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Abstract

e Secondary macular edema following cataract surgery in
diabetic patients is a major complication that impairs

postoperative visual acuity. It is not only closely
associated with the pathological basis including
microvascular lesions and inflammatory responses

intrinsic to diabetic patients, but also influenced by
factors such as ocular tissue trauma and postoperative
inflammatory stress induced by cataract surgery. This
review summarizes the relevant pathogenesis and
analyzes that the superposition mechanism of these two
factors is mainly manifested by the amplification of
inflammatory reactions, the imbalance of vasoactive
factors,and impaired blood circulation, aiming to provide
a theoretical basis for the prevention and management of
this complication in such patients in clinical settings.
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Bt H AT O 28 A S Jr | A IR DG MR g B
A BRI (0 A AR 2 3G N, P BEAE Sy S S 4R AL
TR FEEEMRE , PR R EEIGT TB, BHATTAR X
etk R tEiE B AR IR ER A RIER YT B A
Al g & A AR S5 BB R K i ( pseudophakiceystoid macular
edema, PCME) 55 J K, X AR S5 A0 77 38 iR We . 0l DR s
SR 1 P RO R R 2-5 A Iz W
PR AR K e o AR IR A SR 7  AETE R R R EBR A
W B S e Sy S S22 97 B Bt R Ot ) B AR R W DR B
I B B A 2, HC T I W AR O P B BE K I ( diabetic
macular edema, DME) & PCME %) X E KUES, A% SCEE A
DME J PCME FYAHSCHL I #E AT £5 3 | SR 3 H & bl il 78
PRI S35 10 N IR i A A B B K i e fg Sl 24 T
1 EBEKBREIE X F1 53 2

1882 4 Tartuferi 1 U4 H J5 A5 R AR FRUERE 1) g B A4 R
SR, BEJE A Nuel Q113 7 B BEAK M 3% —ARiE
BB K M I — bl 7 i) IR | i i 400 1) e 35 DX 7
EA S -A , B BRI, — 0 ™ i ( blood —retinal
barrier, BRB ) BT VR sl WL 19 B Mriiller 411 if0 F) I G , 5 202
AR DX DX 5 44 JRE L 55 ) BB A2 45 ) g BDIR S AR R I
R B J5E PR R RE B 50 7K T A 40 P 7K i 5 400 i b oK
fib'* BRB K& DME & PCME f) EZRFAEE & T
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S i 40K i Y G | HIR PG 32 252 3 30 kg 400 ) 5 7K i 4 L, '
2F AT W2 F1 51X (optical coherence tomography , OCT ) ]
] WAL BEK b, DME 348 ] UL 38 0 P R TR0 5 gt 5 7 7k
il 2 208 PR AR e e A0 ) e RS R K b lf PR e A
OCT |- Ay T 52 45k . DME £ 0] ULAE P38t K i3
JiidRE , PCME WIJG L2 R DME (938 FE/K B 2 DL AME 2
Z BN F M PCME B UL A A% )2 S FE IR KRR 1) JiEE T AR
W o RS B ALY 451 R A Bl 26 O 22 MR RS I 487 3 S ik — 2D 48
S A5 H R RN

2 WEFR % B E E BT K B

2.1 BRB #{3F BRB JE 117 8 1~ 2 H B AIK S H A0 R i
A9 A= BGE 5, i PN 5 5% (inner blood —retinal barrier, iBRB)
AN GE B (outer blood—retinal barrier, oBRB) ¥4 i, FLH74H
LA I 5 P 2 A4 L 2 1) ) 5 9% 3% 42 2 iBRB N7 [ SR A,
WA, 5 ES 7 55 0 A O RSP B A )2 T O BB T 1 R B
JKE BT A A 5 Miiller 20 LA K A0 2 70 BRI A HL. 55 P4 B 40
B R AN A D A S R ST, —
B R RS ST 5 L 0T 8 iU FE T e IR | 8 %
PEREINTT AN ZRGu R O 22 14 BRLOT (NVU ), 22
TRBFFE IS . oBRB 32 AR 14 4 I A (A 3% I 7
YH ffd (retinal pigment epithelium, RPE) 2 [H] /) R R
ALHY, BAh Branch BR A ik 25 BR 6 40 L% 7F oBRB BYAS A
WA 7 EE A, BRB VR OC B % T 1 45 1 I IR B
VA2 2 6L ) 4 S5 A O 200 R 5+ R AR A ZE LA 2 3 3K
SR AR SR A L D e 28 1 iz J2 DT R B RE K i 11
KA XA BE S R RE ) 20 AR R RN S B S ORE R
X,

K v OB T 5 | 2 AR R 4 e e i g4 2 T o g 4
VA F -1 (HIF-1) 3Rk 1, 306 08 N E A K+
(vascular endothelial growth factor, VEGF ) & A FE P
KM VEGF JHE AIA S B % 48 M occludin 2 Z0-1
R BRRAL, S BOMAE P A S5 E A e TR
VEGF i A 38 o8 005 22 54 )50 A 8 1 386 ( MAPK ) 38 %,
PRI PN B 20 B 80 58 5 5 B8, R 2005 50 A A TR R
3 AN, v IR T A2 AR O 200 L PR SR A A G, EL
NN SRR RS Y AL N e o R = U A VA QI MER i
i RPE 4254 BRI 7 e 5 B 1, HE T 461 oBRB, =
5 DME &4 ke,

22 REERERNMEE HETHOREZ MR &N
R BE S B I 74 PR ik IR 1) Ji5€9%5 72 ( diabetic retinopathy,
DR) My & A 4 i E EE A O, AR -18 &%
gt itk & H -1 A1 3R B8 A F — o (tumor necrosis
factor—a, TNF—a ) %5 RAE A F BB IESEAE DR R 1Y B 1
AL I 55 F 7 T8 I i 6 S E R F 2238 5 NF-«B |
MAPK JAK/STAT %5 3 #5% 0 0 I i A8 5 5 I, K 21 95 9
HA) i

TNF—o J2 H1 5% B W 20 i 53 0 1) — F /N oy FH
HRAGE 1175 5 R AE FE PR Y 2% 58 42 3K B)) AE [ I 1Y) &
A IR S AR A T | e g A ] 42 9K Bl AR A 1Y K
AT SRR R G S R LB PR R HR A I P TNF -«
KA Bt TNF-o i 3 B AR B 1 3 H Z0-1
1 claudin—5 A 5 mRNA 2 8 JF 2028 408 52 17, A
V18 o400 00 JEE i 3 o ek TR B TNF — o ] 3 3o 400 o ff
SR AE S N IRS—1(Ser307) MYBAR 1L LA K B A1
TRS—1 7K, MTH A2 205 400 0 s P iz i g i v

FI I/ 25 (interleukins, ILs) , AR AT X, B35 %
2% 7 25 b A e 1 240 B R RE ELVE T S 4 ML PR AN TR A 3R
)53 F A5 A RS2 AN ] e 1 FEB0E (045 30 6 T Ui
RO B AN ], PR A fle e BT R AL A F- 2 73, IL-1B 4%
o 76 R X 46 i 52 7 I £ B BRB 9 3R 1L -23/1L-
17 Str3e o TG A5 S R I R 722 ( OIR ) 455 A8 400 IO it 5 e
ZHH AP RS NLRP3 58 E /)N PR Sf 472 E 10 190 3 A il A8 f) JE
BT TL-10 AT RUE ST AR AN L i 4 5, O
A RN oBRB IR AN A W, TL-27 764 BRI
iy v B ol 2 O B 3 M AT sk R AR AT A 4 B A
F AR B R AR R s 2 e A Y TR
F L, R T HAE MUK A AL T8 25 B B, T I R IG T
FOESE A SRATT T IR AR ST .

2 M ] 26 B 43 F — 1 (intercelluar adhesion molecule 1,
ICAM~1) 3k CD54 , Ho i i {2 3E 11 40 45 157 1N 2 4 i
PR RER , IO 2E AR AE W 1Y) A A= o A SCHRTE Y ICAM -1
PRGN 2 T BN B 2 B2 T | A A R 4 R 2 R A
A5 U] TCAM -1 5 1l 78 PN Bz 4 M f) 458 0 R 3 5 1k 34 A7
SO R EE A 0 Rk 44 S I A TP TCAMI - 1 B R
K5 TR, AT R o R A MR, 5 O A A
BELZE I P B2 445 17, 5 DME By &8 % JE ™

BEAN IR AR — K 3R 48 (kallikrein kinin system,
KKS ) J2 1A P H 28 1 A 18 15 3R 46, VO A 0 R i iy
P 2300 T 7 A UK, e P TR A FH i o W I R B
D RS TR VIR — 1 32 A K P T i, KKS (9 306 23175 3 00 9
1 A7 308 57 T 185 I il 45 5K R R B )R 2 5 DR
iBRB 4
23 WMEZIRITHRT  HETHORBZ 2235 K, WK%
AT AR I A e AR S R 2 W BT A R R
PR ALY 2R R G A HILR B B 5 R > Hip
ST B 0 , A JR 5 PR R flr 22 A8 £ ( diabetic retinal
neurodegeneration , DRN) J& 7£ &1 Il ¥ 35 355 At F & Ak N
B ARHIZEAL P B IR I R 0 4 22 R 3 R NVU
IEWIIREZ I A BRI K BB PR 9 K BRI I A
R RO — S B T B ERAIE N —FhE
B 28 326 BT, LR E 114 T i 2 R A0 T S 27 A L A
M FEF, DR BEARN S BB AR LA R R T
(PEDF) i 5 4 #ih 22 %5 3% 1~ ( BDNF ) S5 40 19 s ot 2
PR F K 1 Al 20 AT 5 SRR TR Ak 254 44 L A
T 07538 37 PR 3G N RN A8 RE B B & A, T e IR S5 18
T G I BT A M 2 5 sl e ik i 25 7 AR A
HRAAML IR T, IS 98 S ) & 26, 3800 i 45 38 2 1k
TR 2 RIEIAEG . Ph 28 98 0E 5 IS A AT AR ELAE ], 8
i NF-«B Hl MAPK {5538 % bp [ Jin gl K fir 2 S Bopp 22
LA S A, 30— A o o) i A 475 0 7K B i
3 B NBEAR 5 E BT K B AL 1
31 RERMMBME HETHHNETARDZ4E% B, H
HAERy — R IR AR A ATUAARAE | A ] 3k G b 23 Xo) HIR P 2 2
J—E BT ARIEE A 1N B T RO LS TS IR R
TE PN A 2R A B B RT3 S5O0 P G ) 6] 6 o
B 387 PESGIN  36 10S  VRAAS R RR R DA TG S SRR A
BERCAE Y AHSE S ) SE G B IR S, #5572 1 PN R 7 FL Ik
MERARRYZN S, Bk TNF-o [ IL=-1B il IL-6 & H30,
HAERIG 7-14 d LB 182 52 5 R R 2 1 40 B
ARE/INER, PR TL-18 Al CCL2 K Rk W LA,
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EARJG 30 min W3, RJG 2 wk AR AR, H N
FARFE R FR SRR R 42 F 8 CXCL1,S10029 |
CSF3 .COX-2.CCL2 .LCN2 1 HMOX1 %% 1 7K 3, M
SN BEAR T RAE A KA I R W EE IR o
HINBEA G 3% B K b VEGF MCP -1, IL-6 283 i 5K
Joi PR VR R L TE AR O, $ R Y R S5 B 0 1)
JEL B ) 448 JEE 5 R 6 R RE s 0L ) TG A O, RV LA R 5T
W R T F N BEAR G RAE 5 B REZK b 1) S , (HE X5
ARXFHRJ5 BERZ WA G 2R St SR AT AR X A R, 24 Al sh A
RIZ Dl KBRS /NERCA 32, He Hp G HR i 351 205 4 5 1A R
FEim AR, o] St 75 FLAL IR AR, 7E AR S L BB i — i
FEREIA TS 1 oM B TR 5 T 4] 97 5 5 B Sy 5 B 119 /)N
B, SZ BT AR A A ) 5 AR B 45 1, 2R iR AR 4 41
FBEA X LA SE 42 = ZI R /INDT 1R 75 ZLARIBE A T etk
A PIAREAR K . X — B S5IERAR X A 22 5, v g
HOLR T 45 R 5 I R L PR A —E 2, I B
WA RN BRI, 286 kE, AR B E A
Ja RAEH T2 58 B M kA & B2 sh iRl 5 R
K ZIFERE B 20, FH ML 458 AT A7 78 3B 4 4 W, A
Rt — L I SHERA T,
32 WA EMEN B KBB4 PGS
(vitreomacular traction syndrome , VMTS) Rl TR
B S5 AR B A AR R 40 T I P R I A A O S
TR SR BT R B B A A2 R AT B B X
SRR BB BE S AL | VR BT R K i S5 R B, I R R R B
YT D) TR, N BT R BN B Al A 3 5
A A FARIBAE A G IR P9 PR A8 (L AT BB IR 365 | A B 3
RS EBEAY S8 OB, A A S SCHRIRIE T 8 FL A N e
A Je B M Bl B AR B A e 191, 7R RS LR
Janl AAT M, HAT RS TP AR G A v A ML B 38 i R
N FE T 38 30 300 B R J IS 40 O B, A 58 4 IR S 1)
Y EFFEAE P BE X F N, R, FARAMG S5 K%
JiE , RAEAN 5T 1] BEH I B 55 (A 5 v B 9 v %) 26 B 0, A
IR, BRI BEAE S| 2B CME MR ULE 27E
HAVRHAE AR AL 2R H N R A
XFA U, T 22 U F e R AT A Bl B R A RS R S AN 58 4 1)
B,
3.3 MMERNIRG 1T WO HARE b AT DLk AR S
B — 4, KR, RE LR, RS kg . ok
B I e, T Bk A I L i e Tl L IR A
FeLad UE A O S , BN TR AR B i Rk e, ] S g
50% —T70% [P FE % AT WO ( F 2R 3G IE B ) |, X 40 ) A
WSRO, sz ANEF ARG EE R T T IE
B R 82t g A, AR R RIR 5 2 Rl Zk 2 58 Y T REE
b ST LR L I B A 81 2 ) A I 9T R B e T
AR BB X DX B P 2 4 A 1) 2 4 2 g B T ANl FH U8
e H B AR AN SRS (UVR) 3856 B8 3 min, i FH 8%
g A 10 min, DL Kl 414 B8O A i A
49 min'*' | X B E] A9 TR SR O IR ST A 3 AR
PRI B8 B4 19 T RE, H AT AE 50 MR O B 05 S
Caspase—3 7 538 il , A T A1 12 400 199 R Je 52 45 4 L 0 1=
A ANBEAR R AT AR Y 5 it 38 BE 77 55
T RAR AR | SO I X6} 5 ' 1) 2% 52 X6t 2 4
OGRS S 25 {2 F ARPE - 19 40 i 9 K %E N T IL-6
mRNA 53R IR7KF L, R 206 NF-kB {553 %,
980

FIAE P F BTG 0 DI 375 5 200 i 4 A N 7= M
IR AE M % () PTE T S BN S 9B T, B BREK I i &
WG R B fr it — 23R 58 . BN T AR
R &R e, 5 KR TR IR S I8 RE 1 22 R C %6
N ASGEB A3 AR T 6 8 2 BN T SRR AR AT A 8 i i O 2R
AU
4 HEFR TR B E A N EAR S E B KBRS &l

% FE IR BLE 234007 2016-2019 4E[H] 452 A N BE TR
) 310 J5 ] 38 AR 5 & A 85 BEK B 9 JL %R 0.8% , 3
FIRITRIN 6 w7 T PR HR 2 R A s 2
AR X B I 659 72 R A 22 0, R J BB AR i A A 38
FEmTEEE A EREN 325U E, AR A
PR, A PR FR AR v e B B R B b R R K i Dk 4%
JIELJEL P 38 7 R I e A — AR PR R 38 JE (265275 pum)
T PR AR ) A8 38 (229—223 pum ) |, B2 718 I 457 VG 1 14
It HARRTE H B DR A S AR S SRR 1 & A LR
B e AU TR R A B 5 F R A
PRSI, B S B ) A T A 7 B A B2 T A A P R 2 sk
N BRI T 52 T AR5 A BE S8, nl R F AR A
BB M 5 i s ng, B SRR IR, T SO M %
iE | I A5 30 35 P R L A BR =1 J2 1 R L AL
41 RIERMHIM KRR FEIREEE A G LY T8
PEARBE (9 S AEARAS 1T 1A P9 B T AR AE S — Fh B 5 PR 454
02518 2 MR B 1) 9 i S 17, PRI IR PR BB AT N e R
J5 TR S AE S VL AR BE , i is 3 ¥ B K b i) e A, 7
Sy PR, T AR A5 B s b PR 5% 35 ] S 00 NF-kB |
JAK/STAT %5 8 RAE(S 58 I, i & INis &9k sh T
UiE TL-6 55 98 i 7 (A A SRS ik . 78 WIF 98 0IE 52, 4 PRI
BEENEARJG MG IL-6 M TNF-a S8 2 85, B
A AR PR R T v i B S, e A S A AR R e
PP B 22 ( proliferative diabetic retinopathy, PDR) By /B34
T e e e K X B IR T AT gk — Al i JAK/STAT i
FEY RN, SR 55 P i A v A B e
TE 20 N2 T, A AT Miailler 200 605 /)N 6 I 40 i S il
WPETEE Y I 2 RAEA I, SR, H TS T A N R
FFARANNG3 7 200 B K ST X 00 T 6 5 S5 40 A 1 L 552 i 475
ZIRAWIGE, FAR WA LA 3543 7 R — Fh ok 20 4 5
P, B A R REUE— A 3000 R I TR A, 5 & RAE S
I S I8 i R SR A A o e T AL B IR R X P
FFARANN A3 14 7 385 S o7 B A ABURR , AR S ARRE PR R B ) A7
HFFE2 ) K A7 1 B8 M 58 T I 85 2 T 4l IR A
R B 01259 5 e ) 52 B, 51 R LA B e S AL ST S R
R EARGEBOKI & AN EERAE, 25, SRR
A5 F P BT AR X A0 19X B 40 % 4 R A8 B AR T A 400 i
B A it — L RA TR S R G HER,
42 MEFMEFRIKRE VEGF 4 i w5
SEDH 7 B IR AR LI R 0D 1 Bl ol 5k 4R 258 5 VEGF
B i s, DA 4 i i A A 3 3 e 0 A P B 4
MUSE G AT RS A R A L B A B, PN TR BB 4% 1
YT 3 3 A 8 B (T NF-kB JAK/STAT 45 ) ik — 3 471
755 VEGF I3k, T = A= Znaon; . W58 o, B IR
I S8 B5 K B VEGFE 7K -5 R J5 2 BE /K b KUK 2 1E A
Fel3 D ORIE R wBEK B B B, LK VEGE ¥ B 7
ARJG 4 wk B85 TARKAESE, 8 VEGF Al 4E R T AR
Jr B BT JEEFEE B (1) EE L AR DR TR B4 T R 2k



Int Eye Sci, Vol.26, No.6 Jun. 2026 https.//www.ijo.cn
Tel . 029-82245172 85205906 Email : ij0.2000 @ 163.com

— iK% VEGF BRI, #F 1 8 K 148 P Bz 2 v 388 i,
BB W SSHEAE T R I (40 TNF-a | IL-1B) A8
Yj VEGF 15538 4 77 4 58 XU, PR 1 R 1 1) 2 38 I il K
RN
4.3 MRMBERFERT <] 5 000 251 Ik 4% 158 40 1
FEJRC A R P Rz 240 i T e s A % R 20 M 25 %, S SOk %
FE 20 0 A5 P 2540 S SEE AN L OB T W2
I A8 AT 5 UE S, 8 s R85 B RE DX Jk 486 15 = 240 i A 1
TR TR AR AN BT ARG, IR A
SR, IEF GO0 2 [ B R L ik £ AR o 3
DI TR o SR, 0 PRI S5 1 Ik 486 i 1M 48 R e [ 454
5 H S TIREZ B, TR U, B BOR 5 ks kR
JE NI S ) s 7 46 19 5 4 R SR A ™ E R DR L
65 5 BRE DX 563 A EEA T2 o g e o, R TR S

BB A G R L2 HB NN, & HEES VEGF
B TR Ik b AR R 145 B B, S0 9 i 3 i ()
A Sl SRS B B NF - B 253 3% A 3rs 390, DRI, I e
IRBERF I AR IS PR 2R, o ) ke o gl 4, B Ay 4 4 3K
BIRIER N 5 VEGF Rk BRI £ |, ik =2 Z L
AHE CHR A ESZ M, LR A B T W5 PR R AN R R
BEBREAK I & A R 1 B L LA
5 Ihgs

W PR £ B AE 32 VN B TR 5 BB K M 1Y) & A2 XL
I o S LTS S ML & 4, X 0] R S IR R R
B B A S BT R (W AN 7E 4 F A L 4K
AR EAE A R BB OO A DG, T R X
PRIF A 1 P BEAR S5 B BEOK M EL AL (4 AH SCE 58, I R
YRIT T I FE B R BT VEGE JRIr A+, BAER S — &
PP TSR | E 0 A S NG VA ) T, ARk X T 3 28
AL ST, A S I X — - A0 2 A 110 R S % B o6
s E oY vS 11797 NS AT 7o i S S

25 i 5T AS B A SORNAAAE R £ R

EERE AR Ha i S ord 5Bk, wifkiRs; iR
It VKT A/ T SCRR G 35 AL 200k R 5 18 S Bl
KB A AR T 0 R B R A B SOAR
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