RICEE#ZE 202654 H28H 2551 24l

R BBk 3% FE 5 & 1tk il 41 245 4 o B9 A R AL 1B B oL A B 5 i P

FREABL, 1R

VHOR R E R — IR IRE B, HO 22
=M 730050

730030; > fif il A EK B PR B AR BA S 940 BE BE I 5 fE FAE BEAE A, HOR

(FESES] RS63 [XEAPRERD] A [DOI] 10.11855/j.issn.0577-7402.1280.2025.1023
[FHEA] A 1EE I JER 45 o
(BIAZRST] KA, Gt . MR R AR A AT 24k P (4 FEATL AR K st FIE 5 1 JR2 (], Sl 42 B 2%, 2026, 51(4): 606-613.
(Wfs EHI] 2025-06-25 [RFABH] 2025-09-21 [LZ&HHA] 2025-10-23

(EE] R4 (IPF) 2 — PP BUAS B A8 PR LR R AP ) BTG 2, RIS T MR DI BE TR, Va7 T A
PR Prerdi iy LB ity , MELIAA, YT EI BB, PRIKER (APN) 2 322 i IR 107 4 AL 53-8 1 A= P o
T, HAMEZEE . RSN RAE RV DL A 0 A VER . SRS s, APNXIIF. B . Ml 2Efhny
RAEREWA —EEM . A CEER APNTE IPE A E FIBLE SN, AT R, DABEAAHDC B F 4efbinyr it it 2%

[RER] NRKER; NRIRERZIRMER ;. FRRMEIL4etl; (F58%; WmIGYT

Research progress on the mechanism and application of adiponectin in idiopathic pulmonary fibrosis
Zhang Ming-Yuel’z, Hou Yan®

'The First Clinical College of Gansu University of Chinese Medicine, Lanzhou, Gansu 730030, China

*Department of Respiratory and Critical Care Medicine, the 940th Hospital of Joint Logistics Support Force of PLA, Lanzhou, Gansu
730050, China

"Corresponding author, E-mail: houyan0807@hotmail.com

This work was supported by the Gansu Science and Technology Plan Projects (24JRRA007)

[Abstract] Idiopathic pulmonary fibrosis (IPF) is a prevalent interstitial lung disease characterized by a progressive decline in
lung function. Given that current anti-fibrotic agents merely slow disease progression without offering a cure, and therapeutic options
remain limited, there is an urgent need to explore novel therapeutic strategies to improve survival outcomes in IPF patients.
Adiponectin (APN) is a bioactive protein predominantly secreted by adipocytes, which has the functions of insulin sensitization, anti-
oxidative stress, attenuating inflammatory responses, and exerting cardioprotective effects. Recent studies indicated that APN also
plays a regulatory role in the pathogenesis and progression of hepatic, renal, and pulmonary fibrosis. This review summarizes the
research progress regarding the mechanisms of action and potential therapeutic applications of adiponectin in IPF, aiming to provide a
theoretical foundation for achieving anti-fibrotic effects through the activation of APN signaling pathways.
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Fig.1 Schematic diagram of adiponectin receptor signaling pathway
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Fig.2 The anti-fibrotic mechanism of adiponectin in IPF
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