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Research Progress on Eye-protective Function of Flavonoids
DU Yiming', LIU Shuyu', REN Ziyi', MI Si"?, WANG Xianghong'*"

(1.College of Food Science and Technology, Hebei Agricultural University, Baoding 071000, China;
2.Laboratory of Dietary Component Interactions and Precision Nutrition, Hebei Agricultural University,
Baoding 071000, China)

Abstract: Flavonoids are a class of natural products that include flavonoids, flavanones, and flavonols, which are found
widely in nature and have a diverse range of important physiological activities, including antioxidant and anti-inflammatory
properties. In recent years, an increasing number of studies have revealed the ameliorative effects of flavonoids on different
ocular diseases, including ocular surface diseases, glaucoma, age-related macular degeneration, and diabetic retinopathy. In
this paper, the recent progress in basic research on flavonoids interventions for ocular diseases is summarized, which have
indicated that flavonoids may have a certain eye-protective effects, for which the main mechanisms of action have been
identified as the antioxidant defense, modulation of anti-inflammatory and immune responses, and regulation of cell
apoptosis. This review provides a theoretical basis for elucidating the mechanisms underlying the eye-protective effects of
flavonoids, as well as a scientific basis for further research and development on flavonoids, and also indicates the potential
direction of future research.
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TE:a: RBECER; b ML R o il R d: R e LR,
f: JURAR R

HHA AL G W) C IR SE HAT Z R AR YTE A, £
FEPUHE : Wil e ZXBEAZNH] 1 41 IS\ 22 -6 (Interleukin-6,
IL-6) . FI4MiA 22 -14(Interleukin-14, IL-18) Fl i
IRFE A F-a(Tumour necrosis factor-alpha, TNF-a)4f
JEL PR 7 A2 BT A e AR B ER BRI R IR AN I 4
AN PR PN 1 PR 4 (Reactive oxygen species, ROS)
FORRER, G S i 4n it A O PE . %>
R AT LISGE M ST IR DIRESE . (R el b 54

VER RER G0, 56 259 AH LE HA TR Y 75
P, I HoRIE) 1=, Btk s ERSe b & 94 B 25 AT Re
Lo LTRSS e DA E 1= ] Y S s S O = = = )
AW Dge L X EARM BN, ZERARBREIR VG U7 T, B
Btk A4 R AR R A A3
2 EEIEN SR BRI ER AL
2.1 ENEHE: HIHIE I RIAAE X AR

SN ORI N S /AT AL R G AT SR
HLRA, FERMAWEHA(ROS) A FEHER, 51k
DNA . 5B FIEE FH B A5 10 SN I8 by
) A T AR PR A A S SRR S IR, I ITT R
FARE . AL IEE | WA 4, S EUIR RS &2k . 4
A IFCE IR 2H A i S AR e s, 7R TR
AR CMER . ROS A R RS T3 a. ff)
451455 ROS s fa i I B S e e s i (i zOo-1),
IR TE R AR R M (5 T ARSREAH 5C ) 175 b A Y fEps 722
TEAL IR 2,232 | 2 41 i (RPE) 1, ROS 5% RPE
FIRZ VU HER, 51 & Bruch B3 J5 0 35 355 A5
PE A% AH S PE 25 BEH% 48 (Age-relatedmacular dege-
neration, AMD) F g BIAR 75 19720 ¢ diptRAAR TR Dt
sieRAR Rz 4 (LECs) iyt e A iy Can s S Ak 4 sz
1k T ( Superoxide dismutase, SOD) | i & 1k = i
(Catalase, CAT) ) il PEREAE IR 21B , EAL N Bl
LECs PN H T BB DL Kz g v S Ak, SacH A
HREEF AN T RERR AR, 520 e RAR A SaE v i (LN
FEAZ.COHLHD P, S R —id B2 32 Keapl-Nrf
2-ARE il ¥ sl & 845 . A HUIRE T, NF-E2 A1 2%
- 2( NF-E2-related factor 2, Nrf 2) K= Z 1L Fn
R A2 DR AKOSPARAE T3 B i v, 4 ROS
ZURIRT, Kelch ¥ ECH #H26#E H 1(Kelch-like ECH-
associated protein 1, Keap 1) i) BTB/IVR %% f4 1§ >
Mo R s I A AL, PR fE Nrf 2 AR EOS P e s
2 7t £ ( Antioxidant response element, ARE), )& 3/
SOD. IM4TZEE AT 1 (Heme Oxygenase-1, HO-1)4%
P EE A Ik, TTETs S ™

WAL AP a] DL S IS AR NPT AE R R SRR
o S A N PO S R o , B G F2 5 A iBiE Keapl-
Nrf 2-ARE i#i [ & ¥ 2 4t BE i S AL E T, AT
RIECGEAH IR IVEH . Ediie)Zm, B =R
(20 pmol/L) Ak FA i 4 1k & (H,0,) 5 5 19 A
X £ 22 1z 4 i ( ARPE-19) Nrf 2 4% N 7K SF- 1]
T, G Keapl-Nrf 2/HO-1 {55 55 i 4 > 311 i
FALE TR R T, W BRI ROS A Y —
[ (Malondialdehyde, MDA ) [ i 1 A= 1%, [A] B 442 55
SOD Fil#+ Bt H Ak (Glutathione, GSH) (7K -4, 5
) S5 HE — A B R R P AN - A 2 AR S B
(200 mg/kg/d) i i P45 Nrf 2 15 518 B AMD
/INERIMLTE AL RS ZH 2 1) ROS . MDA 7K, 5
SOD. CAT &5t 5 A0 Bl 114 375 P 98 528 /) BRI AR 3 4
313; w532 (100 mg/kg) BEASIE 1 BEAR I P BRaAR 25y
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KEUME B MDA [, Tlhe BulBE ks
1LT (T-SOD) F145 Bt H K it S 1L #27 1iF ( Glutathione
peroxidase, GSH-Px) 19 & &, 3458 K R Pr AL ae
DA S AR A RS

HR AL G PIVE R ARG B P A Ak, Al st
¥ ] 455 Keapl-Nrf 2-ARE 15 5 5ll, 454 Keapl %
ek, (R Nrf 2 25457, REeEGE SOD. HO-1
K. GSH-Px & NIEPESCAEAREE, X805 ER ROS, Wil
EACD TN, FELML S5 Sl A v 5 25y d00 ] 5
Fe SR SE A5, 18555 AMD 5 1 N REAEEFTPERR
JRIRERERR . X —AEFMLHI, S e ST T
SEAC N T DGR B AL T A o B S 43
22 MRSREFT: EREMRKEMRR

SNE N SRR AR ELH U955 0= e [a] e
KA A DIAELEIRT . AR —Fh I =00 G e N
BRI, I S SN, FH I AR . SZ A5 A RN EE A
eI EIfh A, P50 K S IV ERIE N Gk RGE A
FfEH . HAYYE XFETIERBG R . THERIRSE
ZHZ, FFE LS B0 B L AR A AR AL S
Z I H A e E SEAEPY, PR & A inEE
55 5808 R W B VIAHSE, HAZ o vh B AR RAR 3 B 57
S S RPEANMIIREZREL . RAE S N 2 5
B a THIERRGE PRI IR TH IR 578 MRS fk 2 fA I Rz
AR IL-18. TNF-a 5542 & K7, 31§ MAPK/
NF-«B {5 538 [, S BOMR 408 17 B FE 8 153
Wb NRITELERIEIR, BB RAE - = 1B - TH R 247
PR A (T HREDR I FAZ LD P b N 2 5Bt
P55 : JAE PRI~ L YRR A L0008 X)) o e 25 1 4
Jin, SESCI X BEEILAE PNS2 AT B B4 0 S RE A e )=
W5 ¢ 3B A A A2 il 34z 14 R A0 R S E T SRCHE B AR
Do JISE Ho T I A7 1 T2 B, s R A W R s AL PR S g A
(Diabetic retinopathy, DR ) FiARGEHABYT

FERAE W H, #FF xB(Nuclear factor kappa-
B, NF-«B) {55 58 % & #5 2 AEH . NF-«B i
#E F1 (Inhibitor of xB, IxB) #i f# & £k M\ 11 Bl 722 K (%
fitt, T2 NF-xB 7 R EE p50 F1 p65 M AHAE 5T
Bsh B4R, MR UE S RESE PR 2Rt 2
Ak 438 1T H0 ) 2 0E A S i . D S R T e
IR ST/ IMATE T , FELR e P S RE P IR v A 44
FEAEH . RIS Tt 7 1, Ml 2 (R
F 4 100 mg/kg) Al LIAT#i] DR /)~ B I BiE 26 21
NF-«B 75 M, BEARMRE & B F IL-18 F1 TNF-a (3R
IR, DA AL IR i 2 200 Fp ks 24 4 =2 v, AT 8 381 A
T DX S SR ITEARIRY 7 IN BRI IR AR FH, Ak iz 22 A 40
DA R 9 R $R AL T S P AT (1. 10, 20 pmol/L)
A5 A5 1Y) ARPE-19 48 ffd GE 4% 38 i 1 i NF-«B 19
KZFEAL, REAR TL-6. TNF-o 2541 R B3Rk, ITIHER
o BE WG AR R/ IMAR, BRCSE SRE 175 5 10 AR D A
PER, FE G AT RE VA I THT, LS 1 AT AGR)
& 50 mmol/L T R g4 il 2 4 B+ TNF-a 1 IL-6

A FKF, F Ham a3 0 Nrf 2 i 82K, b
p53. Nrf 2, NF-xB Fll 3 L 53% [KF 1(FOXO 1)1
AL S L 2R | 2 M A S SR

WS PyiE AR R IR AL S T
PEREAT T, IS BT TSR SEAHOCHR G (A AMD | )
ZNESE . DROBIRZ H I, HAEHWREE 53 i Sz
SRR, S R G WV E R SRR B T E
RIEPERRIE R VA B AL T RGBS
2.3 ZERATIEE: RIPILMIESHEAER

2 0 T R S A R R  HESE T, FE iR
Fh S PRI T 9 LA A< R BB ER e S H IR 4 i B 2
HAPAETZRY IER AR RES TR, 4RI Toim v
L AN AERFIR ZH SRS, AR 255 | R Z il
ATPENRERSSN . 8 TAR S BESOE 5 22 935 a L
JEEA5405: LA T RE R 25 S i s i A Qg 2L,
FETT 5| A 40 B 08 T2, 32451 59 408 I IS5 41 fifd (Retinal
ganglion cell, RGC) JoiEAER sl f-A=, AT ECI A
LELTHEZ R0 WL AL D BEAOAS AT 36 PR 3 (16
IRAEDR AN (AR P b AR AN Z S5 44 1R 1k 3l
PRS2 T 0 RPE FYASPERIZET -SRI B BE X
Bl B EPE TR, DT I A g JisE 0 2 25 44 13 AR 7
c IR RBEBEIREIFEAT: £ H AR F0 15 23 fisk A
JISEE R R T, DA RIS HIR 2 5 s 50 P (T HIRSRE 135
S,

LI T FR 2 V0 M PIBK/AKT {5 5 i, 24
AFNE 14 i 22 P2 U35 1 2 AR 25 ol i 0 IR (AR G
I R R A A5G S, S WO BEAR IR ULEE 3 SO
(Phosphatidylinositol 3-kinase, PI3K) iz 1k 3 %% s
240 i R - B A5 WE ULEE 3 #% iR ( Phosphatidyli-
nositol triphosphate, PIP3) & fb, ¥ — 25300 22 2
Wi/ I 2 PR A 1R (AKT), Al ROS B &1 e sz
Y R4 2 TR 2 11 7K fi TifE ( Caspase) S8 A T- 2R AU 22
s, AT E T AN AEAR R IEAH G R, Befiis
G Wim ik Z2 50 55T T AR OGS S i, 1Ed IR )
BEP R EZAE T . VTS Sl Z 1, w1
(ST, 50 meg/ke) REASIEIL IS PI3K/AKT 5%
3 % P ) N-H L -D- K 4 2 R 5Z {4 (N-methyl-D-
aspartic acid, NMDA) #5519 RGC HT-. H BEAN4
AN, D v HIR S 75 A 14 /) BRI Do S Py i R A A
AT U A8 /0 BRI P 453 495 005 Al i 3% (0, 1.25., 2.5,
5. 10, 20 pmol/L) BEM& il i FEAIK PI3K F1 pAKT 19
ik, T ¥4 Bcl-2-Associated X(B-cell lymphoma 2
associated X protein, Bax) 45 1 5T 2P R&EH
-3 (Cysteinyl aspartate specific proteinase, Caspase-
3IEYE H R, BVH BT 4R -2 2 (B-cell
lymphoma-2, Bcl-2) I ZRi5 K74 ARPE-19 a7 fill
TREN(NalO 3) S IE T, I H A2 BRI AP . X
Z< WM B 22 B T B AN AEIR $5 &2 NalO 3 /-F: 19 48
JH U8 T A O IR 5 o 1 s 3 0, HE I T Bax/Bel-
2 P TET, AT R (L 45T, 500 mg/kg/d) RS &
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PRI VE R, BTN B IR Bax 8 358
1, BN B RS A8 S KO, AR/ ER
RGC 4tz 4uiggar—",

B i 23 A0 A W Am ok VR s A 08 T AE SR G, fI
HILRARAN- S AP T 3R A8 RAHSSIT T AT, i BEWT
ARA TR AR g o R0 Do B K% IS 1 S i BT R, A
WEAZS AL A Py T BT TR S T TR A 7 AR Y
PR T HS IR

W2 A Wi ot 280 S AL A IR SR LR prp
KHEEZ/EH, TEAFETURE. PR . PUAT ST
H(E 2). XEHLHIIEEVER, s Eii b &Ytz
AR 1 T-F AL TR =ARDE, [Flad A DR
PEE SRS I R T N B T BRI SR
3 EEIX AT ERRBPRTFIIER
3.1 FREXMARBEHRT (AMD)

AMD J&—FPECE MR AT HEIR RO A, S4ERAH
K, WHRAE LA S BAAR T, TR &8, R
EAFE N BRI, 23 S AR N AR TR T, O
LM RPN EEECE R R M, Bl
XT T AMD BIVRIT A FARIBIT . BUNIEIT . 259
YEIT AR, H T LIOVE B IR 3R A PN AR R
(Vascular endothelial growth factor, VEGF ) 3530545
9IRS 0 EW, HRE R BT R S R AT RE S
FeATE Z BIVE R, AR Py R 8 T v A N R
VEGF #5507 2 W, HAAS B3 52, DR 2
B2 G im T Z 58 S T AMD O B R, Bl
e A

A FE & B 1L S i (50 pmol/L) 7] 3 33 18 15
ROS #1 SOD (¥i& 14, .94 RPE 4iiffl VEGF 75 13
ik, 23 ARPE-19 W41k 451473, TiFEBH L 2% Wy 76 T By

PI3K/AKT

FVEYTT AL A S 19 AMD Bl H At 08L 90 IS5 95
B EEIERRY, SN I A AR S AR R
e ROS HERL, 8 AL It S ALRE 71, i & A= 4 Ak
Wi, Mt E L LR AMD B— & H B IR,
AT TSR R M EAR S AR (AP-SD), il
5% K B #& 1) AP-SD fHEfZ i i fi2 i Nrf 2 R 5%
157, ¥ SOD Fl GSH-Px 7% M, [k ROS Fl1 MDA
P, P R AR A AT, XF T E AMD /) FRAR Y
PO P BB & APV E 9873 R 7E AMD TiBj; Al
et R R B R FH T g0, IV SR S rh B R T
TR BRI (25 mg/L) v] DL 340 A s 5, 380
PrE BT, WERRR BT SR KT, TS R AR Y 1
ROS, I/ 4L I8 T 45 R 1A OB R AN R iR T 10
ARPE-19 4 & {195, FEH VR S0 h B A 192
B 245 3% P B 43 AT BEAF SE L8 AMD & & v & E A
JHE,

F AT UL, BRI A (A L2 9 SR KA
TEARH AR PR 4 BEAS P (AMD) + 35 v R B0 Y 3%
RO, BR A oA A P RS 403 00 i A= il A5 T o
T2, b A i 1ok Z R 20U it AMD
KRR, NIF K24 | PR H) AMD TS mgHE 3L 1o
Tl
3.2 PERRPUIMAERZE (DR)

W PRI A2 —Fh LA U 208 T v S AR E 1 fE
F ISR P, BRAE A 2RI RAE o
SEMEPRIE T, B SR B BB 1 5 U KO, X 25
Xof 4 B Z2 A2 B AN 2 it eSS, L X HR B
AT AR W B AT 215 R 1 e AE,
TR T A 2H 2T S ERopH PRIvS R B S AW i,
HARYEEIRGE T, U 2021 4F, = a8 R

T

v g Bax/Bcl-2
— iy ] ApODtosis 7

s EiEzxla
NF-«xB o
Inflammation = g&ﬂﬁﬂ%ﬂﬁ E%igl%{ O; 102 ]
l ............... I_ ROS l OH" | H,0,
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- N - b L
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Fig.2 Flavonoids mechanism of eye protection
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A 1.4 42, FHEDS TR TGS T I E IR
AT AR [ B PRI R 523 (IDF ) i85, i
of =5 2 — PR B BT DRPY BB RS
AL PO I A K2 3 RO 3 ) T v, W PR R
PRI FIL O g A2 Py i A 1t H AR BBt Ty, PETT 4
NIRRT HERTAHE. HAETIRYTY DR
LT B FR O GIRYT 25 iGYT , (B A EAT Z ]
2 HICIEANA R GRS, I DR Y 2t Lii A A,
TP REEXT DR Y0 B7 M A3 245 )t s A H B2 .
ZHAFFEUE BT S7E DR TR R E 2
YERL.

) (75 wmol/L) WiANBERE AL F #] ARPE-19
LRI T 0 R R, O HLREASIE 1L IR ROS 7K, 4
B AR PR IS R R A M SR SO, Al
S REUS I I PR Bax S50 TAHSCHER P p9 2k gl
MM TR, S5 T DR O i AT
AT R R HER AL T — 2 py e Bl . B R N,
Fili f2 25 (75 pumol/L) BEVK 52 X =5 i1 40y HHR 8 DXk )
GSH 7K, {di i 2 Bl 7K V- REEAR, A 05T IR , TR s
00 ) 0 A IR £ A P 5 b 1 B B M, I VEGF
AR IR IEH A, Pl R BEISAE S DR BOIETEIR
TTORME D o SO IR A B 3R 153 O PR AL PO B 2
R EASRURE s FEST 150 mg/kg Witz 22, #4% 16 &, W
E BT A A 22 SR, DL R 2571 A
BEAR T AR ZH LU PR R PR T IL-18. IL-6 F11 TNF-a
Ak BE SRk, A AR A R B1I(HMGB-1)
Y BESRIA AN NOD A2 ARG FI 45 A s OCEE 3
(NOD-like receptor thermal protein domain associated
protein 3, NLRP 3) MR EEIEGE, BEIKT VEGF
I 40 M 18] 5 [} 437 ( Soluble intercellular adhesion
molecule-1, SICAM-1) i) ik, & 23% DR I 1E
JH, $RZRHREE ZRAERE PRI I A I 722 v A 4536 97 1
B,

TSR, Mt 3 L Al 3R T AR
B2 bGP RENS i i) 22 Fhid A 22 4 PO PRI A
P 55 % (DR A B B, 76 DR 0 e B i
FROCR, BEAE UL X IR A2 I O A SE DI BE, T
RACENWER . & a] R PEf DR PG 7 24240 T #is
SPE
3.3 FHRE

THRSE, SR A AN TR GAE, A5 ]
R R TR BT Bl 5 ) g 2 e i, B R E
TNRE, A IR A BIR R LU BRI g Z2 e
Jog 1 AR B IR SE AR o B Y R R AR 21 %~
30%, I HiZ A MR A A& e, s By . +
HRE i 5 DL IR A5 HR I AN, T, 9% 57, A 55
I, BARTHRAE — S 0T S b g BRI, (X7
Fokbt, HRFRANEG XS T A= 06 B i A B AR RS2, 7™
o R s, AR . BRIk, THRAE Y
FNAIT oy EER . AT T T IREEAIRYT T

A, BN TIHWR SR DL K — L5 Hi Rk 24547,
{BAEAEDRE B — AN B — o BIVE 55 7 T P BR A
RAERTE M o7 B 24 54 DR AR R DA K )iz >k
PEAE T HRAE M b o BRI T .

Pt e ZZ 45 M 0.5% Hih iz 22 7 HR Y =y s i FH
FHRRAE /N, BEASIG ITVH AT, REAK AR A K00
P4y, b 25 R AR TH AR b 3 T 4 s 2R 1 il -2 (Matrix
metallopeptidase-2, MMP-2) | & i 4 J& &5 H i -9
(Matrix metallopeptidase-9, MMP-9) 7K -, P4 35 Ff it
ZETHTAS TIN5 457, 1850 TE AR BURTAACIR 2 2
MR 22 0T AR G THRAE A R 255095, At iz
TR IR PR ) SO IRl RN
FHEF4EZR E1S FAWS VS 407 Sl 4528 100 mg 22
BRI AT SRy AL BT HRAE /N B, 25 SRR i il 45 1
WAL EHA U 25 R e 7, [RIBHE e XT L 5
ARSI T LA 50 HT, UEBH T HAZ2 Sk, Hil45 gl
kAR ERFHRAE /N BUS , ACFHLH A9 TH I S e FE - Ab
FRHATREUT IR 5 /N, AFTSE HUE I Tl & 22 3R
AN KL TE VR YT T HREE P AT AT, sksh, ok
5 mg WY IR (FLIR-F2 3L 2,18 ) 9h K JUkE RE A 1
il S5 B N Fa B Rz i 22 (HCE-T) 4% /)
MRS, BN Nrf 2 25 (1361, 22 B il 75 19 20 K ok
XA AR B LR VR, RIS EAAR P S g T
3 ARG/ IS BT IR Jpa A 75 v IR 451495 Fn A s Rz 40
R AL R A DG DNA 54497, A 8 185 i e IR
AR AR OE T B a0 SEE, I ELI g A 3R TR
IR/ ING 33 % 2R R AT ) 28 4 HLAR S 25 )i %
AR, ST HRRE P ARATEY THRL TR PR Btk
S, WFSTIE & BRES /INEREE H TR 10 mg/kg AR R
AT LLE L P85 Sirt 1/NF-«B/NLRP 3 {5 538 [ 51K
FANEFNAA AL LR 58 PRIF 14 432, MU /N R
FBAT A AH S 8 HRE 35 1A YEH T 5306 57 DA B S I
ZIEN, FERARREEZEXT Sirt 1/NF-xB/NLRP 3 15
Al I EREVE L, FTREAIAY T RARIEAH G IR
AL Semg

AT 0, B TR Ak S P RR A8 2 A T IR E
/NERHR ZE U FITH I Sy S8, FR B L e & ELAIG#3
MRS IS 71, I B A WSCIT R T 98k A5 & in T
FEAR ST B A= )R FHEE (L TSR, HESh T S
TR\ I FAR, ST &R IR GE 25 4 it
T EEARYE
34 BAR

TGRSR — 2 A TP F A 26 R A 253 B 1
WAL, BRI ZE 05 F RGC 48
PE R PH T, S T BOAS W 356 2 BH R g 451 5 1) 2
A, Senn g 4Bk 7000 J7 A RIRRFEDEE, I HLERTR
AEZAE_E T, AT YGRS A Ta] JC R Sk i
SR, FRZE S0 0% 200, (A 3] T i 25 S 38068 LY EE i
(O REURRE T B LA S A TP E LB B, Rt R OGHR
SRR 5]y S B R O Brs E R RS S/ W bt a4
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. BRI T YCIR AEYT 7 2K IHEE hFEis o
FARIGIT 5 2593697 K- IR P (Intraocular pressure,
10P) F#AIR & 1E 8 7K, (B T B A Rk &2 28 3 i3
SrARTIRE, FEICTR S8 A e 1 G IR X ) A0 R A
7319, IR TS YCHR A A L], SR TS Ar
HBEE T CIRARIR AT T R EZ . WEE LG
T8 A A A PR RS 22719 S AL (RG Cs ) PR T - 553848, 1F
FOCIR T e v 7.

BIFSE B0, ik B 22 i R Sob AR T R il £k
BARN- P T, AR HE T A AL R AT F: RGCs
B, TEBAME EZ 22X RGCs HAg B za IRy 7E A,
UM =T BE S — AR AT VAT 2, T CGE TS
SR L AR P R 3 B9 RGCs 775 R I e, X
{5 1M1, - 73 (Ischemia/Reperfusion, I/R) 5145 K B
M 13 5 250 mg/kg FIEE =7l 3 d, BENS i o v /b
TUNEL Ze (o, JMHIJH T ARG 11 Bax AYF ] B
ik, I b BE S 24 A Caspase-3, #ITHIALRE I/R 5
53 Je I SBT3 2 AH S 9 A RE T B IE RGC 2BT, 3X
Begh RIGHH ZE AL AT LATRRT RGC WPETS, N 2R
FIEEAE AT YCIR A — P ] R AIE T R e ER A n S S
PO XK BEE T 00 B i HR /) BRI W T
22 FE 300 mg/kg, TT B HH B /D A0 R RS TR R B
A RBEAT BB . [RIREAT 38 £, FE M §Eil T NLRP
3 RTS8 H (45 NLRP 3) # i #0 ’x] fRp 2 A%
PERYRIES R, UESE ORI 38 L R IRTT RESAE/ N ERIZ
T TOP FHE O B AL LS A FI BE T B . 45 54
IRKT 28 LR AT RE R — R B O CIR A &8989 T 24
Py, XESCIRAEC AL/ NR A H #EE —1R 150 mg/kg
W X3, B ELHE B WA, 7T L/ TOP, P
& RGC 4%, YA SOD 45 & AL+ Fr Mg vak 42
/N ERHR FB S Ak 4%, [RIBsH 3 REEAIG T -6 S84 58 Rl
PR IR REAIR AN SN, 2277 T R AT 2 YRR/ I
LIPS BHURE IR, UEBH T I 325 F AR A X 15 Y HR /)N B
RGC KRHHEZWRTVER, $Em D 5 E GRS AN
TR CHR AT

X BN IGA LRI WM 2 . A P A B
AL G YIBE A YT RGCs I B My DI RE, 78
BOCIRA T R W ROER, A H IR
TRIT IR AL T R .

3.5 HRARERER

FLP= JLAL Y IS AR (Retinopathy of prematurity,
ROP) J&— g = J LI R ERBEI , 7610 X 5 i 457
K H B E B BER R T e K SRS B VEGF
FIIRBG TR, AR AR A A, P XS A X ST A i A
AU Y S5 25, - S O LB 2R B Y B R PR =2 71
YRR T AR L RS T 10 mg/kg HERTT
M e AT, BRI ES AT B Ry T O JE IS X L R
A AR A RN R, I H W3RN T MMP-2,
MMP-9. il 55K 3K 11 f1 VEGF Wik, KIS
HoE—MAER PN E A S, 845255 T

T PR S A LA A TE B, 2 BH P 78 ROP 17l
J7 10 R IR A 1] ROP /)~ BB T8 (1 9% B A4
FEFEST 107" mol/L ARERFEZE 1 pL, REAEHI il 14 )X B
B M4, VEGF 55 I0iE B MGE TE Ak, Wos AR
R T BB —FIAT AT X ISR 2 i A2 iR, TIE
BH B 25 T LA 22 A b g FH 00 1 A0 P ST A4 I 4 14
ROP!

F P B AL i AR AR TR oy, e AR T B i i 2
BRI . AR B R | SRAMRERST . R
SE OWEDRIG . WIR AN B2 0 v R, 31X 25 S 380
PR PSR A R = A7 B8 B FE AT AR AR
A I Bz 28 e 22 A0S BRARDRAAS T 52 248 Bt e S0 1o i A b
ZEP R N (&) - H BLA61 2200 19 ™ A= RIS SR A4
A, P71k ARG, TR AR AR SR BT i £
ARG P, 3R F 0T[5 AL HR AN PN B AR5, 1 s gl;
RS By 32 T HATT A Wy R TR 2 AR R T PN B ) R
aEE N, BFoT R IR, Ml 22 (200 pmol/L) fEfSiE
L P Smad 2/3 38 BN HIA SRS 24U (LEC)
FOERS . W LA R BRI b - (a) ST A, DT
F PN BREATEI TR, Ha il i 2 BRI VR T N B
FFRARZG 72

25 b, BEZSb- &I AMD., DR, T HRAEFITT
SRR ARG i R B b 25 TR, S I R R R (e
FRIIBEHEE S A2 R L TRl YE . AR R fd R
SR N U T, #ESh T R R, ST ST hE
PERIY KT HE AL T S Ty ] -

4 g

ARk, RERTE MY T R A2 4= mT 5 L 2B R
FEW . BIVE/NEILS 23] T )z, Wb
GINE R —FERIRIETE RSy, IRFTIHAS P A= i1
S F AL N AT HAT B X, IR
R RZ U H 5 R AE SN 5 R RN AH G, #E A
PI3K/AKT DL K NF-xB 252255 53l wn2sfb
AR PUEA L. iR . B LAY AP ST S L
SMAEFBLT, AERRIE TR 5 T T b R B A A R
MBS R 1. ASSCEHRS T # RIS & i L A
¥ Nrf 2/ARE., NF-«xB %55 5 3 i, 28 fi A AL 3%
SEREFNSTH 1A A B 5 ALH], o3 IR ThREsR 4t T
RS RLERYE . [RIRHE R T 8l ib 576 DR
AMD FERI 1 250 5 BRI, 878 T KRR
T2 2= AL T ST o

R RGP R IR U 8 B IS = ik
&, D)7 — SR SR, an B aT R8st 3 F
B S FARS NSRS, e = RIS | A0 ATl PR
TR, XE LA T PTAS SRR PR e 4=
AR, RS A P04 A 4 R FH BE AR, AR IR SR I
R IR R R Al . ARWFFE n] PR BT LR
AR ABET 0, T A A= 71 FH B R g
RO, [RIEs ] 25 B o 6 LT (AN (1 5T . TG B et
2k 58I A9 T AENLH], BET MR R A S RE T
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— Ik o MUBAEARSREEE X B S S 3 HRAL
Tl FIERASRZ AN E I T HAR AW AHT, 2T 8
BT BEME B AT BN HIR ft FRAS HE ) HE 25, 4
BRUp R PR de 4 | s HER vk T 5.
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