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[ Abstract] Dry eye is a multi-factorial disease characterized by reduced tear film stability and ocular surface
damage , accompanied by tear hyperosmolarity and ocular surface inflammation. Recent studies suggest that the
disruption of protective immune regulation of the ocular surface and imbalance of inflammatory response play a key
role in the pathogenesis of dry eye. Inmune-mediated inflammation in dry eye has become a hot topic in recent years.
Inflammation and dry eye can cause and promote each other,and eventually form a vicious inflammatory cycle, which
can result in a constant damage to the normal structure and function of the ocular surface. Suppressing the ocular
surface inflammation and breaking the vicious inflammatory cycle are key points in dry eye treatment. This article
summarized the immune regulation of ocular surface, and reviewed the recent research progress of immune-mediated
inflammation in the pathogenesis of dry eye,including the activation of natural killer cells, the activation of Toll-like
receptors , the secretion of pro-inflammatory cytokines and chemokines,the activation and maturation of corneal antigen
presenting cells,the immune inflammatory response mediated by T cells, etc. This article listed the crucial parts and
vital mechanisms of immune-mediated inflammation in dry eye to provide potential therapeutic targets for alleviating
the ocular surface damages and discomforts caused by dry eye.
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SeuEFE 11-14,5,53 2 2017 £ 8 H 1 HR IR EH TH
MIEME AL AR BEB 2. &L 3 kR AMIRKE , A
R S o MR A A IR AR AL ) 0. 08, s A BF IE L )
(best corrected visual acuity, BCVA)-14.00 DS/-2.50 DCx90=
0. 1; ZZ MR #EAR AL J7 0. 15,BCVA-15.00 DS/~1.50 DCx75=0.2,
X HIR B 6 Tl B, 445 I TFC S I, ) B3 W), oy ol % ) 30 T
BLKP (), Bk I (=), BUIR i AL A5 K A5 B, B AR 3 mm, X6
S5k T, DR A R M, 3 A A DL YR il 5 A7 I RV A A T
D SUMR A 28 300 500, 20, W a0 T D ok 246 JEE 5 44 o, ) e Dk
AEAT B BB IE B BE rRLG WO S 98, TE W B R T (8]
1A,B) ., Y40 T Wr /2 F1 4l (optical coherence tomography, OCT)
H6 A 7« U 3 A DX 0 78 A0 1 B B A 9, e T B A7 AE ,
O U1 A8 103 445 e AL ) JBE €, 3R [ % (retinal pigment epithelium,
RPE) 2524 (& 1C,D) . #& ™ e [ ( electroretinogram , ERG)
A A 7 IR W R 1 DGR PR Al M B B b T 2% W ALR
BN a PR T R, b AR 3 B A7 (oscillatory potentials,
OPs) 5 25 s SUIR WIRE 11 ' 300 98T, 400 41 400 2 19z A1 30 Haz [ 4R
G A A0 A S R AR IR S AR AR (P 2) o fR3% 112 BCVA Sy
M 0.08, /= M1 0. 1; M1-12 BCVA 5 47 ML 0.3, 72 R 0.4 TM-19
BCVA SHA7MR 0.2, 4R 0.2, ZRPBHIGKEKRIF G52
e R M oIk M K B ( complete congenital stationary
nightblindness,cCSNB) 2 Wr , 1% 5 & 5 ML X 5% 91 o g8t 4% (
3) o FEHCI-12 F0 10 -14  10-25 K 11 -4 47 250 800 7, 285
J R RO ) B U X R A B B R A e S A A B R AR
Sto KW M B9 T A ZE 5 7E dbSNP14, HapMap project, 1000
Genome Project,YH database , Exon Variant Server } ExAC %
R 22 250k B0 P b AT Hou S5 R R R T -12 A L -14

NYX 3£ c. 887-888delGC p. G296Gfs * 196 Z4 4 48 & M-25 2K
s, -4 REWRL R FERRNHA LG b 47T T 2B
R 5 Ay sy B U AE 7R 73 A0 2 Bl E -2 A I-19 R R
WM RAL , L Ve H Yy 2 G 1, I 55 M R 4 R
A5, UESE NYX c. 887-888delGC p. G296Gfs * 196 Hi% &K 4 5L
AR S (& 4) .

118 : CSNB J&— 2 3 T4 30 40 0 J 400 A R 46 119 3 A% M 4L
RORE S o I R A e R AR AT L R
AN [ B B e DG S TE RVRE 0 T B, A I AT R A EE At TR S AR
R AR ER R B AL SE . AR ERG R ILW 434 cCSNB HIAR 5
47 CSNB, CSNB Hf W 25 (8 1% 5 Btk , Hoast % o7 =0 % Y
R BRI AL Y G IR Bk L R X B ALY . BT, 2
A IS AEEFEBAE S 5 CSNB A7 3¢, 43 il & o Yo 8 1K 1 35t 1%
GNATI ( MIM 139330 ) . PDEGB(MIM 180072) ., RHO ( MIM
180380) , % YL o {Ak Fa ¥4 3% 5 CABP4 ( MIM 608965) . GNATI
(MIM 139330) . GNB3 ( MIM 139130) . GPRI79 ( MIM 614515) .
GRKI ( MIM 180381 ), GRM6 ( MIM 604096 ) . LRIT3 ( MIM
615004) ,RDHS5 ( MIM 601617 ) , SAG ( MIM 181031) | SLC24A1
(MIM 603617) . TRPMI ( MIM 603576), X i % & 1 & 1%
CACNAIF ( MIM 300110) f1 NYX ( MIM 300278 )™ H o,
TRPMI .GRM6 NYX Fl CACNAIF 2 1¢ W% 40 M b 32 35 F1 52 17
B, 257 DR 40 o 380 405 35 RUH 441 M 19 15 5 SRI06 R BT
B S: 5 cCSNB A X,

AT E 1A 4 X EPBRME 3L 1 cCSNB K &
BT NYX KB 0 B0% A 5 c. 887-888delGC, NYX FL[H {v
FAFEY AR Xpll. 4,3 H 4K 2 713 bp, H 3 MR T, H
WMEOA SITMEER MR AKREED . ZEOBETES





