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Abstract; Alzheimer's disease (AD) is A neurodegenerative disease characterized by progressive cognitive
impairment. In addition to AB deposition and Tau hyperphosphorylation, persistent neuroinflammation has be-
come the third core pathological feature. From the perspective of neuroimmune interaction, this review focuses
on the recent research progress of peripheral innate immune cells (neutrophils, monocytes,natural killer cells)
and adaptive immune cells (T lymphocyte subsets) infiltrating the central nervous system through the blood-
brain barrier and participating in the regulation of neuroinflammation in AD. This article systematically re-
views the dynamic changes and functional status of different immune cell subsets in the course of AD,as well
as their possible dual roles of protective or pathogenic at different stages of the disease,and summarizes the
current therapeutic strategies targeting these peripheral immune cells. Comprehensive analysis shows that pe-

ripheral immune cells play a complex and dynamic role in the occurrence and development of AD,and their
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dysfunction is an important factor driving neuroinflammation in AD. However,there are still many challenges

in current research. The functional heterogeneity and stage specificity of immune cell subsets have not been

fully resolved,there is a lack of safe and precise regulation methods that can translate basic research into clini-

cal application,and the long-term effects of interventions targeting peripheral immunity on the overall immune

system are still unclear. Future research should focus on using multi-omics technology to analyze the pheno-

typic transformation and functional evolution of immune cell subsets in the process of AD,develop precision

immune regulation strategies,and explore drugs and cell therapies targeting specific immune cell subsets or

key signaling pathways. Combined with peripheral blood biomarkers,neuroimaging examination and cognitive

function assessment,early diagnosis and personalized immunotherapy of AD can be achieved.
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Research progress on biomarkers related to the efficacy of immune
checkpoint inhibitors in gastric cancer”
Ding Haijing',Li Shichao® sLu Yuanyuan"

1. Graduate School of Xi'an Medical University s Xi'an s Shaanzi 710021,China ;2. the Fourth Military
Medical University/Xijing Hospital of Digestive Diseases/National Clinical Research Center for
Digestive Diseases and State Key Laboratory of Integrated Prevention and Treatment of
Gastrointestinal Cancers s Xi'an s Shaanzi 710032 ,China

Abstract : Gastric cancer is a malignant tumor with high burden worldwide and poor prognosis in advanced
stage. In recent years, the application of immune checkpoint inhibitors, represented by programmed death-1
(PD-1) inhibitors,has greatly changed the prognosis of patients with advanced gastric cancer, but there are ob-
vious individual differences in efficacy. This article systematically reviews the research progress of biomarkers
related to the efficacy of immune checkpoint inhibitors in gastric cancer,focusing on the predictive value and
limitations of classical markers such as programmed death ligand-1 expression, microsatellite instability/mis-
match repair deficiency, tumor mutation burden and Epstein-Barr virus. We then review the mechanism and
predictive potential of specific gene mutations such as protein patch homolog 1,tumor microenvironment, pe-
ripheral blood markers (such as neutrophil count to lymphocyte count ratio) , and new markers such as gut
microbiome. At present,various biomarkers generally face the challenges of insufficient detection standardiza-
tion and unstable prediction efficiency. Future research should focus on promoting the standardization of de-
tection,constructing multi-omics integrated prediction models,and accelerating the validation and transforma-
tion of novel biomarkers through prospective clinical trials,ultimately realizing the precision of gastric cancer
immunotherapy.

Key words: gastric cancer; immune checkpoint inhibitors; programmed death-1 inhibitors; biomark-

er; immunotherapy
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