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Urate genetic score: association of genetically raised
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Forest plot of randomized controlled trial estimates for change in mean systolic
BP in patients receiving urate-lowering therapy or placebo/no treatment.



Meta-regression analysis of the association between changes in 
systolic BP and baseline BP and Uric acid
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Forest plot of RCT estimates for risk of major adverse cardiovascular events in all
patients receiving urate-lowering therapy or placebo/no treatment.
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Lowering Uric Acid May Improve Prognosis in Patients With Hyperuricemia 
and Heart Failure With Preserved Ejection Fraction
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Effects of non urate-lowering drugs on SUA in randomized
controlled trials in cardiovascular disease

Clinical outcome
(% mediation)

Uric acid (all
significant)

PatientsStudyDrug

Reduced MACE (24.6%)-1.04 mg/dL vs PlaceboDM2EMPAREG-OUTCOMEEmpagliflozin

Reduced-MACE-1.11 mg/dL vs PlaceboHFrEFEMPEROR-REDEmpagliflozin

Reduced MACE-0,8 mg/dL vs PlaceboHFpEFEMPEROR-PRESEmpagliflozin

Reduced MACE-0.84 mg/dL vs PlaceboHfrEFDAPA-HFDapagliflozin

Reduced MACE?HFpEFDELIVERDapagliflozin

Reduced-MACE-0.24 mg/dL vs.ACEiHFrEFPARADIGM-HFSacubitril-Valsartan

Partially improved-MACE-0.32 mg/dL vs valsartanHfpEFPARAGON-HFSacubitril-Valsartan

Reduced-MACE-6.5 to -10.3% vs PlaceboHFrEFSOCRATES-HFVericiguat

Reduced MACE (29%)-3.6 to -6.6% vs AtenoloHTNLIFELosartan

Less decline GFR
Reduced MACE

-3.2 to-6.8 % vs PlaceboHTNRENAALLosartan



• Hyperuricemia (H-SUA) is highly prevalent in the population
and contributes to the new-onset HBP and cardiovascular
morbidity and mortality.

• The risk of persists after adjustment for all confounding RF’s
and can be prevented by controlling SUA

• The negative impact of H-SUA on BP and CV risk is
dependent on some integrated mechanism primarily
involving the activity of XO and leading to oxidative stress,
and functional vascular damage.

• The negative prognostic effect of H-SUA in patients with HTN
and CVD can be improved by ULT particularly in patients
with high XO activity (genetic, CAD, HF, CKD, etc)

Serum Uric Acid and CVD:
Facts, Evidence and Future targets of research


