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Abstract

e Many studies have confirmed that gut microbiota plays
a pivotal role in human health. It affects multiple organ
systems other than the digestive tract. The bidirectional
communication between the microbiota and the human

body is finely orchestrated by different systems, including
the nervous, immune, and endocrine systems. Moreover,
intestinal flora imbalance plays an important role in the
occurrence and development of ocular diseases such as
glaucoma, uveitis, diabetic retinopathy, and age-related
macular degeneration. Multiple microbiota and related
metabolite ( involving both microbe and host) both
impact ocular diseases in animal models and demonstrate
striking associations in clinical studies. Therefore,
modulation of gut microbiota and metabolite may be
beneficial for the maintenance of ocular homeostasis and
the treatment of related ocular diseases. This article
reviews the recent progress in the studies on relationship
between intestinal microorganisms and several common
ocular diseases, providing therapeutic targets for potential
translational investigations within this research field.
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M AN ATFAEFF— 8 TS R R4 AR IE 5
A B RE A AR HAENUAR S AR S5t R 2 &R
GerbRHUE —SEIARTIRE . WHIE R S e RS A Tk
BA5H A5 T 2 R RO AR O AR S IR 5 2
PR A M DG, T RE PR I 9 B PR O Il 5 R
S5 [F Bk B2 i AT 5E e B 8 R S 1 IR
O, HAE T IR 7 4 28 B R o 4L I JB5E 5 7% ( diabetic
retinopathy, DR) 14 & A1 3¢ HBE AR M ( age — related
macular degeneration, ARMD ) Hr R B — 5 AE [4-6] 5
A SO TE TR AE 5 LR IR SR 1 O R T 2R 3A
1 BEREBES B LR

OGRS —Fh LA 22 1R AT 1 42 SRR A BOH 1 R
9o, I Ay R O SR 2 A0 T T A el 2 2 A AL B
BB v R OGR4 5 1 3 D PR R T
e R 52 B R R T — LA Sy — R AT 206 9T T B, AT
GER I, WA IR TERT R T RS2 MR 1 E IR . B OBIR
SR DK b R T IR R BRP IR TG 3 T X IR 4t
(AR B 55 75 DG IR A 7 o R O A T SR AT A
S 5 OGIR 1Y K A=A AR OCHE P G S M IR S
T OGHR & 2B 1 SC e M Fre s O W T MR AT A AT A
SARE PR A RETC, Ak 107 5| S 4 B 3% 1 L % B HGn , 2ok i
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P 0P 2875 AR B T A T S A4 ) g B A 4T
AL HR T A 2 05

WAk, B AR A X IR Py = A s e,
T =it & T DLRFEAR 5 IR G i B, £ 37 10 R i T
gL BRI A AT A BEL T 2% T S R el 4 3 T Y A
FH ARGk B R T BRE X T B
F b Bz 2R 0318 A (2 BEVE T, Skrzypecki 551 & B
TR ER T ARSI I 8 1l K B R i, I L Rl 2 57
TR 22 B 2 A S it e A8 Ak, FEELARBIL G i A 1 T 3
— 5

B TR, BOR B 2 IR HE 2R W S0 S50 vl e — 1
A7 FHRERE IR FE . Chen %7 KL, H %
A IR R T v AT DA TE 8 /N B Y Y T 0 i R 2Pk A
Do B, DT 3 55000 ) OB ot 21 200 L A8 2 (R AE TE T B P A
SR T R S 2 B AR YR, X R s AR
HEAE T R B0 T 40 I i3, LA K 22 46140 vp ol
FNELAEH

Gong 25" % F 16S tRNA I 5 %iF J5 % M T f L35 %
RS £ 8 TR {6 R 2 %) i T TR 2R A 7 2 A, IR M e TR
B 18 EIEAMCY SRR R Z MR, SRR,
TR IR T A T AR B - E IR G R AN B
FF BRI R AT B S0 3 18 22 1 P R g R 3 40U 7
JE B kb R 5 A 55 R TG 2 R OGO
AL EY B B 5 S IR TR R S AR OGP s R A 4 2 R
S EEER A LA OEY ) BT RIS R B, A B AR A
T ) (R i T A 2 TG PP TR 7 A 3 - I| DR N TR , 4k T i
M EA 2B E " R EOGIR R BT DL
TR R, 0 I B TR A 2 0
2HERBSEERER

A R 5 e — P R ST S AR A B B A ik R
AP 6% 2 400 o) i 10 A5 114 4 P o, HOi DR AT R L H B e
g AR o 1 B e R R R Y 2 AR ol i L
AN 40 30 B B27 (human leucocyte antigen B27, HLA —
B27) J& AR AR 1 EE G R Z —, HLA-B27 #%
HE PR R B S HILA -B27 RS B4 1 TR R 5 1 R B R
B 22 5, Al BRISK 57k 5 16S tRNA 45 A, ff %Kik
HLA-B27 FIA B2 SR A 11 A% 3L 14 Lewis KRR 5 B A Y
KEE A REEAT A, 45 R R 3 56 KRS 2R R
TR R 36 DU TR T %) = B MG I, v 26 A 1 B v = O S R
PR FERRA, ot B iR T A 5 AR IKUIRMESC T R 1 &
AT Yl AT B 5 Fischer KL= AR 45 R A
SN R R A T RE R 0 4R R i R R 0T R e a4k
SE SN S5 A F st R I A i R AR

SEEPE H B e % 4 44 B R (experimental autoimmune
uveitis, EAU) BH58 128 45 T /1N BRI A R I RS I8 32 2%
[ 4EAE 2R A ZRE5G B 1, T S 38 200 JEL , RS o) 7 4 A 1Y)
G PETE AT BT AL . A TR IR, 7E EAU /MR, B i
PR ARG N5 7 38 TR AR R R 1A BRI R A R AR T
FElE—EP o RYUAE RS EAU /N RCE I P R RE
P PIFFRE T o— 2808 B 49 J 2 sk 2D, v =28 T8 T A9 5 i 1Y
FETI, bR EEL 255 RN D FEE Treg 24 BfL &2 384 0, 00, T 48 e il
FAE T  If RIE A 8 5 R AR
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TE A KM B B e M A R A AR /N BT A 3
T AN TSNP BT R, H A R AL mT RE S e A
HINEAE . AE X b 2 R A AL v T 240 B A A 6 fh o 4L 1)
RIS R B0, X Bl B R 1)l [R) U D A 10 25 0 7
Az IL-17A, T 5 R A 45 B 4 2 0 O L, 4 25 JE 46 /)N Bl
IR 2 8 i P R i, M T A TR Dl 2>, 0 0 58007 T 448
R ARIEAS 5 8 1 P T 48 A A5 1, DT il 3 4
R 5 AR 2

JI73 T R AR T R A R A R B AR BV R
BINZRZ S A SR, 8 H S et daRR 8
HIIRYT TR R e AR HE R BOR AR R IRt R 24 |
o2 ) 5 S5 R R IR — 5 1T AL B W RIPE TR £ |
P o T VA B T R R AR A A T RE O I R g
PR 25 % BRSS9 8L B
3mEEAS DR

DR JEAH PRI (14 ™ 1 JF R IE 2 —, KL 4%, B
HIIA A I8 P R AE A AN I D R e 5 AP/ DR KB R
FEHLH o AR A T A T 4 oA Al R A M A DR
R A X JE 9% 2 ( non — proliferative diabetic retinopathy,
NPDR ) F3 5 4 b DR s A0 9 JIRE 5 A% ( proliferative diabetic
retinopathy, PDR) . A B/ 52 UE W0 i i K8 35 109 g 1 v A
HIEWZIREA 25, FMEREAM L, T2DM [ 1 5 BE
PR T A5 B 0 BRI, AR R AT TR BE A0 RRAIR>  34 43F
5% 0% IR DRI 8 OUFT BRT 11 5 POUFF BT 0 1) B 081 v
SR, AT W5 i 0 W PR A b 3R 79 o o 1 2 B
K5 R RIS OB DR R B RE 0 22 2T el &2 iR
AR AR 2T BRI AP R i, sh ) 9280 i, db/db
ANERE R AR TR PR T S R TR ) e 4
T WD BT I R JRE R BT 11 AR R AR

Ji B B RE SHAR 9 T REXT DR 9 & A2 & Jg = Ak

S Horh A R RGBT IR | 4 R T R ( short -
chain fatty acids, SCFA) . & b = H % ( trimethylamine N-
oxide, TMAO) FIW| g 2, 3 XA % i ( indoleamine 2, 3 -
dioxygenase, IDO) ,

YRR IR b i 1 TR A AR i 32 40 0 ) G T TR
A, A 4 A i R 2 AR IELRR A5 | L S B 2R L RR B Y
W, T2DM AR JERETR ] B 5 MH TR Mo 45 & Wy i 72
A E AR DG, SR BRI W PR 2 2 )5, db/db /) B P JEE B TR
1 BB Ak B8 25 SEUIE R & S, O o 1 ) R A
AT SR R B 6 52 — R X Sk {3 B 00 B 2
[l AT AR GLP—1 f4) 33, B AR I A A -2

TMAO =2 piy I B8 55 117 142 ) J5 28 4ok 1 3 v A AR A
= WP 28 ST A A 1 BT 56 [ [ R4 B 5 7 9%
P (NHANES ) 2005 ~ 2008 4F- [ i W 171 549 53 Br 25 2% 18
NGB IRGEEEAK - Tt s 5 DR & AR R AT REME RS n B
A | 3% Rl AR S 78 Lo MR R fE s P Ry

Nt — BRI TMAO 5 DR AYHISENE , Liu %5
X 2 HURE R B IS TMAO ¥ B UEA TR BT IR A 5T, 2 2R
£F DR BOREPR R M 4 I 3K TMAO 7K F- .35 = T JC DR &
# B RR E TMAO I3 K SF- ) e B2 B Rg |, A8 DR A R]
REME B R E AR B ™, 7E2 T b 4 A TMAO 1R
MAZAE R R R, X T DR A2 W Bl AR 0 $2 & 10.7%
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(IDI=10.7%) , B sME I TMAO XF DR 2 Wil . BE
TERFSE & B, B i TMAO 7K1 5008 JR s i & A= B IR
o R GO LA S 22 1 B IE D RE AN R AR TR B
W E RO, TMAO S22 37 T oA A% 4t e PR 3R i) — A
AR S Y TMAO 3805 NOD 32 1A i
TR A 453 AH 5 8 H 3( NOD-like receptor thermal protein
domain associated protein 3, NLRP3) 4 Jif /MK %5 £ Fh ik 15
o | R AL 1 4 A 17 A 5 B R RE R HE DR
TMAO AT BEAE A — >0 37 e 6 DR 3R A g 28 1) 2 A= A
R XA R AL DG T H 8 IR Y £8 A &, 1) T
i DR kAR

o T8 BRI A B LR IR 1D R £ A E SR (N
FRER AN T FRER , SCFA TE4E+7 1 18 B B D E FIAS S vh A
FEAME A, B AT LU 5 s b 2R A IR - 1 ( glucagon —
like peptide—1, GLP—1) 43 514 i AR B sk 2% R AE I
JO7 , DT 27 R P IR S

Shen %5 & 1 RUME IR AR BUEE A 75 B 07 R )
I BRI R AU R IR G 3 IR R R,
I SCFA JKF-Th i, WK MBI BR K - Tt i , b A i g 7K
VB SR | R O I JRE R T A R, 2H 2 b Y RAE R T K
V-5 FH AR, W, PDR & BiK h IR R A4 (TR
R A, BT BT R AE L) K P BEIE RN IR 2
FEA

Laurans %5 % PR 18 08B0 3 ot 98 45 €0 & B AR 35t b
AR IDO M AU 2860 . X DR FR 3% Y I ¥ Hh A9
IDO | 028 R S HARE Y EAT 73 A, IDO R PR 2R K R
WRTER 1 332 ik R R R 14 7K P AR B IE 3 32 1 183 T
&, 7€ PDRBRFH T By W 1 AR TR KRB
] RS A8 PR PR 9 X BB ZH, DR FI DR /)N BRUA A0 I i
T IDO 5 RN F y— T4 &K (interferon vy, IFN-vy)
BIZKSE T, 76 A AR 0 A P K2 4 S (human retinal
microvascular endothelial cells, HREC) 4l Jitg # BT IDO 7]
VI |75 P48 (reactive oxygen species, ROS) K3 T [ 40
FE Ty R S A R 25 TERE R TR TR
PRI SCFA FYHBE 38/ TMAO 2 IDO Fr ik, )\
T PRAP 4L 9 I D BE
4 A EE RS ARMD

ARMD J&—Fh 5| 2 vhCo i g A7 1 B i IR A7 1R
A RSB, AR IR AR A B RS R] 20 R T
PER BB VE SR BV, VP2 R e dE ARMD 1Y
KA AL E IR SR IREE DL AR R AR X
SE PR 2 2 [E) R EARS, B AR

B RS ARMD & 4K A BBV RR, H
AT R IE Ak A X TR DO 7 A B, 285 s B R 2
Zinkernagel /i“—é‘f[%] I R AH X i B X6 R ,ARMD & HIRA
MERAT T | B e TR R R R DU T A X
£ RICIUATH B3 /0 . ARMD B4 18 BE L- TN & R
ST A R i VRS 2R LB W) PR 6 AF DG 3 R 5 4
IR 7 P A A DG PR 3R 8 R B, A AT 5E k78 ARMD A8
o JELE T A B B B TR T e AU R Y
FEIER A m Y, B, JEERE TR T BEA2 iF ARMD 11
KA ATLIAESS ARMD B9 AE AR 3590, T FDURT s ok )

PR AE T o S8 2R, AT LR AR/ LAY i 1
PRI A AR 42/ BURYAFAE , O AR IR G A 00 1Y R 48 i s
N AR R B B 20 Y (retinal pigment  epithelium,
RPE) Hl Bruch A #MA C3 ML A5 283

VFZFFEIERT, R FE 35 R 38 2 5 0 o 1 T A 14 45
5 ARMD B A e e R AR /D R 2 7 AR 2R AU
ARMD (93, 41 RPE J2 247 DLz 428 IR 18 = UL
B TS A S RE AR [ A 17 60 T, OB R & 1/ RS 2%
PR . R IR B e AR R B S AR )
PRI 27 s, 7 T8 B R 7 £ %) L 3% 55 X R I JBE A 4
PR, /IS BB A X RS 2 % Jre Ul 6 22 i o2

A RE 2R R H R RS S S R R
ARMD ¢l A0 0 58 2l 28 A7 O i #U A T DU 5 {FOm% ok
B ARMD BB PEIIA K. LTI S ARMD %/
fWFFE AREDS T F1 ILIEW], #h S 2 FlE 7 R, GIR 679
BT iR KRR MRS, AT LIREARIE ] ARMD & 1Y
JRURE 12 PR IR M ARMD B Y e R IR
T35/ B AU TR 1] A B R AR, TR RE T T R AR
Jik 28 R8T A 1145 ( choroidal neovascularization, CNV ) Ji 4%
TR T IE R IR /N

A 3 A R W 20 5 I PR T B | Zysset —Burri 25
S B Mg 3B T RE AMA R G258 A LA P ARMD A K
ARMD F875 17 T8 R PR R A T I AZOBIE A o fie o 1%
1T IR I A WA R ik - i P R e B e D Re e, wie A
Bt . AMAFF H(CFH) /E R ME R G
il S HE R I B 5L, He 2848 5 ARMD 19 & A 6 ik
— SR, B R T R R S B kAR
CFH1 WA A, R H 5 CFH3 RIKIEME,
45 CFH1 CFH2 ik B OAG; R RE M 4 F )% 5 CFH3 &
IKEIEASC,
5 Hfth

Graves J% ( Graves’ disease, GD) & —FfP 4 44k 7 H
BARIEIR , 2 20% B E 2 KA Graves HRIF , 25 B0 M HE P4 21
HIs LR A BT B A ZUE A A5, Masetti 55
16S rRNA i F7 J2 Ji7s T8 R HE R SR 0 R B Graves R 94
FFOR IR 38 2 32 1K (thyroid stimulating hormone receptor,
TSHR) 35 BtEAT 40 B, WL 31 ISR BE 1 1) 32 B2 T i, 404
FRRTTERBERRR, X5 GD B3 & A= MR 5 i) g 16 1 R 4L
FRRT T B B A — B, REN S F AT HNEE S
ARLE NG 17 20 R4 AE 52 TE AR G, A8 R [ 52 36 =28 /S 1Y
Graves R 75 A5 0 5 B 0K IR o) 38 i 44 ( thyroid stimulating
antibody, TSAb) 7K A AE 7K - B HRHE o B~ 4028 A i A
[v P 3 PR R 4 B A I R[] {H Sajad %57 % B8 3 f
YA ZR G Wik B 90 18 T BRI, T DR Ak
GD /) [ﬁé%&ﬁﬁ%ﬁ{fﬁ%, M, A Graves HR¥pg B 3 3%
RN R BUE R R DTG L, teAh A IEE A TR
PR PR SR A RSBy TR 5 M B W R AT A G, Pk
2B 1 TR 2 /N U 4 H b RAE
PFHE % 51k 45 S R 4 kg 22, IR g > . Wu
SO S B MR R T LA /N B B AL R A RE AR
Il ARAIF I .7 TR 5 T3 255 AE 1 R AR 2 o 38 b 40U T
FTRCB 1 Tt JERRE R 1] b )R B0 R R B B B I
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PR G, 2 518 AR 5w R L5 L A B 1 55
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88,5 FAURT A BT, 5 R X IR FRH 8 28 s, BE
Y 2 545 T 1 B R 55 MR P R R DG, 1T — 38 =2
] PR SR G 2R M ANV A . Liu 451 3 o o 48 /R Bl ML 4K 23
PFriERd B WS DR iR A RERICR, Wi -IR
iR e R P T (ORI DR 7 N L S A DR AT S
o T8 R AR AR PR K A R SR R R B IR SR, R
T H AR E RN AV 2 A 2 IR AR
AE TR Y 2 B B 25 S 45 TP TR R ) AR AR B X i T Y
Wi G 2R G ) B XL e 981 VR 22 M 1 L
A=W 0 536 B A TR SR N B4 0 2 L B TR W TR A
RS, A WTSERM, 45 AR M 25 A2 70 T LA i T A
AR LR, LA T U7 0 AR 3 4 SR 9811 e 98 A DG 7 TR
BEE DTS BCA I A J AT AT LA -t 398 g 10 1 A 1 HIR
PR B SOREAT T D MR PRI T A 8T B9 IR 7
A0 FROTI B A R B T T B, A i U IR )
50 A 25 A TR £ A TG IR 45 1 T8 TR, DA i IR P R
3 S A A MR R, 2 3 o 42 R 5 i 3 T TS B Bl
MR 0 H A, eAb, T 3l v e A B4 D AR A S, FE R
HRBR A2 W R BT
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