5535 %5 4 5 ] FEMREZRE Vol. 35 No.5
202543 J China Journal of Modern Medicine Mar. 2025

DOI: 10.3969/j.issn.1005-8982.2025.05.009
XEHS . 1005-8982 (2025) 05-0053-07

B E R ENIRE AR TR

AR, FLBEAE

(LLLWERAY EFR%K, U KE 030001; 2L HERA¥E —ER
R S mEREESA, LT AE 030001)

WE TR SRR SRR AR, R A o AR AU AR 0 R BERA, 3
B IREHOFEIUFT THR R, WA 87 K3 T RFHCE. F—H 2 ir SIS
87 KA AR B TR AE A 254 B ASRAT AT, % S T A AR R TR A S
TRAEEY I AL A AR B AR B R M R 0 R IR A SR A B A R

W8 IT PR ARG
KEER . EESE; AYMEIY; RkT G
FESES . R562.25 RTINS . A

Advances in biomarker research for severe asthma*
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Abstract: Severe asthma, characterized as a complex and heterogeneous chronic inflammatory disease, has
witnessed significant advancements in biomarker research alongside a deepening understanding of its pathogenesis
in recent years. These advancements have markedly improved diagnostic and therapeutic strategies for this
condition. Each biomarker contributes uniquely to precision medicine in severe asthma by providing critical insights
into its molecular underpinnings. This review synthesizes the latest global research progress on existing and
emerging omics-based biomarkers that hold promise for refining the management of severe asthma. These
biomarkers rapidly elucidate disease-specific pathophysiological pathways, thereby offering robust evidence to guide
precision diagnosis and tailored therapeutic approaches. Furthermore, we highlight future directions in biomarker
discovery, emphasizing their potential to overcome current limitations in phenotyping and therapeutic resistance.
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