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[ Abstract ]

effector proteins. Recent studies have revealed that pyroptosis may be related to the occurrence, progression and outcome of

Pyroptosis is an inflammatory programmed cell death which use gasdermin family proteins as

atherosclerosis. Non—coding RNAs mainly include micro RNAs, long non—coding RNAs and circle RNAs, which can regulate
pyroptosis in various ways. In this paper, the latest progress in the mechanism of non—coding RNA-regulated pyroptosis. This

article reviews mechanism of non—coding RNA-regulated pyroptosis in atherosclerosis, aiming to provide new ideas for the study

of the pathogenesis and diagnosis of atherosclerosis.
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3 COPD &HEBEEXES

(1) COPD ®AHHAbpSs, XHUEA BELW, (2) BARUL, AIHERIFEAR S COPD MIAYT HEE, JF H A I 4% B H RbR i
HEATIRYT . 175 COPD UFEAETCIE . (3 H WT COPD Hi v, B HURFIET- A BN . (4).0 I PR /2 COPD % W HE EAY-S I, (5)

B BUBAR AR / f2 % COPD W ILIE BEETFAE, WHdRL, IS8 K AR BLRIBUG ARG
(7) 4 COPD s Z R AF BT ) — BT, LT B PR IR YT R TR I i B B Hs > 2 256 T -

FMEFER L2 %
4 COVID-19 %1&EFr#=HAE COPD BEMEEXER

(6) HESRIES COPD &M XS 1 m

(1) COPD B3 U L BURT A O B AP R GUAEIR, AN / sAEAT HAB AT AE S COVID-19 ARCHIAEIR, RIAXSERE e, dupi%

KA 5 T RRERGL T S SR A AE R BE 2 (SARS-CoV=-2) .

UEHEZRIAAE COVID-19 WATHAMRI N %4 COPD &7 2547 .

A LIZ W COPD Wi, M/ BTAE A AR Y BT AR RO REIRAS
AE AN AR T S S A RGNS R , DRSO 3, TRROZ A R A 25 .

(2’ N IR PR g Ak IR ANEZSYATT COPD, BUASAT
(3) 7EEIX COVID-19 FiATHIE , I REk A B R, (PR 5 2 s 08 1 A
o (4) PP ERYEEE B, BE SRR R, AN BGE SIS Sl

(5) Doz sske il 85 (0 FRVSURROTT £ F) BE IRARBUA 5%

COVID-19 B HA MNP EE.  (6) At (HiE /L 720 ) XF COPD M HATREVIHE S, IFHRULTENTE 4.

(RJE: https://goldcopd.org/2021-gold—reports/ )
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