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[ Abstract] Gut microbiome is an important part of maintaining human homeostasis. In recent years, with the
rapid development of sequencing technologies such as 16S rRNA and metagenome, people have a deeper and more
comprehensive understanding about microorganisms. Studies in animals and humans have confirmed that the gut
microbiome is not only involved in the pathological process of systemic diseases such as immune, metabolic and
neurological disorders,but is also closely related to eye diseases. Factors such as host high blood glucose, immune
disorders, aging, high intraocular pressure can cause gut microbiota dysbiosis and increase gut-blood barrier
permeability. Lipopolysaccharide, peptidoglycan and other pathogen-associated molecular patterns enter the systemic
circulation through the damaged gut barrier and eventually reach the retina and uveitis where they participate the
immune and inflammatory response process. In addition, gut-derived host immune cells or injury-related molecular
patterns may exacerbate the ocular inflammatory cascade. At the same time, metabolites of microbiota,including those
induced by diet and environment factors,such as bilirubin, bile acids and short-chain fatty acids, are involved in the
progression of retinal diseases via regulating immune T cell balance, miRNA expression and retinal cell inflammatory
activation. This article aims to review the domestic and foreign studies on gut microbiome in diabetic retinopathy,
uveitis, age-related macular degeneration and glaucoma in recent years, and discuss the possible mechanisms of gut
microbiome in eye diseases via the gut-retina axis in order to provide some new ideas for further study and treatment of
eye diseases.

[Key words] Gut microbiome; Gut-retina axis; Diabetic retinopathy; Uveitis; Age-related macular
degeneration; Glaucoma
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e MAGESHEFRETES SRR RGN A K
FCOIRE B R o FENR MR KRR T 0 00 R 22 2 U T
K MR R B AP ZE RGN —F5r. C A B8R BI BT R
PR BRI FIIA 45 AR5 S i 22 IR AT M B 5 i T TR A OGO
T 995 A2 BILTR , 4 98 A Jim ) | 1L o S5 B ) RE 32 451 L A 2 e I
FACHE 53 45, 4 5 0L 0 A J6 ] 2 40, 2017 4F Rowan
A1 R B AR £ 4K M T B R AT I A G Pk B BE 8 1 (age-related
macular degeneration, AMD) ) £51iE , H.3X — 45 fk 55 7 18 B #f A
KL HEMTER T i — AL B T A . AR, 5 2 A G AL
il BT 57 3 4F 2 A 3 7 OT e o

1 T8 B R A S AN R KSR A BB, AR ST T
YERRG R R OCHE T BE R TR Y, M BE 2 M 0
i 3 T R T AR 7 9 45 AR A OGO TR AU S R
i 18 S5 W RN LK, doe ¢ DT AR B0 AL ) 2 1 2 5 AR 1 AR 5 T
i T Ok TR 4 1 T G 2 200 D A A0 A S 8 4 A5 ST R IR
BRI AE B SR 0 o BRI MG, R M — A o I Al 7 IR A 9 g v
VB R A 3 S R 9 B AL SRBIE 5 A0 817 38 17 Dk 7 1) 242 BRI %

2 EEHSRMKR

2.1 M PR L IR g A

B b A3 I [l 72 ( diabetic retinopathy , DR) J& 4 IR ¢ L
B IF R AEZ — , o P ECTAR I AR 008 2 . I 4E oK
R B E R RS DR 1k AR R R A O, JLA VTR BL ) A 45
PN A G A8 PR AR B AT IR 2T R R IR I R A K A B R
)i 2 ( short chain fatty acids,SCFAs) U % LA KB R-1E &
5K & A 4t (renin-angiotensin system, RAS) T BEFE A .
2.1.1 BMARERIE  HIE W RS 5 A NI B IR 1/

g I R 33 2 AR P 9 0 % 2 B B ML 2 — . Moubayed %
YRR/ AR DR T R AR 5 10 26 0 BF AR 0 AT 40 B 0 3, R B
DR A8 30 e SLFT B 15 5 4R L R WIRE DR BB 3 o 1 P A7
TETE 28 22 TP B . 22 )P B 0 i R AN IR ) 2L R 45 B
% ¥ (lipopolysaccharide , LPS ) J& — Fii 38 %1 i) 48 %iF i75 5 7 , 0] 5
P 7 R LT I 5] & 4 B g R R . Kokona %575 5 K
VST LPS 7 /1N B A2 2R Gk 40, A 0 80 00 1 52 o e 98 0
% A F-a ( tumor necrosis factor-a, TNF-o ) . 4 40 it 4 Z-6
(interleukin-6,1L-6) \IL-9 % {2 4 [H 7 il i &% % 4 A4 K N T 4%
B -6 TR R AT 4 A A KR T AR ATHE . Hh INF-o
AT 1 AR 40 I R I 4 P9 R AR K T (vascular endothelial
growth factor, VEGF) % -2 3 ¥l 5 VEGF f 4= 4135 ¥ , T 9%
W T kB S m B, VR 0 8 B -1 BRI 20 i)
BB 4> -1 AT BE— 2 A2 HE 40 5 00 IR I A P B 4R e 2
I, 0 SR 00 2 2 P B R O A T T A I 4 G 9 2 A Il -
L I R A R . B A F S UE S5 LPS AT K% Toll B % Ak 4
(Toll-like receptor 4, TLR4) {3 51 B I £ ¥ I I o S22 9 e 5% 24
LD /0N S5 40 A, K i — R X B A B R I
MmUY, SIEW AR, 2 T HE FR R (type 2 diabetes mellitus,
T2DM ) S Wit -45k 32 451 () B8 0385 vP o9 38 KO- B T e L 4R
7 W VR 9 H 5 WLAR 1 0 46K 3 4 A T SR JR T i 8 P9 B LPS,
S T T8 B RE A 1 LPS 5 4x By P 7 2% 0 RO R 5 A8 2
] 1) B 0 T R 5 2R i A 753 BIE S, fH g 1 1 RE 2 9 7 AR 11 £k
GRS 107 94 AR I I 8 453 14 5 738 AL AR 2K 0

W 40 T 4, B — SURT 58 % B DR B 3% W 3 4 20 2k R
T HAETTRIR K F 158 DR BB & 2R B E " (3 ik
LA AT A
2.1.2 JHLAZMIHBRERG WitiES 5 ML £ Rt iR
PR B0 T B T, 1 5 40 X0 WL A W T B AR AR .
s VBT W] DR B E LT T AR LL & BRI & ) 4
LT A IA AR 2 % 6 DR AW SR T R % B R, AR
e A B S ) T i A e 4 Ak I R 48 SR
T B PR 6 SO i 1 4398 52 451 69 ARE L DR AU 23880 5 il v
LT % AR 35 M1 . DR v 10 41 % /K T [ 1 7T i
Ji 3 T A ZE L AN/ R B A, 4K % M P LPS AR P R
JI0 2 JEOK - TR A 56 L SR, HORGX IHLT 55 DR 2 [A] i %

JIEL Y T S EL 0 28 T O 38 059 05 28 72 0, 249 5% o i W i
{19900 2 JIE T 1+ A M 3, 2 20 IR K A T F S 3 T TR A 4%
£ i TV PR AR AR 45 A i RV R S I T R AR BB o
B SR P R TR AT S M A R R S, e AT
SRV RB R o USRI T R W 4 R R R 0 R E b,
T RS A S 1 kB AR A Beli %1 GE S db/db g
FRAE /I B B8 T WS o A A R JELBE ) R B
S, PRIV U R R T TR A B R M SR R G, A T R 4
JIEL P I S 3 3o 380 02 9 ) 5 el 2 5 46 i | 19 Takeda G 2
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EIB I SZ K 5, 38 T 40 ) TNF-o 9 88 550, o 20 400 0 B C 40 it 6
A1 1 5 R A0 Y IR , T R DR R
2.1.3 SCFAs Uit % %t 3k E T2DM J& DR 3% i 2% {F £
AHEAT 16S rRNA K5 PR ¥ (9 WF 52 & B, DR & 35 W iE vh 5 7
SCFAs #HSC A T T, 4n T 12 B @ W 1 Bh R T Ak 42 Bk 08 ) ok 2>,
M S B w4 2 17" . SCFAs | 45 1 b 40 1 & I8 I 2 4T 4k
Jei A, B TT A Sy 8 O VR B 5 B b R AN I IR OBCR L, LT i
it G R MBI Z AR AE 5 55 58 12 T LA G358 0 245, U TR 50
S SCFAs {9 £ B A T B £k T A %% 2% i DR 9 /s
BV T8 TR S A, 4 5 JE B B 2 68, B DRAH G R 1Y i
SR 5405 OF B 3 00 10 B o DY . Tolhurst %800 B 5% 4iF 52
SCFAs 5 HZ & G % (1 {8 Bt % {& 41 (G protein-coupled receptor
41,GPR41) F1 GPR 43 254 J5 Al i 3 9 43 W6 L 200 i 43 906 i 1=
I A % #E K ( glucagon-like peptide, GLP ) -1 F Fig B ik, L
GLP-1 AU i e J & 22 43 W6 . 10 1) 2 om0 a0 A 28 AR, 3R P 55
T 5200 i 1 A7 A 285 5 R HE DR 4P 400 00 B A T 7 A0 IR )
A b, GLP-1R 3% 4k J5 7T Uk 5 Wl 56 Ak & 1 09 4 1 35 F 2R L is
5014 ) 440 B 3 A% 0 B TR AL 3-8 EE OIS L LA AR 9 I — 4 Y R
BRBEDIfE o T R 28 AU R, W6 Ak ) GLP-1R T 4 ) £k ok
PR TR A0 B 3K CORR I, v 4R U T R TR Bax AR
caspase-3 F A, B T3 A Bel-2 ik, R = HA 5 00 AL
PO BB 2 40 240 98 05 2 B O R B 0 T S AR I
SCFAs Wi AT DR W TE I8 %
2.1.4 RASTJHEMETF RAS =5 DR WML 3% il & E 5k
K ELH i 2 (angiotensin-converting enzyme 2, ACE2) 4 5, ACE2
& RAS (i F 2GR, il # Ang L 46ly Angl-7 5 Mas %
PRAR AR, A S B0 A AL R P 48 45 2 RV L o R
o - i B B IR Sk M B I K SROME RS 4 B4 28 R 9 E A
O 0 BB, 6400 1) 5 P B2 400 B v R B B 0 TLR2 A 3 g =l s A
MyD88-ARNO-ARF6 {5538 i, T B p120 3% £ & [ ¢ F2 A I
BN B RS FR AL, o T A5 A 0 I P R A M £ o P T
DR Verma 45 458 IR i /N BRURD 75 40 06 I 5 % 7K K -
(1-7) My 2L AT B8, 7T R A A0 90 B TNF -0 IL-18 5 4% 41 i3 4 1k
% M -1 ( chemoattractant protein-1, MCP-1) 4 % i 2 Jifg K 7 A
VEGF (383K , 020 W PR /0> B 190 152 = 240 1t 65 /R 00 1) ot 2
AR 0 E G B R LA GE B R O 0 S X DR B AR
VIRV
2.2 HEER

T 2 8 4 2 — 288 DL 1 S 3™ FE L RS 1 R, 0%
MU 5 B B sl 58 MG (R A8 28 B B g M 40 it A AR b
BU 0 50 U0 o 4 8T O AR N . IO R B O TR RE T AR
— AR R B R Y R R AR LS RAF T IR R NS R A
R AR IEI
2.2.1 Gy TANMIRA AT I 3 B RO Y e R S
I3 T AR P 38 SR BT A ROk E . B RS IR
PR B T G Mo R & 7 2 s B S s A . Y W G T B R
PR BT 7= A O O R DR 2SR L N B T )2 A ) A
SrE T AN, 22 AR AT 2 5 i — O P R % 1) BB T, IR Ak

Bk T 400 17(T helper cell 17, Th17) F1 Th1™*' . 3% 2 Fh 41 fif
IS T B A B BOR AN AN ML . 5 e R A2 AR L, R
FE R BE B W — I 5 B 32 388, f A Zonulin F [ 3K B35 1,
o T8 3 37 PR i T T LPS Z5 5 1 W IR Wi R 45 A R AR
LPS %2 2415 7 9y (9 K F 37 . Yadav 282 78 KB Bz T sk
S LPS Al B /N R A R kA R & g Wi
LPS ] 3 o i % 4% B 0 FR 3 2 240 B2 20 21, 51 Ry I 1 e 8 R 48
ISR BAh, Horai 25 %0 % BLA& 1A R161 T 41l 37 {4 i % 5
/NE(RI61TH) M RPLA: F 5 /Nl F 4 i [ 4 )2 5 IL-17A7 T 41
MU, 5 TR/ B IL-17A7 T 40 2 1 25 R — 8. %
HT BN — 250 5% & B0, % R161H JC T /)N BR 5% B8 31| SPF 3f 3% 1d]
FrJE 0] P A 5 SPE AN BRI B0 5 4 I A 0 A, M 1B P A
PRI o A DA A T AE R AN T TR A R R T AR, S
Z XML, Janowitz 457 & BULE ST Pk B 8 T A A I &
(experimental autoimmune uveitis, EAU) /)N B 52 301, 1 K5 14 R b
T B PRI S5 B A U B 5 Th17 20 A 3 i AE B el 1 — 3,
FL/IN BRI R P B R R -1 MR AAE, SR B R 22 R
il 5 26 19 A L TR D R 7 e T e — B, K I E S AR I 3
W RS A EAU /N B Py AT o0 28 7 28 1 46 A9 7 B R 3 R 1L-17
y TR RSHME TR BB 8 RS S
15 (19 Th1 F1 Th17 4 f Ak B P93 S5 S g 1Y 3 28 o 5 $2 41t
TR,

AN, Nakamura 451 % B0 EAU /N B 38 40 5 42 1 0 3%
B T J AR IS EC T 340, 1n R R R s A TR R KL
T o bk 40 B TS B Th17 40 B £, W UE WM T 40 M
(regulatory T cells, Tregs) i /> . 0 Jift 5K U6 119 Tregs 1] 1 3 47 4
P28 S50 A ML A A6 35 Ml 3 IE R 1 e AR S o 7E EAU /N BRUAP g
FEMESE, FUIRPL A= 5 W [ A )2 T A1 bk B 20 20 Tregs 41 Jifd
T, ik T 4R ALK L, U S 2 4 Ak ki A 98 £ A A
8 11 7 T R PR R, K — 5 Ak T A M R R
2.2.2 SCFAs P75 923% T 400 Fl 5 PSP SCFAs 32 %358 i3
HEOBMM G HEAMBZ KRGS MW Thl [ Th17
Tregs 20 MO A9 26 1, LAZEH5 S 88 T 40 g =2 18] #9485 0 o s DR T
FER I SCFAs T 1 F BEAE (1 2890 AR A% 57—/ - 5 25 5
iF 28 A o 38 PP I, T 7 4k LT B 0 = B A HILA-B27 A 56 1k
A T A A 8 R P R, T AE S i A s R B B RO
A 0T Nakamura %% % BT )R SCFAs A ik 42 ) % K
R E TR, SCFAs AT AT 543 EAU /N B 38 [ J2 il 35
BRIE EL GG Tregs 40 /I A, 148 W 400 i) 250350 96k B2 45 i g 3R K
R 2 P ROSE T A0 TS Ak . B, 2% BRI Kaede 5 2 [
/N BRI R AN M G S Y R M UE SE T A BE 4R % A i, Th Al
Th17 20 i 75 378 3 45 I 70 i S0 bk B 41 21 22 () 5 B8 384 m, i &b 72
SCFAs J5 Wl v i /0> 95 % 76 W i F s Ah R i 5558 sk,
Chen %8 JIF 521 i 1 4 (9 SCFA 1] 58 st (A0 38 5] 3% B Py , 434
SRR T 20 A G E 25, f E IRBP ¢ S50 T 40 M3 7, 75
Sty TARE M IL-17 B9 Th1 A1 Th17 40 f 38, 38 AT 38 35 P90
) L U o 400 N ) e D B S 8 ), F 082> TNF-ou, CXCLI FI
CXCL12 554 Jifa 5 - Fa 4k X 49 42 B4, AT 8 4% LPS 35 1Y
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RIS . AP FESNRE B SCFAs 1] AF Sy — Pl v 18 B934 97 7 4
IS 48 1) SR W AELATY 7 HE— A BF 93IF 52
2.2.3 58/ RNA fUAH H 98 /N RNA ( microRNA,
miRNA ) J&— i/ I 4 % RNA KB 18~ 23 K1 iR, 76
SRR A R, 7E 0 MR RO TR R AR, B RS
miRNA 2 [1] f 4 98 2 BL i AT R 45 IR £ % A A 56 . — D7 Tl
VR T 1 b b B 40 A Hopx B 408 v miRNA A 43 0% %)
i 4h 8 R R FE AR YT . R A T A5 S5 0 miRNA 5, % g
miRNA A DLHEA 2 B, S5 e b 949 40 1 0 3 R % A, 7o
T T 01 2B, 95 26 S 0 i T 1 A BOIR 5 R B RG HEFR L Liu 2507
& B miR-515-5p Fil miR-1226-5p A 43 5 42 i1k A% 42 AT 1 Al K
T B 09 2 K, ELAE /N BRI A B 256 3 op 3 4 9 1) miR-1224 A
miR-155 45 17 F miRNAs, H v miR-155 22 5 4 E K k4
i 2 miRNA, Zhou %5 3538 1 2 1 11 2 5 8 % 40 4 o 24>
A0 R SR 40 L H miR-155 32 3K A, miR-155 0] Ji i 00
AL A KR T BTG AL | 454 3 1, i 383 4 5tk 4 M
o TLR/IL-1 {7 5 58 [ 19 4% 106 5212 0 46 VDR T 1 26 i 3 ik
IR 20 Mg miR-155 AT ] 1L-6 1 IL-18 f9 45 i, 42 3 1L-10
()32 5, 1T 28 miR-155 5 Y 03 5 1R 40 I T 52 340 ] DA™ T 4
L P TL-17 f ik

55— 5 T, g 3 T RE BAK A 8 S 0 AR 7 4 ST B i
miRNA {93255 . o 18 B % 0 i ik Toll A 52 fA K Ho e 1k ) il B
IR 4 miR-10a 2 ik , miR-10a J84% Treg 40 M 17 38 0 4 B
T 4 F R GE Ak, 3 IR Th17 400 M9 446 . Wu % 5E
A TNF 1y T30 % A F IR A SR 40 o miR-10a 3%
AR 90 S A IR 40 TL-12/11-23p40 NOD2 Fil#% [ 7 kB
{593 %, A0 TL-12 0 TL-23 10 7 A BE OB A4 5 1R 40 7%
AL Th1/Th17 40 M S B2 2% . e Ah, M 8 B AT B
I W7 £ 40 miR-181 g 981 47 2 7 3 AR 38 107 % K £ A0 3R B 5 A
W% ML . Virtue 25 SIE SR g SR M BEAT A
f) €, I I 7 0 0 R, S 45 o 7 1] R 9 1 0 1 0 400 M
miR-181 G 15 ) 22 ik , 10 4 19 55 AL K Iy 20 8L 0 A0 g ok o
B I I 1 S 7 JHE 40 %6 7T DL 0 g T OMOPR B, 4 ) STAT3-
L7 {553 % JF 00> Th17 40 i i 00 199 352 ), 3 1 5 3% EAU
TSR LT 40 R 8 STAT3 B9 miR-155 /K - 3 55
EAU 5 8k % % 5 B 6] 45 56 . STAT3 15 CD4"T 41 Jfd o miR-
155 F4EL5 4, %S CDAT 40 43k  Th17, A 5 7 %5 5 48 1
SORPE . SR, FRT 4 TG B 4 % W G R T Y
miRNA SH 5% 1 3 %3 1B 48 10 %2 2
2.3 AMD

AMD J2 5 UL 2 B S, LR 4 ik R AR AR OR AT
WOE A R o AT BT SR W 0 R R B B X
AMD % 93 WU A5 7 22 Tk, (L AR L RIS A L AR SR &
BLAMD 5 i i i BEA
2.3.1 RARA T i RE AT B AR 8 A Al T i, B AR B
Bt M B o BLAT B T 0, U OBE 1S BUAT E T (A
( Firmicutes/ Bacteroidetes ratio, F/B) [ A%, 3 P R 4 &6 3, i
4P 4k WU AT B 0, DL AL T — Bl i e Rtk g8 R A1

SR A L, AMD B M B R R B R F/B R,
R T BR A % 2 LT RS IR RE uSGB 2135 B E
1 Andriessen 257 & Bl g IS R /N BUL BLLL F/B TR
Sk B R AR O R o 28 B o 1 SR, ML A A T — Bl L TNF-ac
IL-6 IL-1B #1 VEGF-A & K743 W5 T i S 7 A1F 19 12 P A B2 4% E
PRAS, 16 5 PR mT o e Ak 4 R AR i AR K, S 08 4B I
B AMD (&4 . WA BT RIS R R R
N5 2 A /N BUIL 3 B MCP-1 KSFTHgs 41 6™ . MCP-1 4R )
AR T FR B R 22— , ] Ak B I A 3k AR JE
P55 TNF-o IL-1B FI VEGF [543 i, 2 5 4L I 58 20 319 R A =
SR A R Mimura 2500 fE AMD 58 35 1 57 7K i % BL
MCP-1 7K -3 5 o 4275 I 38 1 7 7T RSl 3 TNF-o 1 MCP-1 4§
A RV HUR M RAIRAS , 25 AMD (R AS i 1 .
2.3.2 BREEE MR fL &K = ) (advanced glycation
end products, AGEs) J& 5 (it . 20 5 W2 AR 25 %5 4 I 55 38 I o
3 3 A RS Ak SR A B — SRR 7, 0T ok AR Ak
SEAE I AN LA A AR i A AR AMD 9 & A, EE AL AT B
J it EREA 5 . Rowan 21 4) B £ AMD B /) B TH
W48 B (high-glycemia, HG ) 32 5 ¥E ¥y 5 I T 4% 55 50 (low-
glycemia, LG ) EL 55 VE# G & 8L, HG TR £ /1N BUKE 25 48 % 19 1 1<
FIH AMD FRAE MRS, G R b i R R 5 3
i NEAB F DTG IR 32 3R K i LG AR /N B A B LA 1
FRAE, HOHG & /N B AGEs 7K 7 W] 8 T 5 5 75 19 ) oy BEKr
HG (R & LG R ORI 8 2300 5% AMD RAE , #F — 25 43
Mk B HG R &5 1 AMD FAE 254k 500 B ARG, 1 LG 1k
X AMD FRAE M BCE 1R SRR B G

U A, BEAERF 55 A0 38 A IR A Ak B, i i i 3R R (4
A3 C.E D FE.B-81 8 D& PR EMEORHE) KA IR
Cra g 07 v A8 B RO AK ) & omega-3 Jig U7 R 3 7] i 15
T TR 3 o — W IR S i AMD gk R E ki T
g 77 2 A R T 7 BB 1 AMD [ R R R —
2.3.3 WERFE OLRFZLAMD RAMGKERZ —, W
T [ AR 6 BT A O, AT S LI B 3R B R s R
Wy A R, 7 A T B R A 1 R 3 A i A 0 R
Wi 25 4 B 386, DR 1 328 37 7 8 AR B, o R ) 0 B Y SRR
AEJT TR W 00 o R T S e B, e L
LGN [N o/ G R e 7 N S e | B I
WYL Barne 251 % B FH €0 R SE H 1) 2 0L RS W) T A Ak
WEEFANER HINBEERIIFUBEERAR, I, L
2 50T TS [ B0 €5 10 ' T T ok A i T R 40 A, O TR S
b R RE R AE K M RE . ALSE AR B B A Bk (R BE T B
Wi AMD ) % A=, 3] 52 g 3 T A F & TR0 0 356 R R AT
Frik— 05T .
2.4 FHOLER

T O RS2 ph A P S Ao 2 1 400 i A8 T A R R 5 5 R Y
M IRATHE SR, T S BOR A OE AL Bk . H R oT 2R A
o T A R T S R Y G T AR Y 2 5 E ORI
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2,41 BRUEVET MR R R T O R ME— AT AR Y fE B R &L L2
P KA SRR B S R . DA AR A A S SR 4 R 4 Tl A T e
I T S 984 B K B A T AR Sk BF 5% % B, SCFAs W 3 i
A7 T I A5 P 28 R G 4 LE SRR A2 2% 78 FI GPR4AL 5% 1) 1M e il
LM RGE, B HRIER AN . Gong 45 % BUR % 1 T
£ 5 75 Y HR (primary open-angle glaucoma,POAG) S & ipiE 4 5
THRLE A I R TR T BT B AN Skezypecki 281 & B
E H I HE 18 I BRI I v 5 T R & 5 L R e R I, s R A, T 7E B
SRR I R B, TR R A T IR G B R ), A A —
SR I R B R SE T TR RN AR 8 T IR B8 Rl 28 S T T
SR AR IR EAE

2.4.2 REEAMMEEL HOGIRM LKL S BIE RS SIS
B T MR FE A K, Chen 2R BUE IOER S P 10 75 O IR AR
T /N BRUAR PR T 5 W TR0 i 225 5 40 i 0 il e Sk A A P, HL
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