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[ Abstract]

Microbial keratitis is a common ocular disease worldwide and is an important cause of vision loss and

blindness. A comprehensive understanding of the pathogenesis of microbial keratitis is required for the establishment of

animal models of related diseases. These models play an important role in studying the immune response and infection

mechanism of host infections and drug development, and provide a scientific evidence for the selection of clinical treatment

strategies and pursuing basic research, Here we summarize the animal models and the pathogenic mechanism of infectious

keratitis  to provide comprehensive understanding of the current research on these models.
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TG I H A /N R E, B B = SO 2T A 1
SRR s A ok B R pl 28 0 Y AT ARSI Y
Ry Pbee . AR IR T i 5 N B s A B,
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AR AR | 0 2298 S E AT LR L il 1A AR A
WY et KOF T R 4nie, ik AT
Jor, WSRO DD TR 22 B A AT B3 . Sheppard
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JE KA B S S F B CLR #8797, Dectin-1
AT LA B SR, i ad Hop S (5 5 i 5 2
AR INAE 28 /N BRI 2850 A 0 4 BR v A H At 20 18
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Tk W I E,
3 HAEMEREYEE
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Y EA  Ff IEE 5 24 o B Tk 2 0 1 R AR 9 191
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K IHHIRTT W5 T A Bty , ™ R AT EOR

CERL L BT ) AR AR IR 5 RO IR 55 1 el R A G,
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RSS2 —E ), 38 A BAE A fidt e ) A i b, o
FE AR 2 M1 P B T 1Y BT HIR B (3 ] - 2 mg v
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JEEAL P R L, T A R e I % T 2 5 ) 4 T
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BO™ ARG, B S R /D 2R
(PASP) REWS Bl IR 58 I 4 11, L2 A I o ) 2 2
PRy, DRI PASP AT BETE #1451 5 v 4% e 2L
YER . Heatifb iy PASP VEGF 3 G ff i, 2 S 30
FE - B AR IR, I ATl — A B

Cole %57 JIE WY TL-6 75 i £ 1 P T S 2 1 £
RELH 2 b T, IL-6 B PR e 250 /)N B g B A 26
AHEG W RRAE G | ARAE Sy BT o, T B 25 IL-1IL-
6 S5 0] Lk 1k Z2 4% A PR R4 Y ( polymorphonuclear,
PMN) [ i 280 4 T, S 46 0 PMN $2:0 TG
JRE, 5 SRRE B0, LATE R AN . AL SRS 5 2 fle B
HEURR )RR S e Bt CD4” T il . 78
RSB FE R B, 1] T Th1 B4 Y CSTBL/6
ANERAA SRR PA S TR IR R0 BT 3 A R
Ve, A RERE S5 R T 5 AT R A 1 A0 TR i T A
H R REHGE ) 5 T EUAIRZE L, BALB/c /DR
fiit ) T Th2 B0, Y5 . C5TBL/6 /N R 7
SR FLFR T 97 12 ALY A R B g BEAREY
[KIEE Th 1 Th2 B GE 1 2F AYAE 28 S50 F-H % £
JEE A () i e b 3 Hi A T
3.2 ©EBHEKEBRLRIYER
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P B S 1 o DL D DAL JHG B o T A R
JRIEI LA E L ek, BT R DR
T BE BRI NS s S T SR L A T R R IR B
ML TE 28 5 B Fh [l >
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SRR, AT 570 1D ] 2 o T 2 A 3 4 o 21 4
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T el P 1) 5T PN T SR A TR A R A S A T R T
NI ik R EF A BB SL SRk DN S|
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JEAEFP AN AN S N A A e i 32 400 14 e
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i, 4 e A BRI A OC - I S 2O I
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RN TR AR BRI AR R Hhi R, F 2R
TG FL A A R PRI A I 2% 10045 P B =22 ) ) 4
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knockout ) A% 3 PR /N B AR S J% e aod A v 98 E A S
WP E =M |, F L2 K140 CXCR2, TLR4,TLR9 5
IL-1B 25 (4 4L 6] 4 5 MIP-2 (16 B R Fn I L% 3
n,7e /N BUFSE H & B, CXCR2 324K 5 MIP-2 454
SRR AT LA A5 ol v e 2 i k5B
G 00 B 7 BR OB R AR S BB R A I R Y
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B, BRI, 25 08 AT AR T A REAE B W i
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