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[Abstract] Corneal neovascularization (CNV) is an ocular surface disorder caused by a variety of diseases,
including inflammation, trauma, malnutrition, wearing of corneal contact lenses, etc. Oxidative stress refers to the
excessive production of reactive oxygen species or reactive nitrogen species in the body after receiving various harmful
stimuli. Studies have shown that oxidative stress plays a key role in the occurrence and development of CNV. In
particular, the interaction between oxidative stress and biological processes such as inflammation, apoptosis, innate
immunity, and ferroptosis has been shown to have an important impact on the pathological mechanism of CNV. There
are various treatment methods for oxidative stress in CNV, covering many fields such as drug therapy, cell therapy,

and gene therapy. This article aims to review the role of oxidative stress in the pathological mechanism of CNV and

explore effective strategies to inhibit oxidative stress to treat CNV.
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10 ML RE 6% 2 55 375 W] 1 Ol 2 7 i T A A TR R 4 Y
T ERA . Y52 e RAE B B0 B AT BN 5
P55 5 A TOET 4 145 ( corneal neovascularization, CNV) 1] [1]
MG K A 2R A R a0 R A KR
(vascular endothelial growth factor, VEGF) | i £F 4 41 g 4= 4 [H
F L 4 8 E A B (matrix metalloproteinase, MMP ) %5 7£ i% it
R REEEEMN Y AR R CNV & A R R R R
i FRAL I 2 — o AL L O A8 AL L w5 AR T Bl | 55 A1 4R R Y
HAHERFT, =415 P 5 (reactive oxygen species, ROS) F1{E
PER S T T R BRA . IE W A IR E A S AL
Bl B 3R 45, 24 ROS ZKF 8 ik P U M e 4 Ak 70 09 375 6k R g B, B

G R AN AR T (07) FEAEA M (O ) %
AFEE B SRR I MRy, 51 R — R SR B AR A SOt
FACRLIZ 5 CNV R BALH B AL BE o ) CNV Ry 25
YA HEAT LRI

1 ROS 5% CNV FE B L&

1.1 ROS 54

RITSE CNV EENRHMH Z—, fEibe i 580 M
JREA O3, 2P AR D R SAE R CNV I B b 3 R Y A
T M e R P S K% FF R W BR ( nicotinamide adenine
dinucleotide phosphate, NAPDH ) & {L /i ( NADPH oxidse, NOX)
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FIEAL & 7 A FRVEY (NOX1~NOXS5 Duoxl . Duox2) , /& ROS
EEORIE, WA UE A4 40 NOX2 A1 NOX4 fy 7 5t %
REG A, S BOR & ROS A A ROS W] Gl i 3% % H F-«B
(nuclear factor-kB,NF-xB ) B & Ak 8 J5 8RR A 55 5t X7 a0 o 0
-1 KT 50 0 M R (A g8 3K B8 TR T o, SRR AN L RS
R E-1) AR AN T (U0 VEGF) R 335, 1 26 40 il A 1 3%
LRAEM I T CNV B L, IF 3E— 25 sl R IE , I & S 80
4545, EL A R IE 2 B, NOX 411 i 77) 4n & 5 2, T ol % — Rk &
AR AT L3 o ek 4 4R A 17 SRR 910 ) R RE S I, AT 2D CNV
R, Br T NOX,ROS & £ ki fA m 1~ 14 3 4 i 3 32 |l
W SRR AT B R A SR RS 1 A B 8l AT 5 32
2 SRR ROS 2L B N, AT 51 % 40 i 48 475 ; Zhang 251
BRI AE/N B BB i A T vh Bl BE 1 51 R T RO T 2R kLK
R Drpl (LR R 2 T2 ROS /= A, #1E NF-«B
KT R E B2 R 5 [ B 260k Rt 2 5 8 % NOX2/NOX4 iy
ROS A= J A& HE S

T E2 M 26H F 2 (nuclear factor E2-related factor 2,
Nif2) J& —Fh EE A 55 5B 7, 25 T #1021 R 042 -1 (heme
oxygenase-1,HO-1) F1 i 4 L ¥ & 1k | ( superoxide dismutase,
SOD) 1 5450 A Ak 52 W T A AR A i BE IR 2235 . HO-1 S 45 1l 1fi 41
B3 i A 0 OC BB, HOR AL RE G 2T 3 5 Ak R IR 4 3 LB AIR
Y P ROS 7K, 340 A8 38 33 410 il Toll A 52 {438 % >k 31 1 4 4 S
217 Nef2/HO-1 58 % AT 38 5 40 4000 40 98 0 il A5 AR s 3 8 Y
Fik, Lin 80V RGBT ST 3 A 2008 A0 SIS T AR ON I I ik N
Hz 40 0 ( human umbilical vein endothelial cell, HUVEC) #' l T4,
bR 35S BOAY A A B, X B R Nef2/HO- 1 3 6 AT A 3 1 0 45
Tl NF-wB 3 %k 445 £ I 9 A4 T4

Rho #1 3¢ % #h & M ¥ B ( Rho-associated coiled-coil
containing protein kinase, ROCK) 1 B #{ilE 525 5 £ I 1 J 401k
200 A J) 300 20 4 e 285 R N 4 M- SR B AR AR L AR A
Jf1 ROS 1C i A #EAE JH 550, /N GTP [ RhoA & R 52808 3 1
ROCK #4 i) RhoA/ROCK i 4 7E iffl %8 A= il & 4% 8 2 AE
AT R M NF-kB A% 5% 37 K BTG 8 E S 21, B Ah, RhoA/
ROCK 3 % (14 30T 0 2 5 B0Am N5 P 5 400 M Wi 40 1k 3 o , 3 7 A
IEB AR T T B, DATATFE A JE P R 4t i Ty B e A5 109 &% 0 AL 1 T 4
WEEA A,

Ras Ml 5& C3 W % & ZJE Y 1 (Ras-related C3 botulinum
toxin substrate 1,Racl) /& Rho FKIEM/N G B, S 54100
ER i | KR R L S A 1 N R R B Tl PP S R
NOX2 JIr 7 (14 G 4l il J5i W 28y 2 — . Racl 7E o4z 41 fif A
55 WG 400 0 b 814 22 b 58 0 R T [ 40 1 4l A 3K (interleukin, IL) -
1B IL-6 I IR AEIN F--o ] B 43006, B0 0% I8 19 IE % T 40 Jf 36 5k
FA W R F (B CCLS, Rk IR F 5 W8 A ), HL AT 38 5 3%
i NADPH A LG/~ ROS, iX £k RAE A I 2 W 5| 1 40 Al
W 2 i B A T A2 4 AR A 2, i — 2D R O s Bl U 4 0 Bk
KR, W B 22 3R 3G 6 B A ( mitogen-activated  protein
kinase, MAPK ) | 4l Jfl 4} 9% 75 25 [ 3 % ( extracellular regulated
protein kinases, ERK) | c-Jun % 3& A 3t i i ( INK) | Janus ¥ i/

1555 5 5 5 0% N T (JAK/STAT) (B Bk JULES 3 34 g/ 2K
Fi# % B (PI3K/Akt) NF-«B W3 zh ¥ F & X E A
(mTOR) % {5 5™ |

1.2 ROS 54ifayHT:

AL I 8 A0 M O T 0 R b Y B A, ok ROS R
BRI SCHIER . ROS RILREIENIE S 4 FJa sh A T 4%,
A U T 3R IR 1Y 2 3 00 A% B S TR, 340 R A A0 i P S o 2R
Fi% DNA 8 5 200 7 RS R 240 0 4% & 48t 003, (45 7 8 I 2 2
RLRTEH R G MW E R, 4 T2, MK
ik ROS & 8B & V55 8 FL MY JF &, 40 5 3% ¢ NZRoKE
A% P R TR0 [t R ke 380 A R 0y, DT 31 T T 20 IO R 4% Tl £ T IR
JO7 1 R R R B A R T v A R A 3 ROS Y
P I T A A T A e T A e T AR
FOMAPK @ % B H % Hdh p38 MAPK & MAPK 5 ik 19 i
B, T R A5 A R B IO ORI 98 RE A0 ML TN T s L S 5 A A T L 40
it 17 5% | 4t 6 ] A 908 R AR 9% RE N S 22 D 4 R AE P 2 0o
' ROS/p38 MAPK {5 53l it O Bl Uik W1 76 P9 1 400 Hid 28 i )R
JO7 V2 B 8 T R B A AR A, S LR T,
AR B NG 5 F 5 HUVEC 98 T /9 S5 56 7, ROS (9 3% i 3 3%
p38 MAPK B a1k 38 5 | iF — 2F 7= Ak K i ROST', 5 — i,
Cheng %517 % 3, 75 % BE B 16T AT 380 ok U CBE 13 £ IR 40 it 1y
ROS ¥, #76 p38 MAPK , i iz 28 %7 1R ik 42 175 5 P9 14 40 it o8
T, T 6 CNV BT k. T Ho 251" 1) 5@ 52t i F11 41 95 1k
15d-PGJ2( PPARy 32 /R Be 14 ) 175 3 R J6E 40 M iy £ 87 1A% 4 4k hiL
W, FEpS3 AR WIS T RN c-Jun &3 AR o K AN p38
MAPK 3 % | [l 40 6 T NF-xB 3 ¥ | e 400 1 28 bi K7
S e R A -3 T R 2 i AR AR A0 T L 0 T CNY Y =
Ao IXEETESY A TE IR T OB A A A DG B b i S R AR
T BR A P B 20 A TR — Rl AT R SR
1.3 ROS 5K

NOD £ 32 & ( NOD-like receptors, NLRs) {2y 25 Hit iy 45 X 1,
MR Z — FESE BN 544 T, Toll ¥ 32 A5, NLRs ) T
Al BEE S IR S0 K G R 40 0 L R BTE e b/ iR R AE &
R B R 2 R Z RS SN EREEN
BEEE AR, IR G 8 RAE R, 4 P /IMA Y 4155 25 )
AR T X — SAE TG R R P A AR BE T 07 5K, T S B
KM F IL-18 Al IL-18 WY, Hh ) 2 UF o i 2 i 1T
M 4 & ot AL 45 M 3R Z K & A 3 ( nucleotide-binding
oligomerization domain-like receptor family pyrin domain containing
3,NLRP3) "™ 75 ff B 6 be i o , A B8 1 S 40 B B NLRP3 A
NLRP6 ik K i 4 F BUK i caspase-1,1L-18 Fl VEGFA =4 |
AT A2 0 1 A A e R Li 45O SY R 4 R P NOX4
il 7 GLX351322 W] & 2 W 20 B % 45 51 K B9 ROS A L, i 4%
NLRP3/NLRP6 2k , BEAK A 8 L 5 40 i v TL-18 1 VEGFA [
FIRKT, X FEW NOX4 7] 38 i 0845 15515 5 00 M B 1 2 B A
G5 RN, B H 2258 i ROS AR 81 19 1% 5 8 B 4% VEGF R ik,
MM CNV & R, 5540, AT 05 5 08 19 i 1 M1 B/

H H 1 (apoptosis signal-regulating kinase 1-interacting protein 1,
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AIP1) AT 58 2L #0) VEGFR2 (1415 538 4 R 410 il b g 14 A= K Fn 5%
B N R R ATP L AT SE G ) NOX2 e I 4 if 4%
¥ 2 A BESTIE A, ATPT & NOX4 A9 2 2 8 45 T, Ho vl
Al i 5 NOX4-NLRP3/NLRP6-IL-18 1 VEGFA 15 53l 4 A4 7% 1k
A BTN CNV B 254 X BB 5E , NOX4 KT
Ui A 53 1 AT BB B MR YT CNV BT AR A

1.4 ROS 585 ik M gkat -

Ji B 2o ST T LA IR 6 0 e TR £ B i, K A i 4 41
H DNA R B RN B BB 07, E T AR B CNV iy & AR T
JIg o 2ok S W T I A KT BT IR g Al i CNVrh A4 0 Y
FRAR o 2 S Ak W 4K 1 B ) BT 32 K o peroxisome proliferator-
activated receptor o, PPAR«a) 1E M A2 AC M 09 T E R N 7, 7
/N B AR IR R B b IR D R B 4L Ak DG G M. PPAR« i %
SEBLH ASCLI (CPTIA F1 ACADM (335 FEAK , 3¢ BT 5 1L AR A
i AR AR Y FE SR B B IR R IR 9T CNV R, TR
KN, FR B3 19Tk A1 T AR N W R 0 ) O
WorE AU AR B B R G, LAk R AN AR S TT AR i S
Jig Jt axk Ak, R AT ML AR 7 204K B T, X AR B B B s A A AR
AR CHZ Sh BRI AT AR B SIS, AR R A A 98 R
O E A RO SR BT S M AR —
FEHLH, T B0 B AY M ik 48 Ak B S R T

BRBET & — ol A0 (0 2 7 P 40 M BB T 28 A AR A J2 AR IR
HEARY R R, BT £ R R G, AL A
I — -0 TR AR 7 MR kAR w2 AR AT M R DL S T g 32
B B R ROS AR BRI A R SE T I E SR K
TEAL I (3R 1 Bz DI RE R i A P B 4 i S5 A O Rk A7 2 A8
PSR EFE P, R T W EE R R A HEEEN
S ERFETTE AR IR B 43 9T B f A A3 v RT R R G B AR
FH 5 £ 052 E B 40 1) BE 2 ROS (9 BV HE I 3803 2R AE T S B0
T B R IE T ] R 2R 38 KT AR i T Ao 4R Ak R 4R R (R
Z, AT KBTI CNV BB X S ST R 0 4
Xof A B sk S Ak B R BT T I G B 4 B T SRR T RS R
BAIRIT CNV,

2 StXEMEHE D CNV B5E 77 R

H A9 ke 22 Fh 25 W) KAk & W vl 38 ) iy 58 40 Ak N J0E
%, AT CNV #E R, EF X AL BB D> CNV 3R 97 SR g
AL PA YT 8 /MBI K ( platelet-rich plasma, PRP ) ¥ 5
ISP VR YT IR R R YT A
2.1 ZWiRYT
2.1.1 RAWEWRBY WY EAR 2RO E B P AL
i, O Z WA N H T CNV IiRIT . iR —MT 2 F
TE T 558 32 AR Sk SR b i 22 18 28 5 Be I 16 & 40, 76 /DN BRUA e
BB 475 5 T8 v Bl 31 S AT LA ] Lysm-GFP ™ 40 it 0 5 106k 248 it 114
SEAE N R AR A S AL W 6 1% 1, N 9 NF-w B, IF 380 20 A OC 4
JL R 20 TL-18 \IL-6 B A, DL M VEGF | i/l 437 28 A2 K I
F MMP-14 9 335 ; W Ab Al 2 RO PT 55 Nef2 5% 53 42 m 2
UK ST DT 0 o) 6 i S B 3 o R A e

fIX ROS ZK 7 1 5 oo 5 2 b0 4 Ak 1 % 3k LA B 3 75 b 4 4k 16 A
SR e A IR A P 4 2 3 HE AR 10 B AR TS A 7E N AR IR
b B A0 R R Y P ROS TE R AR DY B RR Y R —
P sk 22 R0, AT T AR 3 L SR RE AN B PR B AN caspase-
3 7K s Kaya 45 7% 75 K B A IR 58 40 455 8 v 7 PR 2 R B, % #1
H AT A PR AR, A B T CNV BT

2.1.2 JRITHRAM LG DA HLR 2 — B A 20 ROCK
P 700, B A AL A 4 0 AR M =, 338 5T RhoA/ROCK 3 [ U
/> ROS Az B, 2 11138 5 39 fn HO-1 3H 30 s B B2 45 15 S 9 CNV
P AR R R AT A T T AN AR B SR A
B A7, RE P 6 R 40 ok B I e 4R A T g 5 T 4R 1 B AR AL LA
W CNVE AN Zhou %5 K B, TE 48 2 5 5 10/ B CNV
REAY ep PP AR 8l 70 Al o D1 58 ok T R R I 0% S W L K
PPARa T il #L L Kl ASCLI . CPTIA Fl ACADM /K F- & ¥EHi CNV
YEHT,

Kim 25 54 506 7l B2 4R 58 0 B S8 175 5 /I B CN B0 2%
Y S — o A s 2 A ) B LCB54-0009 , % BRI a2 4% 48 Ak 3
S i 48015 5 Al T (hypoxia-inducible factor-1ar, HIF-1a ) £ 5 7
Hl HIF-1o/NF-kB 38 % 19 480 T 8 Ji7 B0RR o 5 8- 25 it 4 1 47 4
hy JBE AR I AR P E R TR R AR R 0 1 2R
Yibraki 4y W) IR fEE 3 BT Racl 2 90 H 58 K MO 4L & A
B AR . T 2 /DN B T B 45 A 2 vp A1 8- S B A 1
5 IR 2K A B A0 B e s SR O 7 I R AL R
RS CNV B Ogura %770 % 8L, a0 7 9 2569 &
WRME AT A2 ) A-3922, 0T LAFS A3 il VEGE K H: A i 38 A= it R 7
- F 1 CNV,

0 2 A A 0 ) — 7 555 2, 32 I R 24 00 v B DS 7 N 24
YIE 7 P 28 PRI AE S B RR T GE O Nef2 S B R BB 4R R T
2o/ BE e SR T 4 S I 0 B 4R AR BB JT A, DT 4 B R
A B gE R W e B BE 0 CNV B rh 2B 1697 e, R
DR Eirk /ST E AL AT KR A= PR TE 5k S =R
VB — BRI IT PP B, RB B 1 1 b 3 B 9% 3k 1 bR 2ok 84
RAE o TER B A BB B 5 B 70 rh | &SR YT AL A8 5 48 4 i AN
078 P9 B2 230 b 50 o B 3 K 2 [ Bt 40 L BT SODL 7K SF- A A I I
B 20 13 PE B B TF R Y L Murakami 281 BFSY kB, AUE
Nrf2 34215 5 SOD A B, WA T 1] 422 400 1 S Ak B v . 3 2B 53
CNV (IR YT SR AL T 2 B0 7 1 25 W03 16 40, oK ok (4 BiF 53 W] e TR
TN X A 3 B T
2.1.3 YOKREORLZ Y ik R KT A B 45 H R AE AR
PRAT LUV S W TE I 900 0K 3R 0K 25 W 38 3% =2 M RO R 1B B 1E
FH o BB TR LA i i firk J32 R 245 ) 485 4 BE 7, T EE K 24 ) A A
T B 15 B8 14 B D) 380 o 5 958 5 AR R, 2 8 25 W e o IR
DEZYM KA KB, fE CNV BRI | Liu 4517 % 4%
JIER 7 S —Fh 4% b ROS-TK-5 #4938 74 ROS 1 1z Pk A 5 449 K 45
R, R VEGE /N4 RNA B ) 20 it 5 b LA R i 484k
BEd . B 4h, Landucei 28 BT 2 Al b B A B AR A S 14k B
Jo STl g 0 TR e 4 W R A T E LR A IR Y 45 2,2 A
BIRRS BIR AR RIL Y, P B R RAE S R Wk, X 2 F



- 688 - ik

5256 MR 24K 2026 4

27 A 44 %5 7 Chin J Exp Ophthalmol , July 2026, Vol. 44 ,No. 7

JO AR 33 A TR 4 2, v g A TR I 6L B Y I TR O 1 Ak 2 AR
/3:fiﬁiiﬁlj,T/\ﬁjﬁLB&éﬁ%ﬂ@%*ﬂ]\mﬂﬁLB&éﬁ%ﬂ@%EP%%I%EH
RO (9 2% Bt 0K 35 M R0 I W % 5410 -1 (ferrostatin-1, Fer-1)
SR — R S 1 R R T R AR, ET R B A R AN A B 32
i, A A A, Wang & W& T —F &4 Fer-1 Ml
JE M (Fer-1-NPs ), i 2 8 1) 4k B - (9 05 338 97 A I e 58 1 .
AP R I R AR MR TSR 27 X, a4k
WA R B BN RN 24 R R o A O T B A
T R 2 40 K B R RHE () 25 ) 3 3% AR SR 0 ORI R R R
TR B2 T 9T B A I R T R R B B VR

A AL 5T 94 K UKL ( cerium oxide nanoparticles, CeNPs) & —
FEA BRI B B AP e IR AR AR R
2SN . CeNPs FE4F 5 AH ¢ P 2 5 A48 4 0 40 IR € 38 A8
P 1) Sl A5 A e O g E BH T LA B 0 A0 I A 3, v b
RO A5 45 3 SE B A M Zheng 5 R T3S BT R LA
P B 15 A58 AL 1) CeNPs, iF B H R (B AT R 47 1 2E W A0 25 1
T RE A RO 40 AR =40 B DA R Ak AR b 3 2 A O
3 3t H BT LAk R S 4 RE SN A AR L P A A ok e L AR AR
o RAH B E— B BEIT CeNPs 76 BR 308 B 22 4 1k, 30T &
£ IR [ 336 2% B G0, LABG IR CNV JAIF 2R . Ah, BA CeNPs
55 b A o A AR BT B B XS XEVR M CNV O RN R
2.1.4  HAMMBEAREE  TRYTE A IR fih B R ORI ZE
FM 15 “”ﬁhiﬁﬂﬂl BN Ay S —Fp B AR AR 4 25 T H . R
P2 b Rk — R VR4 25, T LA P /0 2 RS O 3RS T A Y
*Exk%ﬂét%%lﬁﬁr‘“ A= R BT R R AR R
YRR 2SR A AL A R M R R VR T M B v B 2 W AR e
5 Yin 45 76— B K P S AR R 4 ) 1L 2 B 5 A I v
FEE A AL 25 & & B0, X F B8 405 £ B 40 403 A5 180 2 1l T
FI AR 1/ L 2 T B R AR 0 R e T o e R IR
BRARE N, HFEK WS P38 o 5 0 B B R RS A HEEm
il NF-xB 5 DNA 0945635 P, DI 28 % 4 RE S oL i IR 44k
7K AT Sun S5 HUIE KT — B O 28 4 1] s A
filt 5% (MCLs @ Dex ) , i 42 fift 5% f# FH ROS i [ o4 4 %} 2-( H 8
3 ) FBE T 0 TR 2 TR S U s 2 K s 14 g o7 OB I, A A o R
AU RN 98 AiE | 3 G 24 00 VR 32 aat g A OR B OR R R 5 L A1 5 it
M F R/ TR BT RNAGY AR, FEEMRBERE
240 TR T A ) 25 B ) IR 5 5 B AR A IR AR IR T
P2 fi 4% 1) 1 1T RN T RE MG R WG 58 MBI HT . T3 4h, T RE T
TF 22 33 B0 A ) AR 5k b DAk — 2 A W R 42 o 5% Ol A
AR IEBEANA K
2.2 PRP HE4H7E

PRP & & = Ve B il /AR, B & 22 4 A 0RO I 21 244
il 5 BE T 0 AF K PRP 812 B F PR AR IR 2 | 1 ks ok A
5 AT ANRE R T SR P A IR B AR R AR A0 A il
%8RRI AL G B Pl JE 175 5 10 200 0 B6E 1 9 A8 Ak | i RS SR BRI
L% 38 BE A W05 P AR b DL B 28 R R Tl BE £ 0B . Hashem
SR S5 R T PRP AT K B AR I AR DG AR T 3L
BT A LA, 45 SR s R I B R R R A B T )2 I TR AR

e HEAT BLAE M 3% H PRP AL B 4H A 5 I 5% B 40 %%, Rah
SN PRP R R PR TS 6 T ISR ROS 5 5 9 40
T RN Ask-1 BOFRIN . BLAL, 3697 21 A BP9 1% /K °F &
T RRAR A B HIKGS E AL W B A SOD UK 8.3 THE  PRP A
K A A R 3 O 38 0 3R B A R I B N B IR
ROS FE AL R K A8 32F 53 49 40 2 A9 40 0 544 5 | 53k R 2
@A, PRP ARG HA M AKMPAA LB TR, Hl 4
gL TR G/ T = AT Dy & SUTI N = S N i i - oL O
FAL 8= G5 —Fn i . B UL, PRP 76 BRBHA 57 H 1% 1 FH i 5%
T“l‘iﬁ,ﬁ%ﬁiﬂwéf CNV B AR B GAE i 2 F B,
2.3 4Ry

B 41 B 33O (lymphocyte-derived microparticles, LMPs) J&
T ECL 200 9% A O T e R A A B o 3 R AT ) 5 3 A )
HEMEZEAN T, Yang % & B LMPs A { L J8 NOX T 3
gp91phox .p22phox F pd7phox [ 3 ik, 3 i ROS 7= 4= 1 T it
CD36 By Feik B 7 i . 3% T 98 VEGFR2 J H T i 5 516 S
FBEWERR AL ERK1/2 f94R /K P, 5 80 HUVEC 17 14 R 3 7 fg
WE T, B2 REREYE, tbAh  FEVR Y LMPs BT @ 259 ) 32
KR AE A CNV AT i, Cejka %504 fii F T % B 86 1] 72
it T 40 il ( bone marrow mesenchymal stem cells, BMSCs ) 7£ 44 K
P4 S R SRR B M A WG 5 0 e A AT 45 R R B
Y5 BMSCs 0] A7 2504 il i 420 W0 il 2 46 19 0% B, 92> T 3K B8 4
T M MMP-9 7K, 4 £y BEE 4 0 R A= 10 A5 A9 08 ik, i 3
e, R — 22 kI F F a3 % A FI BMSCs Y
YK S SR A G B R 05 AR IR T, T LU AL IK MMP-9 i 5
P—F AL B A B IL-6., - F W WLILEh & [ VEGF 454 1M 3

WA RR HAREA R E & E N, BE H A R

) iE—2b R J AT IR BB AEVR YT CNV R RAEH,
o R BT R
2.4 SLPRYY

/N RNA 22— K 20 ~ 25 A4 8 12 19 /I 20 Al 4 7Y
RNA, H o3 ek i AL SR P N 1, Yang 7 815
T PR MR S /N BRUAR B B 40 B R e B
RNA-129-5p o] #& 7+ Hi S ALl SOD 7K -, Jak 4 A0 1k 7 3, 12 i %
B R ORI A A R AR DUTIT R 2D A2 18 A I B 40 i 1Y
FTS, X EEgE IR /N RNA AT 88 R 16 97 A B3040 0 T 1
B, BEE L iR R Pk i 2 R a WAk, SR YT
B 22 4 P R B MR A5 30 i — 2B 8 S MR 5 B8 06 VAR I T RE BT
] BE .

3 L:—l:l EE%

L5 Tk, CNV & —~ 52 Z% (W 9 B it A, m] 5] & 7™ Y 41
NGB, REAMCAEZMIRT TE, 1F|x5l5'ﬁ&ﬁ:71\
MAE, BAR RN B, ETAAMNES CNV P C, 8
b 22 ag A% VA 4R A AR GE Bk VE ET LB ¥R 9T CNV i R
Fidke MARN, Z R A B ¥ F IR AEIRYT CNV F T BR H R
IR 4G PRP (IR F0 00 T 40 B A 40 K 27 4 S0 48, Kok W it
— LR E YT TR NN SRR RKIE A
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P, RS BT BR T S, W RE PRV T AL 1] 24 ) 8 % RN 2 2L
R4 FTRESN CNV BAT SR AU RO I 4, MO UL, 7 C Ak
L AT CNV AR E AL A7 7 BEA W ST, B A X A [ 5 5 6
250 9 0 S8 B B, 7 B — 25 58 3 RORE AS I R 1K 98 E AT 4
T, BLFSRIGRIA ST CNV BBt 4%

RIS BA 1 S AR AR 4 vh 5%
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