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Abstract

e Retinal vein occlusion ( RVO) is the second most
common retinal vascular disease in China and is
frequently accompanied by systemic cardiovascular and
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cerebrovascular disorders. Dyslipidemia serves as a key
risk factor for RVO. Dyslipidemia drives the progression of
RVO through multiple pathological mechanisms,
including vascular endothelial injury, hemodynamic
abnormalities, oxidative stress, and inflammatory
responses. It is also closely associated with complications
such as macular edema and neovascularization. This
review systematically summarizes current research on the
role of dyslipidemia in the pathogenesis of RVO and its
clinical significance. By analyzing the associations
between lipid profile indicators and RVO, this article aims
to emphasize the importance of managing primary
diseases and systemic risk factors, and to provide a
theoretical basis for early comprehensive systemic
interventions targeting dyslipidemia in patients with RVO.
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pathogenesis; oxidative stress; endothelial injury
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A0 X R ik BHL ZE ( retinal vein occlusion, RVO) &
SO BiEE 2 2R A B R A I R A P e, AR
it BEL ZE FR A7 4 Sy A0 19X B v e e ik BEL 22 R0 1) B8 S ik
BHZEM " H 32 0 PR 2 B0 A 35 00 19X 3 Jk 2 i 5k oy
IR 27wt PRI | 5 L | LB 5% /2 RVO 11
S fakEERD T KRR E RVO 1Y & bl
TS BRI 1 OeTE

JIE AR S 6, 455 L Y P AR %R B i 1 I [ B (low —
density lipoprotein cholesterol, LDL-C) | & H [& [ ( total
cholesterol, TC) | IfiL 7 H i = I ( triglyceride, TG) Tt J
125 4% 14 Big 25 (1 H [& B ( high — density lipoprotein cholesterol
HDL-C) FEAR%5" , H5 RVO AYF G B i A7 2+
FEUESE AEL R A S 55 10 D0 1 4 P B 48405 | 1L 3t 36 )
S AR I S A SN A s SAIL AT S TR AR
PO RSO RVO RSERS I BRI % E RVO
19 % i HLTHN 2 RVO IR Y7 i e 55 05 T i AT 45k, B AE N
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IR JEE o5 | 25 0 TR IS e BT A P e 7 BHL 2, 5 50000 IR0 5
o R T BELZE S 0 R e Ik S S Ak A 3 R 1Y
Bk R A oRE B b I A2 BEL | i Y 9
T LA PN B PR A R A TR i, 850l 400 D 63 S fk
LG ZE L, 3 10 5 | 500 19 I S e K BEL 2 5 157 10 08 ]
A V18 A ) 235 AR A i 383 S R 5 14 3 Jok ok A s A B
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5% RVO, W24 ML i 3h S R B miEs s T
B PR DB
1228 RBREZE & IMLE HIRRF . AE B 50 RS2
RVO KARIYEE G GRS w5 i i
I 58 /1N o ok B A B it 97 8h 1 24 B8 5 & RVO, il ol
ik 52 SCASHUR 6L, 490 P90 I 765 P i ) A i A 1 300 6 80 bk
(]38 B M B Sy Bk S O PR R R A T b
RS HoA AL 5 1 B 2 KB 25 DA 5, B R 51
A 14 5 I ML S PR R I A AR 1 BB N R 2 —,
BE AR NG S0 | R s B2 g 5 A S 2 G AE
R[] S B 3 ok o R A AL Y K A2 0 AT SR ey kB
PRIBAE /NG KB AE A P I T A A AR A T s bk s XU
TSRO A S S R T XU 2 A 6 A I
M2 5 RVO BRI RVO B HBR R EEAE R K &
FhHa$ > Bt RVO B S-S 4E I8 R 53.57+12.64
& B E R FAESM Y RVO BE 1Y 42.50+10.29 % (P<
0.001) " BEARI S8 A& 50 2 LA R ARE AR A RVO Y%
fEls RS2 S RVO B & A AE LA G
PR T BE I A R N DK 5 N S kOB A 38 0 %
DR, HL -5 A 3 2 B50RE 56 8 A A5 vl 28 LA P 7 0 47
fES 222 HATRZ RVO B B RE 2 4T X e
FE R 2 A0 BRI R IR YT I & P EU™ E A 3
MR
2 BRI REAE RVO IR

I A2 M 375 Hp %) R [ B TG A 2 g S5 ) T I R
AR S 2 107 B SRR S EL AR B S , R E IR
K55 (TC TG \LDL-C JH& , 8¢ HDL-C F#M%) , Mg
T s i BRI AR S R R T RE SR 5 A T S 8L
J TR I RE | 2 [ B S i DR A e g e A
I DU ST RS I 43,45 11135 TC . TG .LDL-C . HDL-C 7K, %} 3T
£ RVO -9 RS, EL AT B2 4 (8L, A 2 0E BA IR A 55 J2
RVO KM EEGRKE S >
2.1 LDL-C #B IfiF LDL-C KFEFE 2 RVO K41
FER R R0 12100 o iF 5T E S, RVO
LDL-C/K - 35 5 T-xf B2 110 12 7 357 e gl o 49 57
F I BHLZE £ 2 Xt LDL-C /K- Fh i B0 U B g
B, 8 LDL—C 7KF-15 10 I 5 43 =7 e Jok L 2 5 & 10 M 96 1
HEBEAK ARG, SR I M LDL-C /K EF B 75 RVO I K
e S ES TS NS A1 e
2.2 HDL-C B&{E  IfiliF HDL-C 7K F-FEAR 23 1l 55 Hbt 4 |
P Sa M B E ] 335 16 5% 32 59 T g, DT o R It 4 P Bz 4
Pt BIRSE S BR, PRI A3 S e Tk BHL 2E BB 0 I
HDL /K5, B R 9 SE bR i 9 PR 40 il 5 HDL-C Al
TS ER P00 3% LDL-C 5 HDL—-C 7K - 1 2% i A
A7 1 EHEST T RVO A BRERE
23TCHE MLiE TC KT =52 2 ks BE A Ak 1 fa 1
H& Z —, i sh bk ok F¢ 6 fL & RVO A9 T 25 B 3L
filgt 1010273 ZERE M 4 R BRI T TC K SF BT
1 mmol/L, RVO % 55 UK 34 Jin 329 "7 Ik 4b, 1L 3%
TC K-S ] ek A% i A8 B g o O AR 3l g 2%, 2F T 4 400 1)
IR Fk A 1 948 [ 37 BEL Ay 386 m
24 TG HE MG TG /KF-F+ & RVO A% 1 fa ks
U2 R T I 5 s, P I 4 Sl i Ik BEL 2E A
ORI J5% R e i ik BHL 2 £ 3 B 25 R MUY TG K-35 B 35 v
TEREXT R4 3R IS TG F 5 ml BE & A [FZEH RVO 1)

PR EER
3RER B R EE RVO MA R &I

RVO A AL AT U144 S B i = HRAE ) = R A0
DRI 3R 15 PR R A 095 ol 0 A v o e B AR 5
WO AL 2 IBAR R X =S ER J  S KR R AL 4]
ML T % 9 AE S o7 25 38 s A 5, S R 3R Bl RVO 45 B
j&%%[]ét, 17, 41] .
31 MERRIG 1L RVO S, St LA o 5 1f A
VA B2 4 08 1 05 s D) RE RS DAy R AIE , 8 4 S99 D 4 i 5] 240
JLBRI (A R A S M A, AR R 2 i
TR IR A0L P90 JBC L P Bt 42 R AR 57 Rl — R
PCRLEYI A T BE (0 1045 5T 5K D REDRSS N BGE B P
fieift LDL-C & 2 MU IR, AT A AL AR 5
G B 1 AT DAY B A0 R W A 0 B A A R
PSR SEIN T — o H AL A 3R - 6 SR R N 1, FAR SR
LA P9 R BRIETIRE 20 LI 5 43 S Dk BEL 28 28
785 LDL~C /KPS B0 W 5 A5 A B2 42005, 5 1 i — 4 1
S BERIR R 505 Hh 0 R 0L o 7 3R R AR 3 Bk D e
VS, B SEK M E S HDL-C KSR R T
R PR LB B 1) 5 iz DI RE WSS , 5 BUMLAE N KB
SRETIREAR ™,
32 MRENNFERE
3.2.1 Mg ARACH S SR L B 1 2E 5 K I
i) S = E AW L R B B U AR il 7S S IR W= TN
A ML LDL TG 7K Fh i ml 4 i i 3 86 | 41k 21 44
J SR A K i A8 PN BT I BT AR, n s bk oS A A A gk
RIS y fkoks A RS Ak T I o R R 5 | R AL )
KL 3 12 5 3R 8 RVO gt 0 el
322 ME/ERZ M TG F+# HDL-C FRARAF IR
S R, AT LA N B AT T YRR T
CLAMAE AR T i | s A1 4 A 1 UL A A I O3 B SO
(AL T e BERAS IR RS L3R 3l )~ S S (6] o )
O O S SR B AR TR A g 1 2 1 S IR AR S
ARZSTT, £1 2900 2 T AR ELHE e f) R 7 49 8055 =803 2K |
YL AR A0 2 5 SR AR R, B A it A BE BT
L, 5 106 5 BE B [l 0 i e T ) B IR
Sy B HIR P40 a1 S A B R, R R P e K L 2 DL
JELDRTFC- 12 2T 21 2 A AT v VAR 1 4 B O sl 1,
TN AR TS BSR40 A L 0 58 43 S e ok BEL 2 &
B, 5 — 56 iy 3 — 20 3R B il A 9B A - &7 ¥ OF-
%ﬂ%[étz, 48] .
BI|UMHMERERN AANEG RAE K2R
A2 E RVO HE Y & SR BLALE] 7 o &
B,RVO BHME T o-6 KEEZ AW R (0-6
long—chain polyunsaturated fatty acids, w—6 LCPUFAs) } J
AR AR ™ W 3 T T 0 =3 A BE 2 AR R s i R
(w=3 long — chain polyunsaturated fatty acids, ® - 3
LCPUFAs) #BEFEIE™" . w-6 LCPUFAs R4 4n i 5
JiREE D2 5 - ik R P A HE AR S, HE—
AR I A7 PN B, S BOUG A 20 IR 1 B A0 oA S5 A4
TR S AL S % W], 0 -3 LCPUFAs
FR R FE AR 1 583 A DR B 2 PR AP LAY o BRI TR
Lo S AR 0 A AN JE | S S Y 2o A A A 1
Yy T 32 1R B ) m A N R A K B ((vascular
endothelial growth factor, VEGF) Al P IEZKE T -«B £
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SE(S 5, B P B A0 i b SR B AR T RE O kA, S dk
7 R | R L R RE T iR, RVO SR 33 1 S8 RN I o ik
ALK T 5 4 il 2 B S A AR OGS UL IR R ik — 2
A0 R0 190 1ML 25 PN B R v J2 A e T HROR g
PR A R 2 A5 T 38 ek 48 A I S8 R L A5 P R 84,
MAEHE RVO B % A T A G I A gk > 450 5%
FW A REE IR A—E ® 1Y 0-3 LCPUFAs, 1] fEiH
id FJ 0-3/0-6 LCPUFAs U1, #4076 i 480 Ak 4y il 1A 194 4
YOS 2 B, HE T VEGE 2235 410051 400 I Ji 3 A
ML,

25 b B AR S A5 2 s BRAIL I AE FH 10 D90 B A it
IR M - 0 B R, 80 RVO K HD IR R E I &
AT RO R 2T I A PN B R B R S ORI
AR BUR 51 8 B i, AT b0 Ry 3 RS
ML [ 37 57 BH 4 & =6 400 I 7 St oL, 5 3500 A2 1l 45 T8 mi 2
RVO # WHIFERAEY 50 RVO BF M #E"" .

4 fERI B EAE RVO KAt R

4.1 BRRTEMIETT  MTTRAVE N —Z 25" |l it
il L [ P B T i 47 A L I KOS TR BT R
P L B PN Bz A B4 FE AT et 0 0 ARG 2R R
T8 NHBE R A S 5% o, AT 28 25 W03R 97 PR AIR RVO
KA AR , FLIZZ PR3 A A0 T 6 v e e ik BEL 2 -5 400 IoH)
O3 S K BELZE o B AR AR o R A VT 8 R R
AL IR B ol ot A A8 A2 ik 20 S ot T 7 o P BT A I A
TR

Crp IR A PR T (2023 4E) ) ¥4 AR 1L 7 LDL-C
IRKFAE Sk B 425 50 Jok 6 A Bl e 2 0 I S XSS 1) B 2 O
ms = R B bR AR 35 KUK 2 MR G LDL-C <
1.8 mmol/L; EfE# 1.8 mmol/L<LDL-C<2.6 mmol/L; ¥
fEFRIEH 2.6 mmol/L<LDL-C<3.4 mmol/L"" , {HiE
BEHYJE, LDL—C X 40 ) JI55 5y Jok A £ 32 e %) ¢ i) EL A 18 (L
SN, B R 2.34 mmol/L, 434 38 i [ A% LDL-C /K-
ek 2 A0 0 J155 5 Jik Al £k 1) 2 &2, LDL—C B #5 7K 15 B N
FAAE WEE R 2P VEGF 167 4k & T
A ) I < e ik L 2 8 i s 40 TX T 725 1 408 A 4 XE K
Jib H 3 T LT LDL-C 7K T8 53607 J5 P8 I RS A 4 35
A R S AR O IR AR AR ST E R SRR IR 25 W T A
RS0 H R B R 198 T AR R R 25 W6 T R LT
LDL-C 7K 3 0] 38 P 0 G406 20, 5 ] RVO I & AE Y
biid
42 £iFAXFH AN AUE R RVO B 54 £
(OE Y SR Wity R ETB b e s A Y AW R S
AV X B Jk A0 i 08 AL S T A R0 B B 5, 18 7 4
RVO FkAs G & Az R 2 3 [ 35 T AR A L ) BF 52
KI,RVO FB A W7 0 (R 25w A0 KUBS: 3 7, HLAE <50 %
HAERR AR RVO 5 26 v KUK (10 ¢ BE B Ry 3 10, it
RVO FIREAE R ABEZE h i B (5 50 2 o
AL IR 5 A R P il S k4 B /NS ik R AR 1 1L, 35 S 30
ok SRS R A 1 ML 0 22 R A B B PEAG T 7 ) R fE R
S AT IR I A AL RVO W] RE & Bk A6 b & 2R YT
JKI2C W18 RVO Ji T Zxt i AT (d B B 2, Bl i
iz gy AR S RO BRI K e B A DA AR O 45 XU
- oA A0 PO JE I A BRI A, TR A ) A A TR T
et BRI RN g 105 R L S S R (<2 g/ d) Bl £ M [ et
(<300 mg/d) , B H G A S <S5 1Y 30% , 38
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-3 LCPUFAs (# WL F IR 38) FEA B INEE 38 KA
ALY/ N Eea e SR T WD S S Pl I o |
,M:E:H‘ 28] R
4.3 RVO BREBEFF  RVO AYIRIT LLEE il IT & 5E A% O,
SIS BRI b AT A LA T B R R A3 Y R T
TH B3 A0 19X 5 0 00 7 I T 9 X, % e A0 T Bl af, e AR
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Yl TR P VEGE 7KF, /& RVO 4k & 85K I i — 4k
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JL DRSO s B K R P A
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