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Research progress on macrophages in chronic atrophic gastritis*

Zhang Ai-rong', Xu Zhu-xin', Liu yi', Chen Wan-zhen’, Wang Zhen-kai’
(1. Graduate School, Nanjing University of Chinese Medicine, Nanjing, Jiangsu 210023, China,
2. Department of Endoscopy Center, Nanjing Municipal Hospital of Traditional Chinese
Medicine, Nanjing, Jiangsu 210022, China)

Abstract:Chronic atrophic gastritis (CAG) is defined as a precancerous lesion of gastric cancer by the World
Health Organization (WHO), with a malignant transformation rate of up to 7%. However, its clinical manifestations
are similar to those of common gastritis and lack specificity, and current therapeutic strategies are unable to
fundamentally reverse disease progression. As key cells involved in tissue repair and remodeling, macrophages can
regulate the inflammatory response and tissue repair in CAG through polarized phenotypic switching. This review
summarizes the research progress on the role of macrophages in the pathogenesis of CAG, as well as in both
traditional Chinese and Western medical interventions, aiming to reveal the disease mechanism, to provide new
insights for developing safe and effective therapies, and to bring new breakthroughs in the diagnosis and treatment of
CAG.
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A% 40 3 3k 22 943 Ak AR G2 2 4R B R ) L I 4T
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IFN- ) g £
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B, I AR R A F, 40 TNF-o.
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W 4 A 53 Ak oy M2b Y = AR SRR A BT 4R 5 Sz il
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e SN X 3/Toll K32 K 4 (Toll-like receptor 4,
TLR4) 55 i i . B I UL IS -3 YL/ 8 P9l B
=53l % T — kB (nuclear transcription factor-B,
NF-«B) {5 5 . {55 5 5 M S s W7 3
(signal transducer and activator of transcription 3,
STAT3) Fil Janus ¥ 2 (Janus kinase 2, JAK2) {55
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WA Z W H L . 2 RS2 IR L )
M ) BEFT TR 455 A Y BE 7 R 40 LPS RE 838 & TLR4
PTG NF-kB {5 5 U, i 5 B g0 i =4 M1 &
Bt AL, fEHEIL-6. 1L-10, 1L-23, TNF-o %Ki
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(reactive oxygen species, ROS) =4 5HiE L REEM
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