to arrive at a diagnosis. Renal arteriography
uggested abnormalities of smaller intra-renal arteries. Burden 
t al. [6 , 23 ] supported this opinion and also noted psychological
raits similar to some noted by Little et al. [1 ]. Importantly, Sher-
ood in 1979 [24 ] observed that during arteriography ‘transient
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atches of renal cortical ischaemia’ can be seen. In the 1980s,
mproved imaging showed that the renal vessels were, in fact,
ormal and the putative abnormalities were artefacts caused by 
he procedure itself. 

With reference to haematuria, the patients we reviewed 
ometimes reported visible blood or it was detected microscopi- 
ally or by urine test strips. In 279 of 613 cases the type of haema-
uria was ignored and in 60 ( 9.8%) was not reported at all. Sim- 
larly, many investigations, often crucial in excluding specific 
enal diseases, were not performed even when the patients’ his- 
ories merited it. Fifteen patients had investigations suggesting 
idney diseases potentially explaining their haematuria; 10 were 
lomerular diseases. 

There was sometimes failure to report the treatments 
sed or their outcomes. This applied even to radical treat- 
ents such as nephrectomy, auto-transplantation, and auto- 

ransplant nephrectomy. Despite employing these forms of 
urgery many patients continued to complain of pain, some- 
imes immediately post-operatively, making an underlying 
hysical disorder unlikely. 
Little et al. [1 ] commented on the psychological attitude of 

heir patients including anxiety, repeated demands for medi- 
al attention and occasionally fabrication of evidence. Eighteen 
ears later, in his book ‘The Kidney’ [25 ], de Wardener expanded 
n these findings. 
Our review shows that a psychiatric aspect of the aetiol- 

gy of LPHS cannot be ignored. We agree with Kelly [10 ] who 
ommented in his paper on LPHS: ‘The roles of illness be- 
aviour, patterns of somatisation and psychiatric disorder as- 
ociated with chronic pain syndromes, need to be addressed,
s do the patterns of medical and surgical response to these 
atients’. Kelly [10 ] concluded that in ‘at least a subgroup ( of 
PHS patients) psychological and psychopathological factors are 
aramount and perhaps explanatory. Nevertheless, these ap- 
roaches to treatment have been neglected’ despite the known 
ssociation with chronic pain. In Group A, 56 patients had a defi- 
ite or possible psychiatric illness prior to the onset of their loin 
ain/haematuria; another 170 patients were considered by their 
ephrologist or psychiatrist to have pain that was an expression 
f an underlying psychiatric or psychological condition. 
Some patients considered to have LPHS might be examples 

f Munchausen syndrome, or Munchausen Syndrome by Proxy.
his term, coined by Meadow [26 ], related to a study in 19 chil- 
ren whose mothers fabricated their children’s clinical histories 
nd signs. Many of the mothers had been nurses, some hav- 
ng fabricated symptoms or signs in themselves; three were re- 
arded as having Munchausen Syndrome. Factitious haematuria 
as a feature in seven of the 19 children, some bearing a remark- 
ble similarity to one patient in this review. Haddad et al. [27 ] de- 
cribed a 7-year-old with recurrent loin pain and haematuria as 
aving Munchausen Syndrome by Proxy. Her mother, previously 
 nurse, had had similar symptoms when younger. After multi- 
le negative investigations, the child’s condition was labelled as 
PHS. It was then discovered that the blood in the child’s urine 
as not of her blood group but matched the mother’s group. The 
roblem was the mother, not the child. Twelve months after the 
cause’ of haematuria was found, the child had neither haema- 
uria nor loin pain. 

Lucas et al. [9 ] reported that LPHS patients had significantly 
ore unexplained somatic symptoms than matched controls 
nd that the loin pain was significantly related to ‘an adverse 
sychological life event’. They concluded that LPHS might be ‘a 
ype of persistent somatoform pain disorder’. The WHO defini- 
ion of this term is ‘persistent, severe and distressing pain that 
annot be explained fully by a physiological process or a physical 
isorder’ [28 ]. 
Related to the patients’ psychiatric state is the high inci- 

ence, in both groups of patients, of opioid misuse and overuse 
mounting to dependency. While not directly related to the pa- 
ients’ psychiatric status, several authors [7 , 29 , 30 ] refer to pa- 
ients whose occupations related to medicine as noted by Little 
t al. [1 ]. 

That relief of loin pain was achieved by denervation or auto- 
ransplantation suggests that in some individuals the pain has a 
enuine physical cause. The explanation for successful pain re- 
ief is either interference with the renal nerves ( denervation) or 
emoval of the nerves by nephrectomy or auto-transplantation.
uch theories leave unanswered the question of why many such 
rocedures have failed to relieve pain. 
From the 1970s onwards, efforts were largely directed at bet- 

er defining the syndrome as described in 1967. After more than 
0 years, neither a distinct syndrome nor a convincing aetiol- 
gy have emerged. By 2017, the content of LPHS publications 
as changing from a predominantly nephrological search for a 
ause for the symptoms to surgical treatments for pain. Papers 
ere mostly written by surgeons, anaesthetists and radiologists 
nd not published in nephrological journals. Descriptions in the 
arlier ( Group A) and later ( Group B) papers also differ in the ab- 
ence of psychiatric assessment in the latter group. Psychiatric 
ssessments were often undertaken in earlier studies; psychi- 
trists were involved in patient management and appeared as 
uthors in many papers. In the 2017–2020 group the need for 
sychiatric assessment was acknowledged, but there is mention 
f only one psychologist being involved with patients. It is sur- 
rising that many patients continue to undergo major surgery,
specially auto-transplantation. Many are vulnerable, often with 
 psychiatric background, yet are subjected to major surgery in 
he absence of concrete evidence of somatic pathology. 

Our review demonstrates that the earlier investigative search 
y nephrologists and radiologists for LPHS as a specific diagno- 
is has been replaced by invasive surgical treatments. A possible 
sychiatric or psychological basis for LPHS is largely being ig- 
ored. Furthermore, the categorisation of LPHS into Types I and 
I and Types a and b [31 , 32 ] obfuscates an already contentious
ubject, and should be abandoned. 

ONCLUSIONS 

he diagnostic approach to patients with suspected LPHS has 
een haphazard. The strong evidence that it is a somatoform 

isorder has been overlooked, particularly since 2017. Many in- 
estigations and treatments have been invasive and expensive.
ome treatments have carried significant morbidity and have 
ften been ineffective in relation to pain control. Patients have 
een left with long-term ill health, especially patients rendered 
nephric. Approaches to treatment, especially the use of radical 
urgery, have been embraced despite lack of a definitive aetiol- 
gy and despite evidence that LPHS is both recurrent and possi- 
ly a psychiatric/psychological disorder. Recent data relating to 
AT and less invasive treatments such as renal nerve ablation 
nd neurological stimulation offer hope that patients with se- 
ere loin pain, irrespective of its aetiology, may have their symp- 
oms relieved. It is surprising, perhaps even disturbing, that so 
any patients, particularly in the last 5–10 years, have been sub- 
itted to major surgery, especially KAT, without evidence that 
PHS exists as a physical disorder or that there is effective long-
erm treatment. 
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The assessment of patients presenting with loin pain 
 sometimes with haematuria) should include thorough psychi- 
tric and occupational histories, examination, and appropriate 
nvestigations. While opinions as to whether LPHS is a somato-
orm pain disorder differ, there can be no doubt that a thorough
sychological and psychiatric assessment is mandatory. The in- 
reasing use of invasive major surgery in LPHS merits consid-
ration of a randomised controlled trial of the most promising
herapies. The rarity of the disorder would, however, necessitate 
 multi-centre trial. 

OOTNOTE 

n 2010, JBE spoke with two authors of the original paper on LPHS
 P J Little and H E de Wardener, Ref,1 1967) . Both commented on
he continued absence over the years of a convincing aetiology
or the syndrome. 
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