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Conséquence du dépôt de cristaux d’urate de sodium 
 lié à une hyperuricémie prolongée dans le sang

Limite de solubilité  
6.8 mg/dL (0.40 mmol/L)

Urate soluble Cristaux d’urate

Urate crystal depositionUric acid is soluble
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Lancet 2016



Pourquoi l’uricémie est-elle proche du seuil de solubilité ?   



Nat. Rev. Rheumatol. 2012 

Most of the genes that 
associated with serum 
uric acid levels or gout 
are involved in the renal 
urate-transport system 

Pourquoi l’uricémie s’élève  t’elle ?: l’hérédité   



Nature genetics, submitted, 2022

“Genetic study of 2.6M people, including 120K people with gout. 
We detect 385 loci and 560 genetically independent gout-associated 
variants (161 new loci in urate and gout)” 



Glomerulus

Proximal 
convoluted 
tubule

Reabsorption

Secretion

90% net reabsorption

10% excreted in urine

100% filtered from blood

Goutte: une maladie d’origine rénale

Pourquoi l’uricémie s’élève t’elle ?: l’hérédité, l’I.Rénale, les    
      diurétiques, l’obésité   



BMJ 2018

SU heritability explained 
23.9 % of variance in SUA levels   

✓ Three diet scores were inversely 
associated with serum urate levels 

✓ A  fourth was positively associated with 
raised serum urate levels 

✓ Each explained ≤0.3% of variance in SUA levels

Conclusion: « In contrast with genetic contributions, diet explains very little variation in serum urate levels in the general 
population. »

Alimentation versus Hérédité ?  



ARD 2018



Continuum

IL-1 +++

Accès aigu goutteuxHyperuricémie 
asymptomatique

Goutte sévère

Dépots 
asymptomatiques



Eular Recommendation for the diagnosis of Gout 
(2020) 





When a clinical diagnosis of gout is uncertain and crystal identification is not possible, patients should be investigated by imaging to search for MSU crystal deposition and features of any 
alternative diagnosis. 

  
 

For patients with atypical clinical features and in whom crystal identification is not feasible, 
the task force recommends the use of conventional and/or advanced imaging techniques to 
help the physician diagnose gout. 

Conventional CTUltraSound MRIDECT

The DC sign

All can detect urate deposition, tophi and bone erosion 

overall US offers the best potential for 
diagnosing gout Chhana et al; ARD 2018



Nature Review Rheumatology  
2022



This suggests that gout increases the risk of developing comorbidities  

Cumulative probability of an increase in the 
score of Charlson index in patients with 
incident gout (solid line) and matched 
controls (dotted line).

There were 39 111 patients with incident gout and 39 111 matched controls identified from the UK 
Clinical Practice Research Data-link. 

The risk of developing new comorbidity is higher in patients with incident gout than in the general population 



Mendelian randomization studies

To reduce effects of potential confounders

SNIPs related to SUA levels

Comorbidities 
Traditional CV risk factors

SUA  
levels

To test the hypothesis that SUA levels are causally associated with  
comorbidities



Data were collected from two large prospective cohort studies in 
Denmark (n=58 072 and 10 602 eligible participants, respectively) 

Mendelian randomisation estimates found no evidence of causal effects of either uric acid or hyperuricaemia on 
risk of either ischaemic heart disease or raised blood pressure.



Pas de causalité entre uricémie et IR  

Causalité « reverse » entre uricémie 
et CV  

Nature Rheum, 2021





Patients: CKD 3 et 4 

Critère de jugement: Delta eGFR à 2 ans

Allopurinol: Titration 100 mg/mois pendant 3 mois. 



Lancet 2022; 400: 1195–205 



Education about the disease (A) 

Individualised lifestyle advice (B) 

Screening for comorbidities  
and current medications (C,2)

Treat as early as possible  (1)

Avoid 
 colchicine  

and 
 NSAIDs (2)

EULAR RECOMMENDATION FOR THE MANAGEMENT OF FLARES 
 IN PATIENTS WITH GOUT

Colchicine (2) 

(1 mg  followed 
1 hour later by 0.5mg) 

Therapeutic options (1)  
depending on the severity, the 
number of affected joints and 

duration of attack

Renal failure

Presence of strong 
CYP3A4 or 

P-glycoprotein 
inhibitors

Avoid colchicine (2) 

NSAID (2) 

 (classic or coxibs 
+ PPI 

if appropriate)

Prednisolone (2) 

(30-35 mg/d for 5 days) 
IA 

Injections  of  
Corticosteroid (2) 

Contra-indications 
 to  colchicine, NSAIDs and 

corticosteroid (oral and 
injectable) 

Consider  
IL-1 Blockers (3)

Educate to self-medicate (1) 

Consider initiation of ULT (5) 

(together with flare prophylaxis) 

Resolution of flare

Combination therapy (2)  
(for instance 

colchicine+NSAID  
or corticosteroids)



 Low dose  
(n = 74)

High dose 
(n = 52)

Placebo 
(n = 58)
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EI EI gastro-
intestin

Diarrhea Nausea

* * *

High dose (n = 52) Low dose (n = 74) Placebo (n = 59)

Terkeltaub et al Arthritis Rheum 2010

Response to treatment: pain<50% at 24h

RCT comparing 2 dosages given early (<12h), versus placebo. N= 180 patients 
1.8 mg/d (1.2 + 0.6 1h after) is as efficient and better tolerated than 4.8 mg/d (1.2 + 0.6/h x 
6)

Une faible dose 
est efficace

!



- Excrétion rénale: 20% de la clairance totale  
- Pas éliminée par la dialyse 

Colchicine: tolérance très variable d’un individu à l’autre

AR 2011

1. Interactions médica. 
2. Insufficance hépatique  
3. Insufficance rénale

3 facteurs de risque d’intolérance

Diminution de la posologie 
Alternatives 

➢ Cyclosporin 
➢ Clarithromycin 
➢ Diltiazem



ARD 2020


