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Abstract

e The S100 protein family is a key component of damage-
associated molecular patterns (DAMP) , which play a vital
role in regulating inflammation in the body’ s innate
immune response. S100A8/S100A9 proteins play a wide
range of antibacterial and anti-infective functions in many
diseases, and promote the occurrence and development
of the body’ s immune and inflammatory responses. In
various retinal degenerative diseases, S100A8/S100A9
proteins are significantly upregulated at the transcription
and translation stages, promoting the activation of
inflammatory factors in ocular tissues, the activation and
recruitment of immune cells such as macrophages and
neutrophils, and the occurrence and development of
ocular inflammation. This review aimsat explaining the
biological functions of S100A8/S100A9 proteins and their
roles and possible mechanisms in retinal degenerative
diseases such as diabetic retinopathy, age - related
macular degeneration and ischemic retinopathy.
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1 S100 Z A X S100A8/S100A9 & A #E ik
1.1 S100A8/S100A9 EHLEM 5IhEE S100 HA, BT
A PR AP IR TR S E ARG,
— R FEAT 9-13 kDa (/N T HE 1, L5 AR Z 451
A B D BE A AE 25 S 0 SR AR B 1, 4 S100A1 -
S100A18 .S100B ,S100P .S100Z % 25 P& M bt 2, S100
AR 5L SI00A8 . S100A9 5 14143 59110 ik Ay 45 S
SiAEE A BERZS AR A B, A Ok R Y o
S0 L (P 200 BRI PR/ A ) e Rk AR
HEEAH I H 8( myeloid related protein—8 K MRP-8) "B ##
MxEHEH 14 ( myeloid related protein — 14, MRP - 14 ) (3] 5
S100A8 ,S100A9 & FHAEHLAH AT DL BB A AE (B R
SRR EN S RBEE R EZE Y, Wi
SI00A8/S100A9 S — H 1k W % Fx h 85 T & 1
( calprotectin, SI00A8/S100A9 5, MRP-8/MRP-14) ,

S100A8/S100A9 7 Hh P4 4 i Hh i 363k, 2 o p
o7 210 B 0 5 11 5 A 609 T L K BAA% 4 i 4 A S5 T
WEATRA 5%, ] 25 4 M55 B A6 M AL, 5
UMM AR AR S A, A A s ol B A M R T R
S100A8/S100A9 . ] 4 F¢ ke 1) A A2 2 v 1 200 e Jfa o
[ B ( neutrophil extracellular traps, NETs ) JE hl, #2462 40
i e A R T R B ) G €5 5T 2 M b B R 5 48
E3 R LA K 240 B A5 SR A S 3, S B 2 v M 4 Jif
S5 RAER Y

YE N G 2 B A I 55— B2k, ST00A8 . S100A9 2E [ Fll
S100A8/S100A9 5 R AAYE 23 A R #0403 40 O 43 F B = rp
FA) 5 R A S i Oy 5 ) AU USRS Re  JF S 5
PERCRGE N 1) kA R E, S100A8 ., S1I00A9 & [ Fll
S100A8/S100A9 TEA [F] 3595 1) A& AE S i T & 4 25 WL J) 8
FIVERT ., 76 A B et o R IR 5 3 5617 2 (CIA)
JNER T P UE M S100A8/S100A9 T K - B8 T 44X 41 it LA
TLR - 44511 7 =X 7 g B2 o EL AT T 240 40 o] 22 78 1%
JEPER S 40 (MDSC ) |, BR 1 T 240 B A1 1 4 88 S oz, 3
LA SR RN R P S AR PR YL {H & S100A8
S100A9 5 11 1 S100A8/S100A9 7E ML 1A T £ J2 5 i i
175 AR 25 F 928 210 HEL 0 I 200 L /0N e S5 A4 L AR 5 HR: 240 L 5
PRk RAE RNV, TE2PEMH 0 (ALL) /N BRABL A 1 S100A9
FE DR R S5 T A A B A e ML I A R AR Ak D A
TLR4-MyD88~NFkB il % K i 2 ALL /)™ [l 1Y A AE S bz il
AAEAET AR R s L (SAH) /)N BRBE TR o A e
2 R GPAFAE S100A9 25 119 i B e 1k, 5 /N e o 4 i
FHOE , A4S TLR -4 SZ AR Ko NF-«B 1% 5% 5%, 12 78 5 4iE /)N
RIS DA H05 . S100A9 2 1ot 7 75 S 4 24k
Ui A TL-23 , 21T 9K SR S e K Bk 98 E T Y 1L-23 Ay
SR AL g S

S100A8/S100A9 FEHLAA S AE MBI | H B S e Pk o
DL RGBT AR AR K i 3R 3R FL 0T BEFEMLIA A
R e g it b R AR AR
1.2 S100A8/S100A9 EHHIMEAHLH  S100A8 & H .
S100A9 75 14 L S S100A8/S100A9 A ¥ 43 ik 28 A, BE A1

WF5% 2 W =T 58 i3 5 RAGE!™! [ TLR-4""" |G & F{H B2
R (GPCR) ") &2 L2 i 6 11 32 AR 25 4, il B (5 5 9%
IEH R J0E NF—kB' AP — 117 &85 S - P8 85 T Ui
— RHIFEH KL,

B T 1Y B 5% % W, S1I00A8/S100A9 & 4 A i i
NLRP3 #RAE/IMAHE FEAE 98 5 S 0 &2 o 8O WU B8R
FHARE AR b R 20 i R B A e AR A, BRI
S100A8/S100A9 , 55 &l HE rh My £ ffy e 181 TLR-4 255, i
Bl NLRP3 RAE/NMA e PRI TL—18 JC 433 ; i
WPAEER TL-18 7T 55 68 v 1 i 20 6 A 4H 40 e A
IL— 1R UVAHEAE FH AR b oKt v PR s i R iR, 2
S PUAR R E s

{HZ S100A8/S100A9 155 14 S A L0 L A B vh
HOAS B e i LEHLIR T, S100A8/S100A9 7 3 3 TLR—4
15 5 GAR HE JRE S5 IO, T 7E /= 85 PR 858 T 2 AL Hh 40 ffa 41
FEMRRE (2.09 - 2.54 mmol/L) B 14 4 40 il 35 358 & 1 F
(0.89 mmol/L) , SIO0A8/S100A9 — & & n] H 3 & i,
S100A8/S100A9 DY & {4 | 1t i Jz 1fij 8 4 CD69 — SOCS3 -
STAT3 {55 5 & T 0 i B A%/ 0 A0 B 3850000 , U % 9% I
M AR RTETHE S100A8/S100A9 S — AR & 4% 1Y
e R T % & AT Ak A 4 R B
2 S100A8/S100A9 & 1 7£ 1L W B& e 4% I 1E A

HRIE G 0% 5 RN S2 LA A D R ML R 1) S 3 R AL
HAL T MR AL A I FE A A 1l — 490 190 557 5« Pl
A P B2 200 0] 440 e L P P o e R R 2K L R A i A
SO B A1 I — 40 X IR R 114 7 e BELE T I
W R R A MR B A A B2, ok,
AR A 55 | J5 B B B O B AF FE BT B A G o E I 25
(‘anterior chamber—associated immune deviation, ACAID) , Bl
B R AE T 3B AR s R IO JIES T i, IR PN A AR B D
PEEE AN (APC) 20K HLA AR, B /N W - B K HE i 42
TR, I 5 A WL 20 2Lk 47 e s 2
JRUAEHIR s A7 6 AE X 58 36 1) o 8 A S DI B, 1FLIX o 6328 R AL
BURIAE L LU 7 SR RAE S5 N HOIR S T 32 81— e
JE A, R TR A8 2 R RE S IO BsF, IR 58 4 40 A7 A
g8 I N 3k BE L DT 51 A A DR AR I IS 9 A% ( diabetic
retinopathy, DR ) | 4 % A 5¢ ¥ 3 BE A PE (age — related
macular degeneration, ARMD) | S I 00 IR S g A 25 IR 55
MEPEIRI TGN

AR R 2 2 e IO %o 9 A0 SR 3 e, 40 4 O 2 F A5 =X T
5 | 1) 9 i A0 725 R 3 A 25 S T L A MR S 1 461 43 A
K TR T S100A8/S100A9 55 1 R HEE R KT 12
HIAE M T BE , FoAE DR ARMD | it 114 0 I s 24 v 5
55 GE R T30S e AN S5
2.1 DR DR H R8I A H— Ffr i 1 1o 48 i e '
VARG & R AU 2 L4 T Z A e e 2 R
DR %5 FA: BEHLI A9 250, 76 DR B sk ™) g™ 3%
B LA BB PRI Sl A TR ) 00 0 2 e i 22 41
AT ORI A R AR Y S — A W T DR A AE
B4 SR E AL T AT BERES A FH %) 388 18
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AWFFEIEAL T 2 BB FRS% (T2DM) 35t S100A8 Fil
S100A9 £ F1RME P ik FE 5 DR ™ 51 2 B =22 8] i AH DG 1k
AR ITH A T2DM B X (n=28) #H L , DR & (n=
89) IfL3% S100A8 F1 S100A9 & M4 AN, iX 5 DR A9 ™ & 2
J¥E B G, R EA 0T BERZ I DR A9 A& ™ Fedi s i
PR 95 R X IS5 % ( proliferative diabetic retinopathy, PDR)
B B ISR S100A9 8 1835 1R ; PDR 5 LN
TGS P A S100A9 85 )35, HEZE N T
B2 ZRHE . P20 LR LB T 4 200 5 AR ) S 1 A5 P B 4
15z %] S100A8/S100A9 S+ — BRI F& (1 Il 4 , 410 i 7% B
S F-1(ICAM=-1) Rk =" | B4k, 76 PDR 3 I3
Sl £k 0 2 ML A3 3 R AT Y AR A 2 4 BT %508 ) PDR
AR IR Al Ak ) 40 P A1 38 9 AE AE ST00A8 i S100A9 25
1, R & 2E PDR A IRE B # 0 mam

TESENRAL TR 175 T OB R /) BB v S 00 Do i 4
BSR40 L B S 7E DR R S5 DY B 40 i
1 S100A8 . S100A9 ¥ 5% /K F-A% K L, S100A8 ,S100A9
PER TL-17 {5 538 RS 48R TL-17 155l B AH
RAE RV OE . FLUC I B R 028 5 't il 7 W PR
/N BRUBEHE0 00 I 5 £ 7E S100A9 76 (A 19 283k, iRk 50
oo f iy A% PN B e o Y TR A B R AR TR R T B IR
I /N BB ep Xof 43 9 A S 3R B ( RPE) 20 itk
AT RNA 7 R IL-17 {5538 % W 2w 4, LR J
S100A8 1 S100A9 & & A7 | 7e b # A A0 )
JIES PN K2 A ( HREC) ZM A% A ST00A9 mRNA FIEE 1 5
B L AROME Ak B A AR D) S P 7 240 A 2 P G 0 A
ST00A9 il 371 fthy s B4 fm A AL I S5 DA Bz 200 Jfa 344 3T
FAS BT e f il

U FHT S100A9 2K 1 76 DR H g HARBL ] i A5
e HJETE DR B MG H S100A8/S100A9 7K &,
T, DR 2 W A5 AL K 4 it A5 AU v 2 47 7E 45 5 S100A8/
S100A9 ik, % # W] S100A8/S100A A] GE# FHVETE# DR
R AR IR BN WD A (L B I R A A
2.2 ARMD ARMD FEIIfi PR _F 7T 43>8 T ARMD ( 25 45 1%
ARMD) A M ARMD (35 % 55087 A& i %8 1 ARMD)
ARMD A5G 3 AR 1 R S AR B ) S B B I E, B RPE
SR Bruch B2 18 BUR () A0 MAMTR Y . RS B BE )
REFEA T IR  RPE ANIEAET- ARl LR Z 48 2540 , TP Al
TP ARMD,, Bruch )45 35 10 23175 J& Ik 4% B8 A2 i A8 <
AZ| RPE JZ F & M E)Z T JE B8 E ARMD |

AWFFTERT ARMD F8 25 A i 512 AR Jok 285 15T A= il 78
AT RNA U, 7% S100A8  S100A9 3 [ 47 3 K A {4
BT RE SEA IR 5 7, ARMD F2 35 ks 55397 A 1 45 it
1 S100A8 ,S100A9 mRNA AH L 1E & X HE 2 b & 34 15 ( P<
0.001) 3% 35 /K W S100A8/S100A9 7 — H 4K mRNA #H Lt
TE 6T BEAH A B S 3 55 (P<0.01) ) 3% 3278 S100A8/
S100A9 AT BEAE Ay 4 W7 8 A il 45 A 4 0% AR O P 6 B A
(nARMD ) #E7 K 7™ 5 R B A A= b i 0, 7 X A T 40
T ARMD FEYE ARMD H 3 (n=24) 48 14 IR BR A1 55 5
IX. Bruch /K 2% B & & 0K 3547 19 2 11 0T 3 43 A 3% B
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S100A8 f S1000A9 # [ 7E A [7] 25 2 K AN [] B 1 ARMD
IR I g FeR 0 pE— AR T i 3 A i A
FZESHTE ARMD F2 3548 18 HR 3K 34T 174 Jok 2% 55 210 i 20 440 i
TP o 28 58 1 224 A A M A B A R A, AN [R) LA A s
TIWFFE R ML) Al M2 (TR ) B MEA M £ A8 Hop Ay
S100A8/S100A9 FAMH B Z CDA48 F 3k 1 PR A% 21 i 9l %
IR A ok 246 R 0 1 W 40 S, G ik 4% AR A7 Jmy A 3 7 i
AT WEIR TN B AR NS IR e SR E
I 240 L 9K 31 9 i SN 5 1T ST00A8/S100A9 & CD48 I3k
) A% A A B A O SRAE W 2 AL, 5% D IS Hh RS AT 2 ik
KIS 5 R T

FEMR N JLAR SN2 56 v 380G T/ N BRODK 265 B A 1 A
UG 3 d, PRI ZH 20 RNA S5 F0 28 1 53 20 A S /R
S100A9 £ 4% 55 L BHE/K -3 Ll 387K S100A9 W g2
) Fik 28BS A5 45 2 A L) S i Y 7 X N 2K
FLZBET AN (hiPSC) AT A= 19 L X 58 28 5 B b 7 A 2R
JZ RPE 4 #5 R | 2% RPE 41 i 22 8% 118 P S A0 W 308
e, 6 B ) 0 P A B AT B AR TS 0 BT 4
7E i S1I00A8 S100A9 7 ik |
2.3 R AL M AR EE i A G AR S AR AE Ry
AR DR A e L S5, AR W) B P o 2 200 L (IR BE S A, 22 A
MIBET, A5 (i B 1 0 2 2 X A0 o e e e fk B
FE(n=28) B F FEHEXT IR (n=29) M IH W AEAR FEFT 20
Mr, & B A0 BB A o & bk BH 2E ( central retinal vein
occlusion, CRVO) EETHWE H S1I00A8 £ 2 F & e = 1)
FiEE A, A X S100A8 . S100A9 & 1 #E 47 ROC 43 By
(AUC ZEALTE R 0.772-0.952) , 7 7 #0 0 f fgfe 1f e 40 3k
FEHFTETE S100A8 S100A9 FEH S5 BLAMIFSE # 7F
AL D) 73 S e ik L 2 26 2 R s 7K rp R 1 2 2 0 At
FEH S100A8 S100A9 & 5™ |

FEAIL I 5 S5l 1t/ P 8 1 S AL B (1/R) i, S100A8
S100A9 7 (T H A S100A9 55 H 53t 8 A BLAE ALK i epr
AR B SR KT R 3R AT 25 ) T s R
PR s Bl iy - R A o P 5 R A0 T) R A R RS T A R e
S100A9 ik . FEIZA Y | 3 2k W0 P i 2H 25 118 B 441 i 3o
S 5 Tk AR R A1 B AR T2 2R R (S100A8 . S100A9) 1Y)
MGS /INBE A, Ho b IncRNA 1810058124 Rik ( 181 -Rik)
F14) o AFK 300 3 i 553 /0 M B A L NLRP3 A8 JE /MA & A2 1)
176 SR AR A 00 O A 25 240 e 32 400 D) e I8 1 453403
1M 181-Rik A& 1 S AE A AL ] T BE 38 2 300 ) 4 30 4% B 28 i
HECEE 2 (Ucp2) 1Y 33K JF 306 Ca™ 15 4% S100A8/
S100A9 [ FRIA k= b iR T fig, i fill & NLRP3 R AE
ARG i — 2 A T R O A e ot A D R AR
(I/R) AT BAEF 5 (EMPA ) 245491 15 264710 ) 5 2. 41
L2 S AL DA B B, P Jo e 8 B 3 S5 B 7R EMPAL T
T I/R /B P BE/DN Jse J5 440 i v S100A9 2 S 7K -, Ff- 4
il T NLRP3 JAE/MAL2E | AE 55 — TR 58, %R
S St 1L/ R T /N SRR (1/R) B9 T B 1 7 P 2 4 e )
JP ik % 78 L HE A R R R R T AR B Y I RR T A AR
S100A8/S100A9 ik |



Int Eye Sci, Vol.24, No.10 Oct. 2024 http .//ies.ijo.cn
Tel.029-82245172 85205906 Email :1JO.2000@ 163.com

SINESRE

S100A8/S100A9 4 F 78 HL 1A 56 K G 2 B i 2
“U SRR T TR 2R B B SR MERN  RAE VRS
PFEIRAETN , $ 7 AT BEAE Ay W DB e Je S st A A AL
AW 75 W e B 5 SN A YA R AR A E X
S100A8/S100A9 4 74 9 BB A7 5 b i 45 B 22
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