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Liu Lirui, Xu Wen
Eye Center, The Second Affiliated Hospital, Zhejiang University School of Medicine, Zhejiang Provincial Key
Laboratory of Ophthalmology, Zhejiang Provincial Clinical Research Center for Eye Diseases, Zhejiang Provincial
Engineering Institute on Eye Diseases, Hangzhou 310009, China
Corresponding author: Xu Wen, Email: xuwen2003@zju.edu.cn

[Abstract] Dry eye is a multifactorial ocular surface disease characterized by the loss of tear film homeostasis
caused by many factors, which is often accompanied by ocular surface discomfort, and the related immune mechanism
is involved in its occurrence and development. Regulatory T cells (Tregs) are the main negative regulatory cells of the
immune response, which play an important role in the regulation of allergy, autoimmunity, graft-versus-host reaction,
and other immune responses. In dry eye, the inhibitory function of Tregs is impaired, and Th17/Treg imbalance leads
to the progression of the disease and the collapse of self-tolerance. This article reviews the classification and
molecular markers of Tregs in dry eye, the number and functional changes of subsets, the mechanism of action,
plasticity, the effects of current treatments on Tregs, and how to use existing treatments to regulate Tregs frequency or
function to treat dry eye.
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1.1 Tregs 532K 50 Fhrik

R A TR S LA S VR FHPIL ) 1K Tregs 234 328 H
SR Tregs(natural regulatory T cells, nTregs) . #h & Tregs(peripheral
regulatory T cells, pTregs) LA } 1% 7 7 Tregs (induced regulatory T
cells,iTregs)"* o nTregs IR T b 255 BF 14 T 40 i 52 1415 5 o %
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CD8'Tregs, CD4"CD25'CD127"" Tregs # Ik A J& CD4 Tregs Y iz
A AR B . JEI Tregs (follicular regulatory T cells, Tfr) & #4
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CD8'Tregs 7= A2 Y A5 & . CD8'CD28 Tregs fE % i i Ik > CDS6
B DR (1 7 SR AT APCARAR 52 1, [ B L 9 S 98 BR 2 1R 5 )
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TSP-1 477 Az it IR TR 36 /)N G5 it ik EL 45 70 Foxp3 Y 223K, iR Bk
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B e Ve SE
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X ROR-yt 7% 2 /N R 19 CD4"CD25 Foxp3 Tregs $ i 17 1 i />
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PDZ 45 & 3k i % % L s N 1 (transcriptional coactivator with
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target of rapamycin, mTOR) I 5) , € )72 [ H T 4% B B AL HE
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