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[Abstract] The Chinese guidelines for the prevention and treatment of hypertension(2024 revision) emphasizes that
hypertension prevention and control must be grounded in the principles of grading, staging, and typing, to advance
precision therapy. This paper systematically expounds hypertension typing diagnosis and treatment strategies, with
particular emphasis on the necessity of conducting typing—based diagnosis and treatment for individualized care
according to etiology, pathogenesis, and special phenotypes. It elaborates on hypertension typing, typing assessment,
and clinical diagnosis and treatment, providing systematic interpretation particularly of the clinical applications of
mechanism-based typing, hemodynamic typing (utilizing Al hemokinetic graphing and out—of-clinic blood pressure
monitoring technology), and special phenotype typing. Furthermore, it explores typing—based differentiated intervention
strategies.
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