Int Eye Sci, Vol.24, No.4 Apr. 2024 http.//ies.ijo.cn
Tel :029-82245172 85205906 Email :1J0O.2000@ 163.com

AEAREE
R RER RLE

METERDBERPHARHERE

Bl B 240 e oAl e, RERR 4 2 e R R s o
RYTFoE it . EPRIREI L, 2024,24(4) :539-544.

e 0L (201203) H [ LT, L v BE 2 R A0 h 25
Bt FE 2 oT e

VBRI 0 TR 5T A T 7 1) R 2 Tk o 1Y
ZYHE ] BHLHISE .

BWES SR - IR, s A R, DR 58 7 1 .
2GR4T 0 25 BRAE F ML 5T, jezhang@ shutem.edu.cn
WA B 4. 2023-10-30 Bl F 3. 2024-02-23

mE

FA IR LA A A RSB TP A B AR R O

N AR RIS O A A S X R I

TR EL AT AR X AR R i A R A D B B G T 2 AR,

— SO sl A 1 AT R | S A R ISR L A A0 A, AT

BRI ZEA I D RE . A A 25 Bl A X A 58 1 45

A= 25 e R ST (L T S A X JBER L A 7 2

HI259 IR AR S5 K 40155 A TR L A A A O A9 TR

%,Fﬁ'ﬁz*ﬁa‘éﬁﬁﬁﬁjﬁﬁ%ﬁ HHTXTEIﬁﬁE’J”*TIM}Qi_
TOMAT AR A AR L AT A AR G B IR R I o 7 e 4t

EI’J PEFEAIAT R fi,ﬁ%?ﬁlﬂi{¢$5&%ﬁéﬂﬁﬁﬂﬁt$ﬂiﬁ%%

RS,

SFCBEIR) - AN PR AT A 5 M LT AR AR O IR AR

I TR

DOI;10.3980/j.issn.1672-5123.2024.4.08

Research progress of corneal
lymphangiogenesis in ocular diseases

Li Mengjie, Zhu Yuying, Zhang Jiange

The Research Center of Chiral Drugs, Innovation Research Institute
of Traditional Chinese Medicine ( IRI),
Traditional Chinese Medicine, Shanghai 201203, China

Correspondence to: Zhang Jiange. The Research Center of Chiral

Shanghai University of

Drugs, Innovation Research Institute of Traditional Chinese Medicine
(IRL),
Shanghai 201203, China. jgzhang@ shutem.edu.cn
Received :2023-10-30 Accepted ; 2024-02-23

Shanghai University of Traditional Chinese Medicine,

Abstract

* Corneal lymphangiogenesis plays a crucial role in ocular
diseases. Normally, the cornea lacks blood vessels and

lymph vessels, which are essential for maintaining

transparency and function of cornea. However, certain

diseases or injuries will prompt angiogenesis and

lymphangiogenesis in cornea, thus disrupting the
structure and function of cornea. Although various drugs
targeting corneal angiogenesis have been applied in
clinical practice, there is still a gap in medications

targeting corneal lymphangiogenesis. Therefore, this
review will introduce the factors related to corneal
lymphangiogenesis, introduce related ocular diseases,
and analyze the current treatment status, which will
provide more options and possibilities for the treatment of
lymphangiogenesis in ocular diseases and provide
guidance for future research and drug development.

. KEYWORDS:.

lymphangiogenic

cornea; lymphangiogenesis;

factors; ocular diseases; dry

eye disease

Citation:Li MJ, Zhu YY, Zhang JG. Research progress of corneal
lymphangiogenesis in ocular diseases. Guoji Yanke Zazhi ( Int Eye

Sci), 2024,24(4) :539-544.

05lF

G 2 2R SRR I A (S AL R A 3 240 M 0 5 a2
K )3 T, P S B RS Tl R A R AT T RS O
SEVET . RS 2R GE A D) B IR 1 2 Ji 6 1 0 4 i M ik 12 7K
SN 75 TR ] R 94 L2 A7t ol DA Ay o o 8 e 6 1)
FERAR SR TAER X — RS A BT R ik LA Y
A B RE BRI C A BOR B 2 BB h B B, AEad %
4 20 a, A BFFTIESEIF 2 0 0E -5 7 B2 R G DI A5G,
FE/NAR MO0 AR BB o A B I R el
P S 5 AL | O I A8 (T S AR s ik ok A 1
FE TR WUREBE ) B 28 Z2 GE s (e 4 AR N ik
FRAR ) A8 BEE I L R BTN B HIR A, AT R
PUAENR B rh ik L A5 A R B AR I

FFIBTC LA Tk L AR 25 0] 2455 7 152475 W] 2 EIF%E
ORMIE R AF L RS aE A FOIRZSTR A M LA
ﬁFiﬁJﬂl%ﬁﬁE?iﬁ?ﬂ‘E%tﬁﬁi?,iﬁﬁﬁﬁﬂfﬁ%@
LA A R A I A A PR A 2 AT AR A
AT AR, TIOR3 A IR 3 BT 38 ARG TE. %O
SAPEREHCR T AR IS L . A RS G0 A7 ek LA, 20 A
ﬁﬁlﬂﬁ%ﬂﬂﬂﬁﬁﬁ@,%ﬁiﬁﬁlﬂ%,#ﬁ%ﬁﬁﬁ!ﬂﬁéﬂ

o FAMBEGRIM ELAE — T 1 £ E 0 D R B A M DA AR R T

ﬁy@]l:ﬁﬁ/ﬂ‘ ELE , TR S8R e SO, M 55— T
WA BES SR 2R B AL ZUR, AT A B T PR £ R ) o
WIRERT R AF AL ™, SRTHT, 25 Rl o Al T R #2455 1

539



EfRRRNE 2024F 48 £24% F£4H
815 :029- 82245172 85205906

http://ies.ijo.cn
BB {578:10.2000@ 163.com

T PR AR B A R A . ie 4 Sk, i 25 BT £
FAS [ A5 5 368 B8 ) 7 0 76 A B 245 ) L 3R 45 56 1 £ i F 24
P BRI AE S L BEORTE IR R AT 56 B B, H A 5 E
R E W 23 B0 A M 94 045 26 B, (R AE I PR S 0 v, X6 9k
ELAE A A Y I A S A S AN TR, Xk
CVAE A R T SR A SR AT AT AR K 25 1],
1 RREKEETENHEXEF

11 R A8 AR R B0 R R DT T RERG ot B fe e
S INE e XU - 22 DR 22 AT AR a2 A e gk A P A, e
I HE YR I N H A2 K P F (vascular endothelial growth
factor, VEGF) M H.Z 4K ( VEGFRs ) FKjik, H e ek & 4
B T 38 A0 FE B PE B £F 2 40 i AR K R T 2 (fibroblast
growth factor 2, FGF - 2) | Ifil & /= A % (angiopoietins,
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