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Abstract

e Central retinal vein occlusion ( CRVO) is a retinal
vascular disorder that significantly impairs vision, with its
underlying mechanisms involving complex interactions
across multiple biological systems. This article provides a
systematic review of the pathological mechanisms
associated with CRVO, emphasizing critical factors such
as endothelial dysfunction, arteriosclerosis,
thrombophilia, inflammation, and oxidative stress. The
pathological mechanisms of CRVO are characterized by
arteriosclerosis, which obstructs venous return through a
dual mechanism involving mechanical compression and
endothelin - 1 - mediated contraction; endothelial
dysfunction, which exacerbates disturbances in blood
flow; genetic and acquired coagulation abnormalities that
disrupt hemostatic balance and promote thrombosis; and
the synergistic effects of inflammation and oxidative
stress that activate cytokines, thereby aggravating
ischemia and vascular leakage. Innovatively, this review
explores emerging mechanisms such as miRNA-mediated
vascular regulation via exosomes, gut microbiota- retina
crosstalk through the “ gut - eye axis,” and systemic
metabolic interactions that link local retinal lesions to
broader dysregulation of CRVO. These insights underscore
the importance of integrated eye - system interventions
and provide a theoretical foundation for advancing early
biomarker discovery, multitarget therapeutics, and
personalized treatment paradigms. By bridging localized
pathology and systemic mechanisms, this work promotes
a transformative shift toward an integrative medicine
model in the diagnosis and management of CRVO.
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RVO B 43 Sk 4 9 I v e 5 Jok BHL 2 ( central retinal vein
occlusion, CRVO) W] ik o g 5 ik BH € ( hemi — central
retinal vein occlusion, HCRVO) F1 4% F & 43 =2 i ik BHL 2€
(branch retinal vein occlusion, BRVO) , 3 1] gE— 4R ¥ Il
LT VR A X Ay fle i 7R A A et R 4k kT
CRVO MY BB AR it 7 AR i 45 P T 6 R B B B K i 4 2
TGN T EC 7 GR A B RE HAE LIR
JEPIEAHLL , CRVO FYYR ¥ 9 s B 34 5 LA P g e 1), DA
PRI (R AL & 25 G R 9 4 B B PR 2R T) s AR A
TR AR T K K I KRE TR ZE s A TS . B
SAR SR A H AR FTIR PUIRAC T 4 2 i a0 J2 , FRATTXF CRVO
B IRALEIA T IR B . A ZRIR B AE MR CRVO &
S WL O RH SR 1 | LU DA 20 1 1 0 Ul A5
BRI EEE A B
1 CRVO 5mERE
1.1 MER K IhEERERSFI CRVO L% P 2 ) fE e 15 7F
CRVO MR K e BAA AR, P R 4 A o 2
SO I A R LA PR SR ) 2 A A BE e R R
S5t BRI fE , S gk 4 I AERE A 0 1 A ) AR A
(TR & <21} of s 4 AR geI LY b RS o i SR uR = 3 &4
ol B TG T S AT AR FER R TR,
Fe AN B R v 2RI — F AL A (nitric oxide, NO) 4=
B A | i 7 P 2K L LRI 1 4R (reactive oxygen
species, ROS) AKEF &1, #1051 A& L4 &7 46 DI B R 15 4
ARSIV BB AR 172 18 0, 5 25 S50 ok Il 3 2 L
Gouliopoulos %[7: HFFEIESE , RVO B 2 ksl Bk i A
SR 5K (FMD ) K DU W s P R D RE W 2 B (P =
0.002) , HiZ 5% 5 WM s &% RVO A RT3, X 2R I
LR R T RE RIS AT BEJ2 RVO HYFE EG R 2, s 8 I IR IR
7 e AR ] JRy e A8 B b TR 26 n 2R 4 vk 0 A8 2 g
Hegrr,
1.2 ZBKEELF0 CRVO A I JBE 3y fok fili £k Bk v 38 ok 1 422
3B RRITER K , o AT 18] $2238 13375 5 N B - 1 (endothelin—
1, ET-1) 774 i34 CRVO 1 &8 KU . RVO £ =
ILHs W9 BRI B e i LAE 55 R85 v v i, e 2R AR S ]
7| LA VA B T R 4 L A/ 56 S5 1% TR, 2 T 1 555 1 A5 B
S ZERL R g g ke S TR — 1 A, 4 3
JIi R T 36 e JDK IR, T 5 B0 DK i 3t 3 T B B i i JE
B, HE 3 N 40 D fE ik & rh S A6 SO B 0E 1k
M Bk A%, I & JR) H6 R 2E ORI Bk D BE AR
Gouliopoulos %7 R F 291 — B 0 Jok Jok 441 0 1% 5 3 £ ( pulse
wave velocity, PWV) R4 AR PEAY B s ks PE T RE , AfF 5%
7R RVO 4 PWV {H W2 5 TXT AL (P=0.004) , 2 A
RBIESFHTIESE, PWV TH5 & RVO KA Y 5 22 3500 A
To ZE IR, B BKORE 45 1 52 #1138 W] BE # k
PWV FHiE i BLEE A, Bk AL 2 5 RVO & (1455 22
BLHIR AL 8 04 10378 20 ) Sl SCHr

BRI FE 3B L A, 30 kRS Ak 5 1 4 04 1078 PN e 43 1
WLt ET -1 40 WA, 78 RVO #E Ji vh & 4% & 22 4E
FHY o A SRS A I e R R 58 B ET -1 AT 5
R I 7R T 4 R 0L DR | S RE AR S 1/ R AR B S
BN e RO A BLZE T List 1 HF5E 7R, RVO
BEIMT ET-1 T A%8(0.26 pmol/L) & & T X B4
(0.10 pmol/L,P<0.0001) , H iz Ft s 5 B ZEF A T, AP
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AR PRAE Sl ik = I PRI S IR AR N R 5 ET-1 K1)
252 SATRAFTE , HORTE) RVO AU [R] E 48 12 22 5%, i
FEEYRILIAN ET-1 A BBJ& T4 28 A RVO (WY 7E fE R A
. SIS R, Kida 251 B ET-1 Al S H &
P e I R S AR X e J A 48 B I 37 0 20>, [ st 2 A5
RIZPIH) ET-A ZR S5 HEE S -1 HEAERBKER
FETE, X ET-1 25 RVO &% AR 3642 44t 7 52 5%
FES

FIkAEIE S CRVO 499 B OCHK ™ i 28 40 P il 45 XU
EHNEEE . ATRYT ST AL S L | =8 i E 45
FERBPEIR P25 AT 0, s sh Bk s vk D BB EAL . A SR AF
FEAJE SR ET—1 2 RFE 057 456 40 i 2549, () s 9 5 1
T B0 7 2 W B AR ki b R P A Rl 22
FHUME 7 W0 5 4 B 1 (e A BRI CRVO PR T A%
2 CRVO 55 #1E

Ty FRE JE: LA IRAR T 18 B ¥ 2E = 4 5 vk R R AE A9 96
LIRS, CRVO 19 % A 5 0L I B # Jik P9 ) ot A2 2 i 2% D7)
A6, HFHZEHLRIFT A Virchow 32 A MR TE i = £
W < LA P B B A5 L Bh T 2 S R I K 4 el A ]
o G BRI AT AT S 350 b = 2 2 2k A ) B AR 3
AR GIRE, HAZ ORI B - Pkl R 45
P R GRS A, e 251 K2 L S
FRAE IR R 2% 22 5, ) A8 i 32 B2 43 Sy 3ot A% P 15 3R A5 7
JeRI
2.1 =fE S EFR CRVO
211 Bl -PEE m Ak 8Ltk S) M e IR T U EE I
fitg Il ( antithrombin I, ATII) & H C(protein C, PC) &
H S(protein S, PS) S5 BIMEHTEE R A AV FE R RS | X 4k
AR I ST RE S5 IR AL eAh (R R (A
KIS T V Leiden( FV Leiden 2878 ) 55 #E ifi il )5
(G20210A R 7% ), A ¥ o £ % 36 4, o W0 42 oF 1 i 8
mU, EikE A C(activated protein C, APC)1EJy 5N
PR Tl 5 Ca™ FI PS D REIVE I, 5 S P i 75
ACBEIML R T~V a F1Vlla, DATHT 4000 61 55 o0 il A B I 344 58 21 %
WM, 1 FV Leiden 2878 W] EGRIS M APC #KPTI 4, W
FPRTF AR AR Kuhli % B R B, FEAE APC
WK 5 & A4 RVO, & 458 295 Bl % IR 58 &
Meta 43 M E, Hara 250 Il R WL 2E 8%, Bl ifiL ¥ CRVO
B Z PR N APC T BIAYT I, AR EW
(LogMAR M 1.39 B 3% & 1.06) K Je # /) i J52
(1090 pmfEZ 195 wm) ¥ Pl (# P<0.001) , 47K
TRIT R AT RE B L I BV 7 . Bucciarelli %IE 52 PC | PS
AT B8k E 25 BRVO #1561l FV Leiden 2878 5
CRVO FICHEME Ty 32
212 FBR-TIFBREE FABEBEEYMH Y -1
( plasminogen activator inhibitor—1, PAI-1) VE 22 H R 7E
P Tt 00 1) 700 6 174) S Bl ) 1 PR 3 2k 3% A 4 B & 3 il
SRR RN RS R iE e, R EKE s T ge T i mT
ST e R B, R R MR T ORL R W A A N
Christodoulou 25 SR £ & Logistic [Bl AR IR S PAT-1
HELZAZMEYS RVO RIKAEAE R ZE LB, XL F (factor
XIL, FXI) A k2 fh e i 22 G0 A% 0 43, TRIRE 3 45 P U
BEIMANLE AT, %A TR BR=7E 45 HLIF RVO M
HH R E R RRE M 45 2 DL RVO B SR ARG
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RS ARt BR AR b 0 DU A R A 5
( methylene tetrahydrofolate reductase, MTHFR) [} C677T %€
A RE T BOME TG R AR, S0 R TR A 2 DG A R i iE
(hyperhomocysteinemia, HHey) |, J5 2 3 1 T P &€& 1L F0 £F 1%
B BAS A, 18 AR A0 0l R T S L Athur 25 451
HEBFFE 7R, HHey B E RVO 2057 f& [ B 2 (A HOK - 5
HeE R B12 SRV B 5 RO S BT X (1478 % T T
A REE A 847 [ 2R 2 Joe R A R AR RVO XU
22 KBS RIEM CRVO RIS B 9E Z 4k K T 45
SE PR SRR ER KR | AR R R I AL B AR K -F- T
e AT BRE AR G PR R AT Y S AR DTS o i A A4 5 I
B0 PR DL DR A 5 B S 2 A AIE | o ) 2R B A
T I iE | 4 W 40 A AR Ak | 1T IR ok 2 2 0 | TR R 0
U kAR G AR 2 8L e e ol A 5 OB DR g 1l o B
L) B IR P ARk 2 A AF ( antiphospholipid syndrome,
APS) VE R —Fh3RAG 1 [ B S e B | LhRF S A7 TE 1 Pk
A& HTAK (antiphospholipid antibody, APA ) A [fiL¥& A5 i , I
PRI S bk i 4 T )3 A AT Uk 5 &2 i . Napal %5
XF 170 ] RVO S35 A HE M 58 o, i 0o 41 v it &
R BEIRZS (5 LU 13% , AR AT s AR A W 3 v T 0 R AL
FCAPS K A5 10% , BFFEIEHE 2 W, = i B2 TR T
PRAUE R Ge M i =50 1 O B 00 ], 02 RVO &
AR EEER H R

WL E ARG 5 i R Z RIA RS HAE T, 43X
PR DR 3R () ) A I L A P 5 9 ) & 2 TL 838
[l 2 2 52 7 RVO B XU, CRVO 5 BEITL DI RE =+ W
P SR B B 7~ T 2 400 0 A RS TR 28 19 R e 1Al Il R L
N7 A RHIMEDLE , A Jr i 55 iR 7B AR 4 S
BRI HZEE THUAR BT 28T CRVO Bk
) ZR G PR HEE
3 CRVO 5% iER M

CRVO 19 & S AL 325 S i 48 453403 5 28 A Jo [ 1) &2
FAHEAE M, WF5E98 i, 8 W KA K BT (vascular
endothelial growth factor, VEGF) 1F RVO %5 ¥ 3 F2 v kb T
ol 8 b 7, HoAh 2 5 W F a8 3 H il R
(interleukin, IL) %40 MBS B T ( intercellular
adhesion molecule, TCAM) | A 4% 20 il #4 £k A F ( monocyte
chemoattractant protein, MCP) . 3 i 4 J& 25 [ i ( matrix
metalloproteinases, MMPs ) . P [ & — 1 ( endothelin — 1,
ET-1) %77 Zhou %™ W53 & B, CRVO B3 1Y f K
AP ESRM H Fle-3 L IL-8 1L-33 S 40 /K7 B 3%
FHE . KEGG i #% & 5 40 Bt 7R, 2 0E A i1 3 22 5%
PI3K-Akt,Ras ,MAPK Fil Jak/STAT %15 5 %, PPI 4
MriH  VEGF 23 # 1L-8 .G—CSF il IL-33 ik i K fk
UER A e R A AR AE RS T R R JE I N B, B
5 1M IR SN 41 4 8 1 5 DR, e 2 5 S50 B 1l 42 B
JR TR, VEGF 45 [R5 52t i il 48 5 5 4804k s
N AEHE RVO HEJESY . CRVO 5 R I N A P G Bk 412
IR AT R Z R BRI R T A bR ik
B EAIZT IR R HE S I PRIATT MORE DR A S o) 12 [ i 34
BIL T T M e A
4 CRVO 5|/ E

FALNES CRVO R BEOCHE E 3Rk 2R SE . 1B
SEAL R 7=, AR S 3R A AT AT A S S g

MR BT i, Posch — Pertl 2570 4 iy B o AF 58 8%,
RVO F83 M3 At %o ] A A 2 B Ris 2 10 R il 19 I i )
1eM 1gG HUIARTK T 35 FRAIG, 9 A M AR 2% 3 AR 2 1 A+
K 1gG PUIATRE IR B 2 AT HE 7R 8 AL ORD 48
ik SN E RVO B I & i BLAT DR R BOR VR F . i 3L
il 2T, 48T T L 405 A DX Bt 4 P B A
A5 B M 5 M S R T RVO & A XU, ROS 3 i3 i
AR T 20 R Sl W T TN A R, T ORI 4 o B
TUAGFRERRS , T IR RVO k257 it ah | S84k 1 3 mT
TG SRE GRIBR I, 38 3oF 7#  Ho 72 200 M 322 ) o 4 4L
i, 1T BB MR L ) i 28 AR A T B , Fe 2 T BOR T #05E
PRI , W S8 A B BbR iE B % RVO IXURS: P LA 3 B2 4y
5 R A 0 5T WA 3 G, Ho Ay F LA T IR
ASEAT TN 5 5 1O 21 20 M R AL 2 B 2 5 ke B
T, A 3 A PR R A 3 () 5 e e R A
FARRLCS TL-8 %5 90 K 14 AH T A F B A7 7 BEE
W AR N SIS EARIESRAT 5 56 3 , & W PR A ik 5
RIEAT 5 MR AN AT B B B PR [RI AL
5 CRVO 5R#E &
51 SHREM CRVO ®HRES CRVO (%5 BE R B T 8
ZIWFIEUE S, TAT 0 AE AU W, T A RS OEIR S
CRVO EJRAFAE W M SHE L K LA 38
55 1037 Bl 772 e 1 U A« A5 8 v R F 4 e R 4
138 B PE LA REIR | [ B 7 B 25 B bt 22 21 24 J 2 55 4
S R] B8 o ot 5 PAT 2 XU I R B R B, A A L
K5 RVO &R IEAE, 1T 685 W0 4% X 35k i 45 245 il 5
HanA ™ RTRETEBASIBF ST /R, CRVO/HCRVO
HIT R OE IR i REUE R N 19.6% (95% CI: 8.7 -
30.5) 8t FEIR 259 (8 ) AN DIBR A (2 ) 697
Ja MR 24.3+4.36 mmHg & 3 % % 16.55+2.85 mmHg,
Kk 31.89% , H G JEIR k&, W IR & RVO &
ARG RGP 22, 36 e IR R T B L e R e R
JEIA W] B85 A A ek B | P9 Bz 454 475 B it A% TR B A [, 33
ik PR ARG IR PN 8 3 S S0 9 O R U 9%, e 075 R Tk
ISE—%M]—AQJ .
5.2 @IRHA CRVO &RHH5S CRVO MR C £
RGO o WA T F b R B S AR S IR RS
RVO %955 KU 77 76 A7 S PE* | Kouser 25 955 191 it 1R
5T s ,RVO B IR IR A0 (21.73£0.741 mm) i
FIH TR HIR (22.56+0.991 mm,:=2.45,P=0.018) , K&
R MR R B, W 25 T % BB 4H (23.49+£0.426 mm,:=5.29,
P=0.001) , AR AT BE R RVO SR INERZ —, f#
B2 AL 5 T S HR A vT A 3 SR Bk 4 A B B LI A e
7 MG I B KR AT E— 25 BH AR # K [T , 5 1 & I 3
T THES CRVO XU, L4518 5 Szigeti |, Tsai 2517 B
53, HIBAPIEE R RVO B3 IR B 5 e ARt
TGl 5 B HonT fe 75 U R] = IR i | 3l ik A 4k 55 A
FALF 0K . YA DU T R AR Y T R A2
RVO 4 % M ik 4 B5e 15 JE2 T 40, 5 S5O ) & (i 0, o
S 75 1 Bl R K B AR Bt S AR
6 CRVO 5 5RF %

CRVO 54 B P AG RS P2 AE7E DA DG I, = % sl
FE B PRI B 58 1M D) R 52 H S IE SC S CRVO &bl 2
EAEE ) AR K 5 CRVO WU R IFAH G, £ 8 5
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A5 T B R ARS8 R G, 33k 2 PR 2501 00 X e ol
Bl A Ak I 3 ik, S SO e A S R M 3 AZ B
e MR AR Ay o B 6 R 2% 30 kK U PN R 4 R Il R
DT B R KU Kim 255 BFSY B, 500 GE
FAEE 13 K 2 3 i R AR A RVO XU 835 T o B
BR300 3 g W 380N B T BB A | SRE ST B Il
ARSEAR B RVO KAMERD | HAE B DN w
WA ) =R IR &2 ) || L i e g = B A W [ A Y
WAk, T A g R IR R N RS, NS 5
CRVO J BEHERE
7 CRVO 55phipfls

VEAEWFIT R /R AMIMATE RVO 5 SRR th % 35 2 4 i
PHPEAE T X285 A 20RO G IR 25 4 i o HE AT
SV SI NS i 7 Jo TR YA Tk Y/ R iy W e s 11 i oA 21 B
TROF 8 s #0200 e AR g o A 00 BT 5, A s A T 3
08 O B I A PN 7 40 L ) R, 5 S UL 4 A i 4 e O
ZEMAG B, 7 RAEMIREE b, NI Ry 5 HE A
JEER A AR 40 R DR R A U s S A M TR AR IR S
(i) A, XSS 400 O] o 22 1 200 R %) 736 R 4 B 2 fil ] 9 1 )
TEFHCHIES:, Wu Z B R B, 35230 VEGF JR)T
1) RVO B3 Bk AN A 3 S PR AR R T ES 5
BRI A RVO (55 BEAE BEHLE], (H SUAT A G il S5
MEENPT VEGF 1597 5 4N AR A AR DG 1 | HAE Bk
1P RVO H iy ELAVE 8 6 i R 58 e BB J5 Se o8
A AR SR EGE A, RGEAATINBAR B 1 5
TAEFBLE
8 CRVO 5iiEfEWA

MEAEAF ST $ 7 I 38 B2k W B 0T BEAE CRVO g BEaE AR
T EA VR, VB E B NS SRR T
Jir 38 o A 0 B A ok AR P A 4% 5 i R 4 R B T
e HA M AT e 5 I I B AE R K A
% RVO gt fa s B Z = A U 00, 3 F < i — AR il 3
Ve, W 18 AR T o e e A 5 A o3 b g A2 e e R

#e*

%48
-0
@d» '~
"~ vi"f

aR- MR
FB-NEFRES

Iy
§ DA N\

| .
| s

\\E )

Hiog

THEREE " Lincke %' il id 16 S rRNA I ¥ A A
o3 - TR AR R B, RVO G REREA TR 2 R
FHE S AR A AR B 25 57, om0 TR AL T Ak
SERAEC, ST IR B, BAEIR T SR B CRVO 4
IR LE B HBE 5T X R S RVO Y R AR
K R AAE UL, AR Sy 37 2o PR 2R sl A 5 8 A £ Bl
A AW, BT IR S M s 5 IR A &R Af
fIE 52 W0 BF 53 2508 1) AT Sk oK R 75 3 2 9 ) BA B F 5% 3
EE VAR B AT AR | 456 2 W 8 55 11 5 S TR o Xof AR 1Y)
I R85 ], 32 AR 1 20 2 e A o A A 4 1 43 A
FEALHI
9INEESRE

AWFFE RGBT CRVO [ BRAL ] | 76 1% 7K 2 g B
WHESR A A [ DA 2 B2 9 A Al . (1) LI
FIZ WA FUEG . M4 T 2K B A | RAE &
W 2R AR EALHI A I 3 A SCRIFT R AT T A b4
A 149 240 6 1) TR B i 3 R S e P — AR A R
RRBHFALE] . (2) G IR 102 A g A R g, Sk
IMEZET RIBR T BRVO R4 X 1o 1l 5 Ak 0 A i 0F 58 9
W | A SCom M 4 B AR PRI 3R (0 B | e IR A5 ) 5 IR A
TE (R R JE IR Hh45) 7E CRVO N Z RS2 HHLEL,
ZHE SIS T PR AR . ARG DL 1,

CRVO Ay BLHEFR 5 1058 P9 2 Tl R B i | 3h ik B4k |
Sy R AE T 9T — SR AN 8 N 2 S M O . HL LML A 6 4
B DK A A 1 LA HS 38 TN K 3R -1 A S 5 4 BEL A 5 ok [
it , 8RS A 2R A A S AR TR B, 4% AE 5 4Rk I R A
VEGF | IL-8 S BRI sk il 3 475 56 . A SCR MM 7w Ab
WA miRNA A 155 T e S g — HIR il 1R 356552 v 00 o) £
BT HHLH] , B RS 4 SR F A B4, ASRAFST
T RAESM LA miRNA $E Bk ER W — AR A OB A= P
EYHEHE I 2 58 2 25 I e, A A B 2 R IS AR AR R
- P E AR, M CRVO 27 iR &R, SE BN
PRl AR I RE IR B0 B X RORS VYA T AR AR M 2R

*VEGF *PI3K/AKT | N
L *Ras <
“ICAM — - MAPK
“MCP | |-Jak/STAT x
<ET-1 <ET-1 \
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o WRE
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