S IG IR B L A5 2019 4E 2 HE5 37 4555 2 ] Chin ] Exp Ophthalmol , February 2019, Vol. 37 ,No. 2 . 149 .

oA BIREEBNIIRE R EAERXIREBEKR FHIER

wmaE s R
EFRRXFARER
Fl AT RFARERRAL TS 100044

BAZVE# . A &, Email : dr_zhaomingwei@163. com

E SR

[#ZE]

AP JERR & B R TR i TR AR T E L F I E

T K F EFIHRBALL

oA i BR PR R B A R Ry, B g T PR I P T O B AR TR AR

AL S TR B AT N, HE T RE MO BT S 2 — o BUTEAOR M 22 BT ST TE 52, oA ipIR M A AUAP A
TR T LA A T T S A IR A A T, AN (AT A A PN R T B AR 3 AE A5 S IR T, 4 2 A
DB B AL 00 JIEE AL P S B HIR IR 8 A A g R AL 4 B8 fk 24 T oL 5 A s 45 v 4 B HR AT L A9 28 1 o AR 3C
B oA SRR B 34T AR S5 K 2 BB S HL A R B v A T AT 2 A

[Xg8R] oA WARKE A, RALER; Th6E; o1 454

EE&WH: EXAKRPAEGIH (81470651, 81770943)

DOI:10.3760/cma. j. issn. 2095-0160. 2019. 02. 015

The function of «A-crytstallin and effects in ocular diseases
Xu Qiong ,Zhao Mingwei,Li Xiaoxin
Peking University People’s Hospital , Beijing Key Laboratory of Diagnosis and Therapy of Retinal and Choroid Diseases,
College of Optometry, Peking University Health Science Center, Center of Optometry, Department of Ophthalmology ,
Peking University People’s Hospital , Beijing 100044 ,China
Corresponding author; Zhao Mingwei, Email : dr_zhaomingwei@163. com

[ Abstract]

regulation effect, neovascularization regulation, oxidation-reduction reaction process regulation and inflammation

aA-crystallin is an important protein in lens, with molecular chaperone founction, apoptosis

reaction regulation. Now, more and more studies have verified that aA-crystallin exists not only in lens, but also in
other intraocular structures,such as retina. aA-crystallin can not only maintain the internal environment homeostasis,
but also participate in many other eye diseases, such as optic nerve injury diseases, retinal degeneration, ocular
neoplasmas , inflammatory diseases and retinal choroidal vascular diseases. This article reviewed the distribution,
structure and founction of aA-crystallin and its effects in ocular diseases.
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