. 1130 - AR SE IS IR B AR 2017 4F 12 H 55 35 %45 12 ] Chin J Exp Ophthalmol , December 2017, Vol. 35 ,No. 12

- Zf k-

M ET SR

=& sr KL WK

150006 M /R i B R 24 B i 26 — BEBE IR B 2r B iR 7R B BE AR R
WEVEE K4, Email : dr. hzhang2007 @ hotmail. com
DOI:10.3760/cma. j. issn. 2095-0160.2017. 12. 015

(FE] AR —Fhir Lo 48 S BT HLZ5 50 00E ) 37 9 Rt 1 A 8 T2 0 5K, JHC AR e Ay R 3t 19 4 1 2 12X
B A M A P TR ) R o R T M 9 2 R BR R OR R B SC BRI H T RE S S A R RAE A A B
FBENE LT I B B o AR AR AP TR MR A A R R S IH TR o AR A G M3 B8 1 (AMD) \H
AR T IR £ e 1 I o DA B R M DG IR v 5C T AR M AR TR BT 7 © 2 W0 8 K A, BEE BT JE B TR A, AT RE X
Tox S HR T 1 DA P 3% B T 2 U K o AR SO A AR T A A TR AMD 3 B L TR & R A R B
A0 T O HR A I R R R AT 4504

[RgiA] T FRMACHEEREEN; MR TR, ZaEmbisig, SR

E&WHE: EXARMAEGIH (81671844)

Pyroptosis and eye disease Jin Xin,Zhang Hong
the First Affiliated Hospital of Harbin Medical University ,Harbin Medical University ,Harbin 150006 ,China
Corresponding author : Zhang Hong ,Email : dr. hzhang2007 @ hotmail. com

[ Abstract] Pyroptosis is a new programmed cell death which has been found recently. Pyroptosis features
rapid plasma-membrane rupture and release of pro-inflammatory intracellular contents. Pyroptosis plays a vital role in
intracellular bacterial clearance,but may also be involved in the pathological process of inflammatory and autoimmune
diseases. It exists in the occurrence,development and dying of many eye diseases. The researches of pyroptosis in age-
related macular degeneration( AMD) |, cataract,dry eye disease,Mooren’s ulcer and acute glaucoma have emerged,an

in-depth research may be useful in understanding eye diseases in a deeper level. In this artile, the concept of

pyroptosis and its involvement in AMD , cataract,dry eye disease,Mooren’s ulcer and acute glaucoma are reviewed.

[ Key words] Pyroptosis; Age-related macular degeneration; Cataract; Dry eye; Mooren s ulcer; Acute

glaucoma
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BORAAE 5 08 TN ) A9 0, 5 TR W) B O 5 O AN Y T
SCREAH 3, 38 Ao I v T AR R OG 43 A 2R HE AR R R 1 R
BB R MM ok B & R & B EE-3 ( cysteine-aspartic acid
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RIXHI R 1o TEANRAAF I HBLT | caspase-1 Jij 44 1T L 5 4%
AP 32 & NLRP1 NLRP3 %55 iF #2 3k & (4 ASC 22 h — A&
ST EAY, W RAENME, W FRAK W caspase-1 1 58 5E/MAE . 4l
MITE caspase-1 ¥ 1 7] BF 23 B il s 26 ¥ 9 3 4fl i A R -18
(interleukin-18,1L-18) F1 IL-18, 3k 1fif W% 51 55 22 1 4 ¥ 40 a ,
FARAERSL S o BT — D WLR R LR R R, & R
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G 20 M R BT, DR iR IR ER BE 1V T- R A R D
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& 1, NLRP3 ¢ #7 i 43 1 140 i 2 #1138 6 335 V5 5t 4R 1) 1
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i ROS T RS 5 T Sk /M % 7 i ROS 1 i34 7
5 ROS BH WA Y7 7 LB A NLRP3 A7 (438 20 71 5 3009 R A8 /A
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U A, TR G ) AMD 8 TR o 4 L 1 36 3 e 5 Bk
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C1Q 53 /) NLRP3 F) 800 A8 4 Wit 1 1 % 1 3 P 2l 4 R
B B, AMD 3 ¥ 52 B 19 45 2R R B, NLRP3 X 0L = 1Y
AMD SRS ELAT (R4 45 L Nlep3 ™™ BUE BRE DX 1 387 A4 o 4 4 22
Tarallo 4 BF 58 2 WA, 76 T 1 AMD iy 3 [ B 25 4 v, ot T Bk
/b miRNA A9l T.f# Dicerl , Alu RNA 7£ RPE 7 it vp 1, M1
s NLRP3 S /MA
2.2 AWK

FEBEE TR H Y208 AL, 45 0% A0 5C M B P B (age-related
cataract, ARC) f) & g AN FE AW TH i o S A0 RER ARC R AR
MWEERRZ —. KPS S A5 5 B R i 2 AL,
Bl 2 77 A= KA ROS, Bl 475 IR A4 1 Bz 40 i i) 45 A i Zh e .
% ROS W] LG & AR 4 109 40 i B 3 i 453 5 , 9 T 5 S8 40 i e
V380 3 P K A AR B R B S L ROS 3 £
PS5 B0 2 R C AR 23 ZE0IE fb 8 1 A (mitogen-
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