MR ZARLZONEPORZGE 204 4F 12 1 28 H 4523 4 45 124 Chin J Mult Organ Dis Elderly, Vol. 23, No. 12, Dec 28, 2024 - 953 -

R
SEBRNKHEEBEEEEMERPNARER

ARFEG, I EE EHE
(! P BB =B - LT ER I - L7 B2 Rh 0 - (99 1L 7 P 15 f T B 2 R4, KU 0300327 4o
Bl 7 B T 0 B 0P 0 5 5 T B2 IR 430030)

(# E] 1RPERHIENEMEN (COPD) & —Fh BRI S b g , W & I SRl SN R B, A5 5 IR A R R MR AL A
UEAER AR AU 4L ~A1E COPD WAL 607 L WUR %07 A+ 212 05, I, TR T il SRR ACI7E COPD H £
IR IR AN SEH R, X COPD #Y RGEMEA BLRAT 15 2 2L, Ik, A SCHE SR UMHTE COPD R FHE T 20id

[R8ER]  SIEER A ; 12 PERE ZE M Ml i
[FEZ2£5] R563.9;R459.9 [ XEkERER] A [DOI] 10.11915/j. issn. 1671-5403. 2024. 12. 202

Research progress of amino acid metabolism in chronic obstructive pulmonary disease
Zhu Zhifan', Liu Xiansheng'”, Wang Ruiying'*

('Department of Respiratory and Critical Care Medicine, Third Hospital of Shanxi Medical University, Shanxi Bethune Hospital,
Shanxi Academy of Medical Sciences, Tongji Shanxi Hospital, Taiyuan 030032, China; *Department of Respiratory and Critical Care
Medicine , Tongji Hospital, Tongji Medical College, Huazhong University of Science and Technology, Wuhan 430030, China)

[ Abstract)

extrapulmonary manifestations, including malnutrition and amino acid metabolism disorders. Recently, amino acid metabolomics has been

Chronic obstructive pulmonary disease (COPD) is a complex and heterogeneous disease, and it often merges with multiple

extensively studied in the pathogenesis, treatment and prognosis of COPD. Thus,deeply understanding the role of amino acid metabolism

in COPD and exploring the application of amino acid supplements are instructive for the systemic management of COPD. Therefore, this

review addressed the role of amino acid metabolism in COPD.
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