
hip. Observation at admission: Temperature: 37.7 �C, Blood pressure:
148/60 mmHg, Heart rate bpm: 84 beats per minute, Respiratory rate: 15
per minute, Oxygen saturation: 96% on room air On musculoskeletal
examination: Right hip was severely tender on both active and passive
slightest movements; and she was struggling to weight bear on the right
hip.Shewastenderover thesacrumwithnosuperficialerythemaorswel-
ling noted. Spinal assessment was limited but there was no obvious ten-
derness over the lumbar region – vertebral discs and paravertebral area.
Left kneeexamination identified small effusion at the left knee. There was
tenderness on left ankle but there was no synovitis or effusion. Systemic
review was unremarkable. Investigations revealed stable renal function,
anemia of chronic disease (Haemoglobin 102g/l(115-165), Mean
Corpuscular Volume 94Fl(84-105)), White Cell Count 8.1/litre(4 – 11),
Neutrophils 6.5/litre(1.8 – 7.5), Platelets 344/litre(150 – 450), Liver func-
tion test – normal. Inflammatory markers revealed markedly elevated
CRP233 mg/l(0-10) andESR95mm/hour. Thesemarkers were normalat
recent clinic assessments. Uric acid level was 298 mmol/l. Bone profile,
phosphateandmagnesiumwereallnormal.Chestx-rayswasclear,urine
dipstickwasnormal,multiplebloodcultureswere takenonadmission.X-
rays right hip and left knee showed mild to moderate degenerative
changesandnoevidenceofchondrocalcinosis.Ourworkingdiagnosisat
this stage was right hip septic arthritis and discitis. We therefore pro-
ceeded with an urgent MRI scan of hip and spine. An urgent orthopaedic
opinionwas requested withview for righthipaspirationandwash forsus-
pected septic arthritis. We withheld both her disease modifying anti-
rheumatoid drugs. On- call microbiologyconsultantadvisedwithholding
antibiotics until joint aspiration as patient was hemodynamically stable.
Shehasbeengivenoralmorphineforpaincontrol.Weproceededwith left
knee joint aspiration as that was the only accessible joint to aspiration
without imageguidance.Leftkneeaspiratewasclearandstrawcoloured.
This was sent for microscopy, crystallography and cultures. The local
synovial fluid analysis did not identify organisms or crystals. Later that
day,MRIscan righthipconfirmed large righthipeffusion.MRI lumbosac-
ral spine did not suggest features of spinal abscess or discitis.
Orthopaedicsurgeonsreviewher thatdayand listedher for righthipaspi-
ration in the operating theatre next morning. Senior orthopaedic hip sur-
geon reviewed the patient next morning by which point patient had
improved significantly and was able to weight bear. The hip surgeon then
felt that this isunlikely septic arthritis and decided not toproceedwith the
previously planned arthroscopy. We still felt that sepsis needed to be
excluded inviewofa largehipeffusiononMRIandamarkedinflammatory
response.Anurgentultrasoundguidedrighthipaspirationwasarranged.
However, USS done pre aspiration confirmed that the right hip effusion
had resolved completely at 48 hours. This lady continued to make good
clinicalprogress.Bloodandurineculturesresultwereallnegative.Wefelt
the acute right hip symptoms may have been an acute RA flare.
Interestingly,detailedsynovial fluidanalysisbecamesubsequentlyavail-
ableandconfirmedcalciumpyrophosphatecrystals.This isthefull result:
Rhagocytes 0%, Crystals Calcium pyrophosphate, Other Fibrin, WBC
4900 WBC/cu mm(WBC/cu mm< 1000¼non inflammatory,¼/>1000¼
inflammatory) We believe the right hip symptoms are more compatible
with an episode of acute pseudogout and are supported by identification
of calcium pyrophosphate crystals in synovial fluid of other less sympto-
matic joint. Ideally the symptomatic joint aspirate would settle this issue
but thatcouldnotbeachieved inourpatient.Thispatienthadnotreceived
anyantibiotics,corticosteroidorNSAIDs inaddition to the opiateanalge-
sia during her hospital stay. She improved back to her baseline and was
dischargedtobefollowedupin8weeks.
Discussion:Thiscasedemonstratesthe importanceofaspiratingseem-
ingly quiescent joints in patients who present with suspected septic
arthritis or there mimics as these joints may not always be amenable to
aspiration. Imaging the affected joint does not give a definite diagnosis
either. Chondrocalcinosis – calcification of cartilage identified on radio-
graphspromptsclinicianstoconsiderCPPDdiseaseasapotentialcause
but is not diagnostic. In about 40% of patients with crystallography pro-
ven pseudogout, the radiographs may not identify chondrocalcinosis.
Also, CPPD isnot the only crystal that leads to chondrocalcinosis. X-rays
are not usually helpful as chondrocalcinosis in the joint spaces may only
bepresent inabout40%ofthecases(1)RAisrarely reported tobeassoci-
ated with pseudogout. Alhadad et al (2) showed that 8 patients amongst
62 patients with pseudogout were found to have RA They also noted that
there is associated increased severity of attack in patients with back-
ground inflammatory arthritis such as RA. However, the study was not
powered to be of statistical significance. In our patient, the identification
of associated CPPD disease will be helpful for long term management. If
CPPDwasnot identified, future flarescouldbeattributed toRAflare lead-
ingtounwarrantedchangesinRAtherapy.LowdosePrednisolonewould
beapotentialoption inthiselderly ladywithRAshouldsheexperiencefur-
ther episodes of pseudogout as it will help both RA and pseudogout
flares. This is a rare clinical case of acute pseudogout in an elderly RA
patientwhichmimickedsepticarthritis.

Key learning points: Synovial fluid analysis and culture of synovial aspi-
ratefromlesssymptomatic jointcanbevaluable inpatientswithacutehot
joints which may not be readily accessible for aspiration. Absence of
chondrocalcinosisdoesnotexcludethediagnosisofpseudogout.

37. EROSIVE POLYARTICULAR TOPHACEOUS GOUT: A
THERAPEUTIC CONUNDRUM

Dr Maria Usman Khan, University Hospital Limerick, Limerick,
Ireland
Dr Alwin Sebastian, Mary Brady, Dr Joe Devlin and Dr Alexander
Fraser, University Hospital Limerick, Limerick, Ireland

Introduction: Gout is a common male predominant metabolic disease
characterised by deposition of monosodium urate crystals in synovial
membrane, articular cartilage and periarticular tissues leading to inflam-
mation and irreversible joint damage. Nodular accumulation of urate
crystals insoft tissue leads to the formationof tophi resulting in functional
limitation and chronic pain. This can cause substantial morbidity and
despite having readily available therapies,Goutcontinues toposea ther-
apeutic challenge. Long-term control requires dissolution of the existing
monosodium urate crystals and measures to prevent future crystal
formation.
Case description: A 47-year-old man was referred to rheumatology
clinic in2010with20-yearhistoryofseveredestructivepolyarticulargout.
His main complaint was pain in small joints of hands, wrists, elbows and
extremely painful flares.Hewasongout treatment i.e.allopurinol 600mg;
regular analgesics i.e. etoricoxib 60mg, analgesia (oral oxycodone and
buprenorphine patch) and calcium channel blockers for hypertension.
His personal history was remarkable for heavy alcohol use (100 units
weekly), high purine diet intake and active smoking (40 pack-years). He
was a taxi driver by profession. There was no family history of gout.
Physicalexaminationrevealedmorbidobesity (BMI36.2 kg/m2)andmul-
tiple firm tophi over both hands, extensor surface of elbows and both
shins. Laboratory workup revealed elevated serum uric acid 640 mmol/L,
(normal: 286–518 mmol/L), with normal renal function test: blood urea
5.6 mmol/L (normal: 2.9-7.1 mmol/L) and serum creatinine 84 mmol/L
(normal: 55–99mmol/L).Radiographsofbothhandsshowed periarticular
soft-tissueswellingandpunched-outerosionswithscleroticmargins ina
marginal and juxta-articular distribution,withoverhangingedges in inter-
phalangeal joints typical forgoutyarthritis.Other inflammatoryarthritides
were excluded on clinical and laboratory data. Our patient clearly had
severe chronic tophaceous gout that was sub optimally controlled. He
was started on low dose regular prednisolone; his allopurinol was
increased to maximum daily dose of 900 mg. On 3-month follow-up allo-
purinol was substituted with daily febuxostat 120 mg as serum Uric acid
levels remained high (540 mmol/L) His analgesics were increased as he
began to suffer increased frequency and severity of gouty flare. This
helped his symptoms partially and brought his uric acid level down to the
range of 340-495 mmol/L (normal: 286–518 mmol/L) over 10 months. He
wasadmittedfollowingleft retinaldetachmentafteraroadtrafficaccident
and itwasnoted thathisBPwaspoorlycontrolled.ACE inhibitorandbeta
blocker were started at that stage. While an in-patient, he was reviewed
by rheumatology for twice weekly gout flares and morning stiffness
of>1hour. His uric acid level was 410mmol/L (normal: 286–518 mmol/L).
He was commenced on colchicine 0.5 mg 12 hourly for one month,
restartedon allopurinol that was titrated up to 600mg daily while continu-
ing febuxostat 120mg, deltacortil 10mg and regular analgesics which
reduced frequency of his gout flares to once per month and his uric acid
level came down to 257 mmol/L (normal: 286–518 mmol/L) in one year. At
this stage he also developed type 2 diabetes mellitus on a background of
worsening peripheral vascular disease and hyperlipidaemia. After 4-
years of rheumatology follow-up, he developed discharging tophi from
thefrontandbackofhisshins,knees,aninflamedtophusofhisrightelbow
and worsening digital damage. At that stage he had gout for 24 years and
his uric acid despite obvious aggressive therapy still hovered above the
target level (according to ACR 2012 guidelines, target serum uric acid
level< 360 mmol/L; and in severe cases< 300 mmol/L). At that stage, we
electedtotreathimwithanovelbiologic therapy (rasburicase-an intrave-
nous Uricase enzyme) to debulk his severe refractory chronic topha-
ceous gout. Bearing in mind that Uricase therapy could potentially
precipitate severe flares and as our patient had previous incomplete
responseto thestandard therapy,hewascommencedonAnakinra (anti-
IL 1 monoclonal antibody) 100mg daily subcutaneous injections to pre-
ventgoutyflare.Helater receivedtwoinfusionsofRasburicase(atdoseof
0.2 mg/kg) intravenously two weeks apart and continued with anakinra
injections. His uric acid level was reduced to to 300 mmol/L (normal: 200-
430 mmol/L). He was hospitalised 2 months later due to left shin infected
tophi leading tocellulitis (possibly aggravated by theAnakinra treatment)
and was treated with intravenous antibiotics. While in hospital, he devel-
oped left middle cerebral artery and right basal ganglia infarct and was
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also diagnosed as having alcohol related memory disorder requiring
community neuro-rehabilitation. He was strongly advised to cut down
alcohol (reduced to 20 units/week) and smoking (reduced to 10-15 ciga-
rettes/day). Our patient tolerated anakinra injections well for 10-months
with no reported adverse events resulting in significant clinical improve-
mentandserumuricacid inthetarget range. InDecember2014,hedevel-
oped right big toe osteomyelitis requiring washout, debridement and
furtherprolongedcourseof intravenousantibioticsfor6weeksaccording
to microbiology advice with good clinical outcome. In last 3-years he has
had excellent control of gout, marked reduction in the size of tophi and
normalization of uric acid concentration (170-249 mmol/L; Normal: 200-
430mmol/L)onsinglemaintenancexanthineoxidaseinhibitor (febuxostat
120 mgdaily).
Discussion: Gout is characterized by recurrent attacks of red, tender,
hot,andswollen jointsduetohyperuricemiathat results fromaccelerated
purinemetabolism.Otherpotentialcontributorsarealcohol, geneticpre-
disposition, diet and coexisting metabolic syndrome. As in our case,
patienthadhistoryofheavyalcoholabuse;highpurine-dietconsumption
and metabolic syndrome .Gouty tophi are the chronic manifestations of
thediseaseprogression.Concordantwith thehistoryofourpatient, tophi
areusuallypresent inpatientswhohavehadgoutyarthritis for at least10-
years. Gout is associated with increased frequency of obesity, chronic
kidney disease, hypertension, type 2 diabetes, dyslipidemias, cardiac
diseases, stroke and peripheral arterial disease(PVD). Interestingly our
patient was obese and hypertensive; and over the course of his disease
he developed type-2 diabetes, dyslipidemias, stroke and PVD. Gout
management can impose significant therapeutic challenges. NSAIDs,
corticosteroids, or colchicine are used in an acute attack. Recent litera-
ture suggests IL-1 inhibitors (e.g. anakinra) as fourth-line beneficial ther-
apy for acute attacks after NSAIDs, colchicine, and steroids due to their
high cost and limited clinical experience. Anakinra acts as potential anti-
inflammatory agent in refractory gout. It is also useful in tophaceous gout
by reducing breakthrough flares during initiation of standard chronic
urate-lowering therapies i.e. xanthine oxidase inhibitors (allopurinol and
febuxostat) and uricosurics (probenecid and benzbromarone). In certain
cases, these therapiesarenotenoughastheyonlyprevent further forma-
tion but do not dissolve existing uric acid. Novel biologic agents have
beenapproved foruse insuchrefractory cases.Rasburicase,a recombi-
nant urate oxidase enzyme, breaks down uric acid to allantoin, which is
highly soluble and easily excreted in the urine. Certainly our patient had
severe destructive tophaceous gout and was a poor responder to stand-
ard gout treatment till he received novel therapies i.e. anakinra and
resburicasethathelpeddramatically tocontrolhissymptoms.
Key learning points: 1. Gout is a rheumatologic condition associated
withelevatedserumuricacid levelsanddepositionofmonosodiumurate
crystals in joints and soft tissues. 2. Longstanding and untreated recur-
rent attacks of acute gout may lead to advanced tophaceous gout. 3.
Heavyalcohol consumption,geneticpredisposition,highpurinediet and
coexisting metabolic syndrome are potential contributors to hyperurice-
mia4.Screeningandcareofgoutrelatedcomorbiditiesaswellasofcardi-
ovascular risk factors are of outmost importance in patients with gout 5.
Althoughgout isanancientdisease,bestpractices for treatmentofacute
gout flares, chronic refractory gout and hyperuricemia continues to
evolve with traditional agents for mild-to-moderate disease and novel
therapeutic agents as a potential treatment option for individuals with
severeorrefractorysymptoms.

38. CASE OF SEVERE TOPHACEOUS GOUT COMPOUNDED BY
ISCHAEMIC HEART DISEASE AND CHRONIC RENAL FAILURE.

Dr Himashi Anver, University Hospital Coventry and
Warwickshire NHS Trust, Coventry

Dr Jonathan Pinnell, Dr Siwalik Banerjee and Dr Kaushik Chaudhuri,
University Hospital Coventry and Warwickshire NHS Trust, Coventry

Introduction: Gout is a common and often debilitating inflammatory
arthritis caused by monosodium urate crystal deposition in joints. It is
caused by impaired excretion or increased production of urate which
lead tohyperuricaemia. The presenceof tophi suggest widespread crys-
tal deposition. The tophi can cause pain, become infected or cause
decreased functioning depending on their location. It is therefore impor-
tant toprevent treatgoutattacks andhyperuricaemia to reduce tophi for-
mation. Treatment should target a serum urate level below 300mol/L.
Xanthine oxidase inhibitors are the first line agents used to lower serum
uricacid.Allopurinol, axanthineoxidase inhibitor, iscurrently the first line
choice according to the most recent BSR guideline. This case highlights
thechallengesofmanagingseveretophaceousgoutinapatientwithrenal
andcardiacfailure.

Case description: The case is of a 60-year-old gentleman who was first
diagnosed with gout aged 34 by his GP. In addition to gout he had multiple
co-morbiditiesincludingischaemicheartdisease,mildLVDysfunction,type
2diabetes,hyperthyroidism,hypertension,atrial fibrillationandosteoarthri-
tis. Initially, he had a recurring acute inflammatory mono-arthritis. Over the
next few years he developed a polyarticular arthritis. This responded to
Indomethacin during acute episodes. He was first seen by the
Rheumatology teamin2005afterdeveloping tophi inhis fingers.Kneeaspi-
ration confirmed uric acid crystals and a serum urate was recorded to be
709mol/L. The patient was commenced on Allopurinol and titrated up to
400mg, but his compliance to this was poor initially as this triggered gout
attacks.AllopurinolwasrecommencedwithColchicinecoverandurate lev-
els gradually improved However they remained significantly elevated, not
dropping below 400mol/L. In 2011, the gentleman was discovered to have
chronicrenalimpairmentwithacreatinineof145.Thiscomplicatedtheman-
agement of his gout ashis Allopurinol dose had to be adjustedaccording to
renal function. Despite receiving several years of allopurinol therapy, the
patient’s urate levels failed to normalise and the tophaceous gout began
causing problems. Acute flares continued despite the use of low dose
Prednisoloneat5mgandlongtermcolchicine.Astherequiredtargetreduc-
tion of serum urate was not achieved using Allopurinol, the patient was
switchedtoFebuxostatatadoseof80mgin2015.This inducedasignificant
gradual reduction in serum urate levels and, most recently, he was found to
have a serum urate of 325mol/L. This, however, is the only result to date
below the 400mol/L and the current treatment aim is to improve on this and
achieveaserumuratebelowthetargetof300mol/L.Theeffectsofthetopha-
ceousdepositsonthepatientwereconsiderable.Hesufferedfrommobility
problems resulting from the deposits on the feet. The use of hands was
impaired by the numerous large tophi on his fingers. Additionally, he devel-
opedtophionhisgroinandgenitalwhichwereverydistressing.Hesuffered
furtherimpairmenttohisrenalfunctionresultingfrombilateralnephrolithiasis
andrequiredaleftsideduretocopyandstoneremovalin2013.
Discussion: Our patient’s serum urate was pivotal to improving this.
Combined cardiacand renal impairment complicated hismanagement.
His renal impairment prevented optimal dosing of Allopurinol. The latest
BSR guidance suggests that the second line agent should be
Febuxostat, another xanthine oxidase inhibitor. Febuxostat is contrain-
dicated in patients with ischaemic heart disease or congestive cardiac
failure. This recommendation is based on the initial Phase 3 RCT trials
comparing Febuxostat to Allopurinol and placebo which found
increased cardiovascular risk. However, since these trials, small scale
studies suggest that Febuxostat may not have a significant impact on
cardiovasculardisease. Asa result, this question is currently being eval-
uated in larger scale studies. We used Febuxostat despite the patient
having ischaemic heart disease, as Allopurinol was ineffective at reduc-
ing his uric acid levels and his gout was severe. Gouty tophi can be diffi-
cult to treat.80mgofFebuxostathas improvedourpatient’sserumurate
levels.Despite this,hisgouty tophipersistandcontinue tobeverydebili-
tating. The optimal treatment of tophi is a subject of debate and trials
suggest that this is best achieved by maintaining a serum urate level
below 360mol/L (3). Alternative treatment options include Uricosuric
agentssuchasPrebenecid.However, theseagentsarecontraindicated
in patients with renal stones and are also less effective in patients with
reducedglomerular filtrationrate.
Key learning points: 1 Allopurinol doses need to be reduced in renal
impairment but these doses are often ineffective. Uricosuric agents are
also less effective in renal impairment. 2 Febuxostat can be used in renal
impairment but is not recommended in cardiac disease. 3 The treatment
of tophi requiresanextendedperiodof reduced serumurate.Thisneces-
sitatesgoodcontrolofurate levelswithuricacid loweringtherapy.4Tophi
presentcommonly intheextremitiesbutcanpresent inunexpectedareas
suchaswasthecase inthispatient.

39. ACUTE MONOARTHRITIS: LOOK BEYOND JUST AN ACUTE
ATTACK

Dr Avinash Buche, The Royal Wolverhampton NHS Trust,
Wolverhampton

Dr I Borovickova, Dr I Gama, Dr N Barkham, The Royal
Wolverhampton NHS Trust, Wolverhampton, and Dr J Ward,
Memorial Sloan Kettering Cancer Center, New York

Introduction:Calciumpyrophosphate disease (CPPD)orpseudogout is
usuallyadiseaseofelderly.Commonsecondarycauses includeosteoar-
thritis, hyperparathyroidism, dialysis dependent renal failure, hypomag-
nesaemia. We describe a case of pseudogout in young lady who has
persistent hypokalemia and was later found to have Gitelman syndrome.
Recurrentpseudogoutattackscanbedue tosecondarycausesandmay
betheonlyclinical featureinthisraredisease.
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