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Gout

General Principles

✓ Hippocrates described it as arthritis of the rich’ due to the association with certain foods & alcohol. 

✓ Gout is caused by deposition of monosodium urate crystals in joints and soft tissues following 
chronic hyperuricaemia. 

✓ Chronic hyperuricaemia is associated with disorders of purine 
     metabolism due to under excretion or over production of uric acid.

✓ Gout usually presents as a monoarthritis in the first 
      metatarsophalangeal joint (big toe) of the foot and is often 
      referred to as podagra (from the Greek ‘seizing the foot’). 

 sea food and alcoholلاو موحللا يز proteinsلاب ينغ لكا





✓ Monosodium urate crystals preferentially form in cartilage and fibrous tissues where they are 
protected from contact with inflammatory mediators. 

✓ The deposition of crystals may continue for months or years without causing symptoms; it is only 
when the crystals are shed into the joint space that inflammatory reaction occurs precipitating an 
acute attack of gout. 

✓ The shedding of crystals can be triggered by a number of factors including direct trauma, 
dehydration, acidosis or rapid weight loss. 

✓ The most appropriate time to measure serum urate for monitoring purposes is when the attack has 
completely resolved. 

✓ Although the attack is extremely painful, it is usually self-limiting resolving spontaneously in 1–2 
weeks. 

✓ Inappropriate management of gout can result in chronic tophaceous gout with polyarticular, 
destructive low-grade joint inflammation, joint deformity and tophi. 



✓ Risk factors: 

• Hyperuricaemia is one of the main risk factors - occurs in about 15–20% of the population

• Genetics: Common primary gout in men often shows a strong familial predisposition (the genetic
basis for this is not fully understood). 

• Renal disease: Gout is frequently associated with kidney disease, each being a risk factor for the 
other.

• Co-morbidities

• Studies have shown obesity, weight gain and 
hypertension all to be independent risk factors 

for the development of gout.

• Diet: Gout has often been associated with a rich lifestyle and excesses in diet (red meat, seafood, 
but not a diet high in purine-rich vegetables). 

Men>women 
goutلا مهبيصب
  menopausal ageلا لبقً اصوصخ  
protection يطعب estrogen لا هنلا واستب كيه دعب اما

Gout may lead to renal 
disease 

 حص نامك سكعلاو
Renal disease may lead 
to gout 

 Uric .لا نم  kidney stones نوكتب
acid  لاب اوبسرتب renal tissue  يلاتلاب 

 renal disease ل يدأب



• Alcohol: Increased daily consumption of alcohol is associated with a higher risk of gout. Alcohol 
also raises lactic acid levels in blood, which inhibits uric acid excretion.

• Medication: A number of drugs are associated with increased uric acid levels - Table 109-2. 

• Radiotherapy and chemotherapy in patients with neoplastic disorders can cause hyperuricaemia 
because of increased cell breakdown.

  حر هياهنلاب  metabolism of alcohol لا
 هنع جتنب يلا  lactic acid اهنع جتني

inhibition of Uris acid excretion 
 purine لل ردصم لوحكلا نامك هنا ريغ



 secretion ofلا للقب وا ديزب يش يا
Uris acid ب هقلاع هلا امو enzyme 

deficiency or a defect in 
enzymes

  metabolism of purineللاب لخد هلا
 secondary cause ربتعي



Presentation and diagnosis 

✓ An acute attack of gout has a rapid onset, with pain being maximal at 6–24 h of onset and 
spontaneously resolving within several days or weeks. 

✓ The first attack usually affects a single joint in the lower limbs in 85–90% of cases, most 
commonly the first metatarsophalangeal joint (big toe). Next most frequent joints: mid-tarsi, 
ankles, knees and arms. 

✓ The affected joint is hot, red and swollen with shiny overlying skin. Even the touch of a sheet on 
the affected joint is too painful for the patient to bear. 

✓ The patient may also have a fever, leucocytosis, raised ESR. 

✓ The attack may also be preceded by prodromal symptoms as anorexia, nausea 
     or change in mood. 



✓ The gold standard for the diagnosis of gout is the demonstration of urate crystals in synovial fluid 
or in a tophus. 

✓ Gout & septic arthritis may co-exist & in order to exclude septic 
     arthritis synovial fluid is sent for Gram staining and culture. 

✓ The course of gout follows a number of stages; initially, the 
     patient may be asymptomatic with a raised serum uric acid level. 

✓ Some patients may only ever experience 1 attack, but often a 2nd 
     attack occurs within 6–12 months. 

✓ Subsequent attacks tend to be of longer duration, affect more than 
     one joint and may spread to the upper limbs. 

✓ Untreated disease can result in chronic tophaceous gout, with 
     persistent low-grade inflammation in a number of joints resulting 
     in joint damage and deformity. 





✓ Tophi deposition can occur anywhere in the body, but they are commonly seen on the helix of the 
ear, within and around the toe or finger joints, on the elbow, around the knees or on the Achilles 
tendons. 



Treatment

✓ The management of gout can be split into the rapid resolution of the initial acute attack and long-
term measures to prevent future episodes. 

✓ Gout is often associated with other medical problems including obesity, hypertension, excessive 
alcohol and the metabolic syndrome of insulin resistance, hyperinsulinaemia, impaired glucose 
intolerance and hypertriglyceridaemia. This contributes to the increased CV risk & deterioration 
of renal function seen in patients with gout. 

✓ Management is not only directed at alleviating acute attacks and preventing future attacks, but 
also identifying and treating other co-morbid conditions as HTN and hyperlipidaemia. 

✓ Pharmacological measures should be combined with non-pharmacological measures as weight 
loss, changes in diet, increased exercise and reduced alcohol consumption. 



✓ The prior 2012 ACR Guidelines for the Management of Gout have been criticized due to low 
quality of evidence supporting treat-to-target recommendations. 

✓ Since the 2012 ACR Guidelines for the Management of Gout were published, several clinical trials 
have been conducted that provide additional evidence regarding the management of gout, leading 
the ACR Guidelines Subcommittee to determine that new guidelines were warranted. 

✓ The strength of each recommendation was rated as strong or conditional. 

✓ Strong recommendations reflect decisions supported by moderate or high certainty of evidence 
where the benefits consistently outweigh the risks, and, with only rare exceptions, an informed 
patient and his or her provider would be expected to reach the same decision. 

✓ Conditional recommendations reflect scenarios for which the benefits and risks may be more 
closely balanced and/or only low certainty of evidence or no data are available. 

✓ As data continue to emerge supporting best practices in management, implementation of these 
recommendations will ideally lead to improved quality of care for patients with gout.





Management of an acute attack:

✓ Drugs used in the management of an acute attack include NSAIDs, colchicine and corticosteroids. 

✓ Treatment should be continued until the attack is terminated, usually between 1 and 2 weeks. 

✓ The affected joints should also be rested for 1–2 days and initially treated with ice which has a 
significant analgesic effect during an acute attack. 

✓ A complete medication review should be performed, and ideally medication which is likely to have 
contributed to the attack discontinued.

✓ Losartan has been shown to have uricosuric properties and is a suitable agent in hypertensive 
patients with gout. 

✓ In patients with HF, diuretics are often essential and cannot be discontinued. 



✓ Allopurinol should not be commenced during an acute attack as it may prolong or precipitate 
another attack. However, in patients already established on allopurinol therapy, allopurinol 
should always be continued during the attack. 

✓ Aspirin at analgesic doses should be avoided as it blocks urate secretion. The continuation or 
initiation of low-dose aspirin (75–150 mg/day) is recommended in patients with cardiac disease 
as the benefits outweigh the minimal effect on serum uric acid levels. 

✓ Maximum doses of an NSAID should be commenced rapidly after the onset of an attack and then 
tapered 24 h after the complete resolution of symptoms. The usual treatment period is 1–2 weeks. 

✓ Overall, there is no convincing evidence to promote the use of one NSAID over another in the 
management of acute gout. 



✓ COX-2 selective agents are recommended for use in patients who are at high risk of developing 
GI side effects, but they are not recommended for routine use. It should be noted that the 
selective benefit of COX-2 inhibitors is lost in patients taking low dose aspirin. 

✓ NSAIDs should be avoided in patients with HF, renal insufficiency and a history of gastric 
ulceration. Care should also be exercised in elderly patients with multiple pathologies. 

✓ When prescribing an NSAID, the need for gastric protection should be considered in patients at 
increased risk of a peptic ulcer, bleed or perforation.



Algorithm for management of an acute gout attack. ( Algorithm derived from 2017 ACP, 2016 EULAR and 
2012 ACR gout guidelines. )





✓ Colchicine has a slower onset of action than NSAIDs but is recommended in patients where 
NSAIDs are contraindicated. 

✓ It should be started as soon as possible after the onset of an attack. 

✓ A substantially lower dose of colchicine (1.2 mg initially, followed by a single 0.6mg dose one 
hour later) was as effective as higher doses traditionally used (continued hourly dosing until 
symptoms subside or GI symptoms become intolerable).

✓ Common side effects associated with colchicine are abdominal cramps, diarrhea, nausea, 
vomiting, and rarely bone marrow suppression, neuropathy and myopathy. 

✓ Side effects are more common in patients with hepatic or renal impairment. 

✓ Colchicine is metabolised by CYP3A4 and excreted by p-glycoprotein; toxicity can be caused by 
drugs that interact with its metabolism and clearance, and this includes macrolides, cyclosporin 
and protease inhibitors. 



a Treatment of gout flares 
with colchicine is not 
recommended in patients 
with impaired kidney 
function who are 
receiving colchicine for 
prophylaxis. 

b Treatment of gout flares 
with colchicine is not 
recommended in patients 
with hepatic impairment 
who are receiving 
colchicine for 
prophylaxis. 

IV colchicine has resulted 
in fatalities and is no 
longer available.



✓ Corticosteroids are usually considered where use of an NSAID or colchicine is contraindicated 
or in refractory cases. 

✓ They may be given intravenously, intramuscularly or direct into a joint (intra-articular) when 
only one or two joints are affected. 

✓ In patients with a monoarthritis, an intra-articular corticosteroid injection is highly effective in 
treating an attack.

✓ Two different dosing strategies for oral corticosteroid therapy (prednisone or prednisolone) in the 
treatment of acute gout:

• 0.5 mg/kg daily for 5 to 10 days followed by abrupt discontinuation or
• 0.5 mg/kg daily for 2 to 5 days followed by tapering for 7 to 10 days

✓ A hypothetical risk exists for a rebound attack upon steroid withdrawal; therefore, gradual 
tapering is often employed when discontinuing steroid therapy. 

✓ The adverse effects of corticosteroids are generally dose and duration dependent. 



✓ Interleukin-1 inhibitors: IL-1β is critically associated with the inflammatory response induced 
by monosodium urate crystals. 

✓ Anakinra and canakinumab, have demonstrated efficacy in the treatment of acute gout. 

✓ The EULAR and ACR guidelines suggest that IL-1 inhibitors can be considered for treatment of 
severe acute gout attacks refractory to other treatments. 

Management of chronic gout: 

✓ The presence of hyperuricaemia is not an indication to commence prophylactic therapy. 

✓ Some patients may only experience a single episode and a change in lifestyle, diet or concurrent 
medication may be sufficient to prevent further attacks. 

✓ Patients who suffer one or more acute attacks within 12 months of the first attack should 
normally be prescribed prophylactic urate-lowering therapy.



✓ There are, however, some groups of patients where prophylactic therapy should be instigated 
after a single attack. These include individuals with uric acid stones, the presence of tophi at first 
presentation and young patients with a family history of renal or cardiac disease. 

✓ Prophylactic treatment should not be initiated until an acute attack of gout has completely 
resolved.

✓ Once started, prophylactic treatment should be continued indefinitely even if further acute attacks 
develop. 

✓ Drugs that lower serum uric acid can be classified into three groups according to their 
pharmacological mode of action. 
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