EfRRRNZE 2026 F 98 F£260%  FE9H
B93E.029- 82245172 85205906

https ://www.ijo.cn
BB 31555 :ij0.2000@ 163.com

N

TGFB R EGSERAENIRELEDNIERARARARE

~

THA', G X5

4,:7‘—’_‘7\?%@3

SR T, G, s % TCF-B F =5 Mk DL g
WP AE T S ae it e R BRAR B 4 5, 2026,26(9) :1556—1560.

BEE&WE: WA b s Sy A H & RL I E (No.
2023ZYD0062) ; 3 E ML #l 5 + 1 U )il 48 & & 558 = ( No.
24LHFYSZ1-13)

YE& B4 (610500) F DU 1|48 SR T, BCH Bs 22 B I IR B 2
Bt 3 A AR ¢ 224 Bt 5 2 (615500) H Y 1148 48 B EL A IR
P BEHR AL

BRI TWH , &, BB, BF5 5 10 75 AR & R AL
WIES . HEW, o, B4, S TR, AT Jr 1) . T 5 2.
lily_suchli@ 163.com
Wk H . 2026-01-26 B H . 2026-07-13

BE

JURSEAH M AP T (ECM) 1Y H 38 51 88 2 3 40 & A i — A~
RIS, R R G TR A bR . DLEE I A
AL 2 e A A K - - B (TGF - B ) K AR 518 B 7
i SRRV T . SR X DL 20 B 1 35 o 1) = AR ) AR
b TGF-B {5538 1% 14 70 F L il M AR i i = 5 DL
IR PR AT 538 R 3 R A 36 T R0 P77 2 A8 1)
T 5w

KA ULAE; 4 M AR 3 5T A AR AE K F -8
(TGF-B) ;{5 &t #%
DOI;:10.3980/j.issn.1672-5123.2026.9.09

Role and research progress of TGF-3 and
its signaling pathway in scleral remodeling

Ding Wanyue', Zeng Wen’, Tang Liang’, Fu

Jingwen’ | Li Xin*, Su Chunli’

Foundation items: The Central Guidance on Local Science and
Technology Development Fund of Sichuan Province ( No.
2023ZYD0062 ); Aging Mechanisms and Interventions Key
Laboratory of Sichuan Province (No.24LHFYSZ1-13)

'Department of Clinic Medicine ;” School of Public Health; *School
of Pharmacy, Chengdu Medical College, Chengdu 610500, Sichuan
Province, China;’Department of Ophthalmology, Dechang People’ s
Hospital, Dechang County 615500, Sichuan Province, China

Correspondence to: Su Chunli. School of Public Health, Chengdu

Medical College, Chengdu 610500, Sichuan Province, China.lily_

suchli@ 163.com

Received :2026-01-26 Accepted : 2026-07-13

Abstract

e The self - remodeling of scleral extracellular matrix
(ECM ) is a significant characteristic alterationin the
development of myopia, and it also influences the

1556

progression of myopia. The mechanisms of scleral
remodeling are intricate, with transforming growth
factor-p (TGF-B) and its associated signaling pathways
playing a pivotal role. This review systematically
summarizes the major metabolic changes in scleral ECM,
the molecular mechanisms of the TGF - B signaling
pathway, and its regulatory effects on scleral remodeling
during myopic development, aiming to provide new
insights and potential strategies for the treatment and
prevention of myopia.
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