Gout updated 2011
Arthritis due to deposition of monosodium urate monohydrate crystals within joints causing acute inflammation and eventual tissue damage.
Risk factors
· Male sex

· Meat

· Seafood
· Alcohol 
· Diuretics
· Obesity
· Hypertension
· Coronary heart disease
· Diabetes mellitus 

· High triglycerides

· Chronic renal failure
Signs

· There is florid synovitis and swelling and extreme tenderness with overlying erythema. Untreated, the attack resolves spontaneously over 5-15 days, usually with itching and desquamation of overlying skin. Sites affected:
· 50% of all attacks and 70% of first attacks affect the first metatarsophalangeal joint.

· Other sites often affected are: 

· Knee

· Midtarsal joints

· Wrists

· Ankles

· Small hand joints

· Elbows 

· Atypical attacks can occur with tenosynovitis, bursitis and cellulitis, with mild discomfort without swelling lasting a day or two.

· Chronic tophaceous gout - in this condition large crystal deposits produce irregular firm nodules mainly around extensor surfaces of fingers, hands, forearms, elbows, Achilles tendons and ear.

· Typically, tophi are asymmetrical with a chalky appearance beneath skin. 
Differential diagnosis 

· Acute attacks - sepsis and other forms of crystal-related synovitis.

· Chronic tophaceous - rheumatoid arthritis, generalised nodal osteoarthritis, xanthomatosis with arthropathy. 

Investigations

Demonstration of monosodium urate (MSU) crystals in synovial fluid or tophi confirms the diagnosis of gout. Gram staining and culture of synovial fluid should be arranged, even if MSU crystals are found, since gout and sepsis can co-exist. 
Serum urate levels may be normal during an acute attack, so if normal repeat again after the attack has resolved.
Fasting glucose and lipids should be performed to rule out hyperglycaemia and hyperlipidaemia as gout is commonly associated with metabolic syndrome.
General points 
An ice pack may be useful, as may rest.  The joint should be elevated and trauma avoided.

Pharmacological therapeutic options include:

· Non-steroidal anti-inflammatory drugs. Diclofenac, naproxen and indometacin are generally preferred (NSAIDs)

· Colchicine
· Corticosteroids


The opportunity should also be taken to discuss lifestyle issues such as weight loss, exercise, diet, alcohol consumption and fluid intake. 
· Drink alcohol sensibly - beer or spirits should be avoided (there is a particularly strong link with beer, stout and port wines), but wine in moderation is not associated with an increased risk. There is a good evidence base that reducing alcohol intake to moderate levels is helpful. 
· Avoid dehydration.

· Dietary intervention - reduction of purine-based foods. 

· Highest purine levels are found in heart, herring, sardines and mussels. 
· Other foods which are very rich in purines include liver, kidneys, red meat, yeast extracts, seafood (herring, sardines, and shellfish) and asparagus, beans, cauliflower, lentils, mushrooms, oatmeal and spinach.

· Soya foods are also high in purines but are less likely to lead to gout than meats and seafood.

· It is the quantity of purine-rich food consumed that is more important than the absolute purine content in each food.

· Soft drinks containing high levels of fructose can affect the levels of purines and should also be avoided. 
· There is no evidence to support a reduction in purine-rich vegetables such as peas, beans, mushrooms or cauliflower, unless intake is extreme. 

· Weight reduction 

· Take regular exercise.

· Stop smoking.

Manage risk factors

These may include:

· Drugs causing hyperuricaemia: 

· Thiazides and loop diuretics

· Low dose salicylates e.g. aspirin < 1 g/day, pyrazinamide, ethambutol, nicotinic acid, ciclosporin9
· Hypertension
· Impaired renal function
· Hyperlipidaemia, especially hypertriglyceridaemia

· Vascular disease
· Chemotherapy - consider starting prophylaxis before treatment begins

· Myeloproliferative disease
NB: Aspirin in low doses (75–150 mg/day) has insignificant effects on the plasma urate and should be used as required for cardiovascular prophylaxis. 
Acute attacks – Rx until acute attack resolves

Naproxen 500mg bd if no CI

Or Colchicine 0.5mg qds rather than the higher doses advocated in the BNF

Or oral Prednisolone 20mg a day
Prophylaxis 

· After two or more attacks within a year 

· Tophi

· Renal insufficiency
· Uric acid stones and gout

· Need for continuing diuretic treatment
Allopurinol
· Advise the person that allopurinol may cause acute attacks of gout just after initiating treatment, and for some weeks afterwards and will usually have to cover the first few months with an NSAID or Colchicine
· If they have an attack while on Allopurinol explain that they should start their anti-inflammatory/Colchicine/Corticosterod treatment as soon as possible and not stop their allopurinol during acute attacks. 

· Start with a low dose (100 mg) and increase in 100 mg increments every 2-4 weeks until serum uric acid (SUA) level is below 300 micromol/L (max dose of Allopurinol is 900mg). NB should be done with Colchicine or Nsaid cover.
· NB Allopurinol should not be stopped if an acute attack occurs
Febuxostat

This is licensed only for patients who are intolerant of Allopurinol or in whom it is contraindicated. And requires prophylactic Nsaids for the first six months of treatment and lfts performed before and ‘periodically’ during treatment.
Sulfinpyrazone

Can be used in place or Allopurinol or in resistant cases alongside Allopurinol.

Colchicine

If Allopurinol is not tolerated then long term low dose Colchicine can be used at 0.5mg bd (although this is unlicensed in the UK).
