SO IR B 2L A 2019 4E 3 HEE 37 %65 3 ] Chin J Exp Ophthalmol ,March 2019, Vol. 37 ,No. 3

WERPYREHZEREAEFRTENX R LI N AR

ZHM mr ARE MEE Wk

"R K AR E B IRA 430060

WAAEFHFER LAABRHFAN LAERHAFELLTBRE-AFLELARELEER
FIF AN, F 5 266071

BAZAE A #8245, Email ; lixin_xie@ hotmail. com

I

(] g R0 A R A phy 22l DR 3R 400 0 A SR b 2, 5 80 LR 5 IR, 0 1T 5 15 o B
W A5 R 8 At A, L 3 B Oy S R W A e ) R B B A5t A TR A gl S B RE R 7 A A B I,
L. BRI AR PG T M B SN — EMERE o P W BAE Sy — Rl 2 0 SO, 1 Rl 2 AR I B RN
1L 5T A0 D S 22 A S B A I R T2 R 0K G R S A S I K LA L AR W T RE . I AROR B P )
B BT E 6 22, w22 %8 Fr Ak A B 78 36 7 5 o088 i e AR W o AR ST B 22 78 1 A o T 78 ) e PR 453 41T
B e Ll IR TR B 4 B M Bl 2 B R A R 2L T, B A AR IR P ) DS e R R A
5% 78 5% 2% B HL N RT3 o

[X@ER] MIEFRMEMABRHL; PYIT BEWREER; REFAR; BIRMW

EE&WH: EXRAKRMAEEIH (81570820)

DOI:10.3760/c¢ma. j. issn. 2095-0160.2019.03. 015

Research advances in relationship between substance P and neurotrophic keratopathy and its application
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[ Abstract] Neurotrophic keratopathy is caused by a variety of factors that damage the corneal sensory nerves,
resulting in hypoesthesia of cornea, corneal dystrophy and inflammatory changes. The manifestations of neurotrophic
keratopathy are recurrent or persistent corneal epithelial defects, delayed corneal wound healing, corneal ulcers and
even perforation. There are still some difficulties in therapy targeting to nerve plerosis. Substance P, as a
neurotransmitter,is expressed in ophthalmic nerves and many cell types, including corneal epithelial cells, stromal
cells and immunological cells, and exerts its biological functions by activating intracellular signaling pathways.
Recently, with the increasing researches of substance P, the treatment of neurotrophic keratopathy is gradually
changing. This paper retrospected the clinical features and pathogenesis of neurotrophic keratopathy, summarized the
association between substance P and neurotrophic keratopathy from the perspective of infection, surgery and systemic
disease, and the prospects of substance P application in neurotrophic keratopathy.
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