Groundbreaking drug baxdrostat offers hope for resistant high blood pressure in UK
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Millions across the UK who suffer from high blood pressure resistant to existing therapies may soon have new hope through a groundbreaking medication called baxdrostat. Described as a “triumph of science,” this drug represents a novel breakthrough by directly targeting the root cause of hypertension, unlike current treatments that primarily manage symptoms. Developed by AstraZeneca, baxdrostat inhibits the production of aldosterone—a hormone implicated in raising blood pressure by causing the body to retain salt and water.
High blood pressure affects approximately 14 million people in the UK, with around half experiencing uncontrolled or treatment-resistant hypertension despite taking multiple medications. Such poorly managed blood pressure substantially raises the risks of heart attacks, strokes, kidney disease, and premature death. Baxdrostat’s promise lies in its distinct mechanism, which blocks aldosterone synthesis rather than just its action, offering a fresh approach for patients who have struggled to achieve healthy blood pressure levels even with cocktails of two or three drugs.
The evidence comes from a large phase III clinical trial involving 800 patients across 214 clinics worldwide. Over 12 weeks, those on baxdrostat experienced an average systolic blood pressure reduction of around 9 to 10 mmHg greater than placebo—a reduction that can translate to meaningful decreases in cardiovascular risks. Previous research links such falls to a 17% drop in coronary heart disease, a 27% reduction in stroke risk, and decreases in heart failure and death rates by up to 28% and 13%, respectively. Importantly, about 40% of patients taking baxdrostat reached healthy blood pressure targets, compared to less than 20% on placebo, with no unexpected safety concerns reported. Professor Bryan Williams, chair of medicine at University College London and chief medical officer at the British Heart Foundation, noted the unprecedented magnitude of these blood pressure reductions and the potential for this drug to act as a "game-changer" in preventing cardiovascular and kidney diseases, as well as potentially dementia.
Baxdrostat’s development aligns with a growing awareness of the global hypertension crisis—affecting over a billion people worldwide—and an urgent need for more effective treatments. AstraZeneca plans to submit baxdrostat for regulatory approval later this year, aiming for potential launches in major markets including the US and Europe by 2026. The company projects peak annual sales exceeding $5 billion, underlining the drug’s considerable commercial and clinical significance.
Clinical trial data presented at the European Society of Cardiology congress and published in the New England Journal of Medicine reflect consistent results from studies including the BrigHTN trial— a large phase II/III study focused on patients with uncontrolled or resistant hypertension despite standard therapies. These studies confirm that baxdrostat significantly lowers systolic blood pressure and suggests aldosterone as a key driver in hard-to-treat hypertension.
However, earlier phase II trials showed more nuanced outcomes. While some doses of baxdrostat achieved statistically significant blood pressure reductions, differences from placebo were smaller or did not reach significance in certain trials, possibly due to large placebo effects and variable medication adherence. Side effects like hyperkalemia (elevated potassium levels) were rare but observed, requiring careful monitoring. These findings are not unique to baxdrostat; a competing aldosterone synthase inhibitor, lorundrostat, also reports similar efficacy and side effect profiles, both companies targeting regulatory approval within the next year.
Despite these complexities, the overall clinical picture suggests baxdrostat offers a powerful new option for the millions globally with resistant hypertension who previously faced limited choices. Its targeted mechanism addressing aldosterone production directly responds to an unmet medical need. As regulatory reviews progress, patients and clinicians alike remain hopeful that baxdrostat will soon enter routine practice, potentially transforming management and improving outcomes for one of the most pervasive cardiovascular risks.
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