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W B H5RsARE LT CERT, BRRM B K 2B K ST E AT ESL
TR ERGEE, LREFRET iR ER GHRBES, BFFERT AR, REALFHHITLR
JER B AT A — AFESN, L ETG 7 @A %A BIFRIFO LR SRR RREFTRTRE iz,
LA K S BB R IRAE MR T AR LT S EIR A R RIS R ER ST TR ELE SR,
B, A SHE B AT A LG Kk R A AR AR A5 AT (3E S A RNA SR AULE 5 P E AT R R AL A,
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HE TEH

> B B 3 (atrial fibrillation, AF, 5 B ) & — F &
WS 2% AR A R R MR O R , FERO
TR RV 2/ NI IR BRI BN AR, LA
Fs AN PRI Bl 0 By DR AL R AL, AL T L
JITA Y A P O |, A A e O S W T KA e
TAT I A U 7R, 2017 4R 2 BRIEAT 304.6 J7 14 55 B
BRI B AU S FE A R 38 2%0-4%0", T FLiR B4
RHG . TEFRE B A2 N S8 Ak R A A W 58
0, G B SR R R R ] A e e
JSCA AR T e I o ) 875 = DR 20 1T A
I ] %) 5 BN AN 2% 2 200 T RE A 42 L 3l ik i 44 B
G, FEUR A, SR R I AT B 4
R BE ML 23 ok BUR & 3% (4, ™ i 38 23 Bt
T R WU HLHIARSE 2%, (5 HA X HEHRAR
WEFE, A RBEA 7853 19 BIR U8 %) B BRI 97 3647 61
o LMK, B BAER7 A0 fid & AL 32 254 Jay kL ik
KRR WATIR Ry sh A AR, B X P B
o FHLAE A2 R ABIFSE R B, s B2 22 Rl L S R
PR IR AFE AN B PG SO RAE B V5
#5 B BRAR G ; ol , BB NLRP3 A% /MA 4R 115
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%5 R2-03

LARARIRAG: A

TR T W S ET AL B R ARG 6 RNA SE AR R
S BIANTRYE A . A3 H AT s B 5l & s HL il
MBI TE BEREHEATERIA | 44 rP B 25 fE 45 B g i)
RESLAS, LUSYIh s W) TLR)7 17 B A3 — L A R B

1 RERNSEH

AR RIS RF , RAE BN S 3 305 BUR 0 1) O%
SR ER , SR L RE /AR S U0 =155 & b B
A IR R
1.1 KHERT55HR

KGR, P78 A0 5 2 P, 40 28 Bl
I+ FE -6 (IL-6), 41/ R -18 (IL-1B) . M 31 5t [
F—a(TNF-o)"  F41LIH 1 MCP (A 40 i a1k 25 1 -
1) NOD F£3Z /K 25 11 3(NLRP3) 4 4 /MK 45 %5 1) A
¥ IL-6.,1L-1B . TNF-a 25412 48 P T 22 35 7K F B B
VB B B SRR AR T D B A I A
A, TS SO R RStk Rk AME B ER ) R R R
&, Abe ZESBFST & IR, MCP1 5 53 B & A FIL b 41 4
A B XU 38 i 5L TE AR DG, LT FP MCPT PRk R 4
B LG , 05 O o AT 2R M L R 3 11 55, Sk

RARHAFEALLERS@ LR B (81473508) : 35 4% T i 1 #p ) A AL B A E S BT K0S B E MBI MRI AT, R w A i adr,
* ok GBIRAERE AL HIR M LR AT, ZRAR G E oS AR5 G R
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O 5 £ AR N R B B ) A A

BT AR AE) I, R AR U AT 3 ) R
JiE PR TL-6 . TNF—o 55 A RE 55, BEL A 90 99 i 8 2
O WL Ab,, 4l +5 5 88 3 S O, BRI B R
s DU S I 238 R 1 ] ST R R OR IR YT
s B ) e A R RS2 T RER o
1.2 NLRP3 ¥ sz MRagisiE 5 5o

VT 4F SR B BF S8 E S5 NLRP3 /MK 5 5 B 22 6] )6 £
SEMIFFE A A R A AR A, NLRP3 ZMAR 1) 2638 /K-
50 JILEF AR B R AR OG .

Yao ZEMHF5E & IR, NLRP3 /IMATE O LB 2T 24 4
B R HERAYEN T IL-6  1L-1B . TNF-o %5 (1) 43 1
R R Bl RAE R, 175 KU By VBB JES | o0 L AT 4k
1k, %S B & A . NLRP3 /MA R Ik R, 41 A
T4z BH LTI RE I 3 0 By LA R JE | R AT s B
VR, MHAWIE &I, B 2] LG o B
4 i NLRP3 95 /IMA (14 3400 A el A8 B B i) % A K e
Qiu " HLUESE T, P+ S L Wy iR 46 1T 38 i 7 i) NLRP3
PRI/ IMA S A FAR O AIURE BB I 5 B ) A XU

H B T 51 0 B NLRP3 48 5E /IMA O 1 1 &
HIZH > (B NLRP3 S E /MA 5 41 i AL 1~ 1306 R
B RN AT S FEUE Ak R e Rl D
JEMFSE NLRP3 A/ IMAEE 5 B BiOC R BT PIA R .

2 EEREEREES

EARSHL O e NI N R, #)
HA AL, B & RS E ARSI A, HAe gt
O o S A RN o W A A e R v e AR AL A 3 Fb
EE B EEG RS (PQC RS ) 24 mAHEH L
LT AL (HDAC) 5 5 19 S P 28 08 . DNA 45 45 175
51 MR TR BRI A L e -1 (PARP-1) BTG #E
LR AR NAD+/KF-,

2.1 PQC 2% =4

PR TLEE [ (HSP) X 4545 PQC R Gifa e , 4ELR by
ik R S B EEAE R

B BE S 5.0 W40 EF D RE i 2 DI RE S 4%
KArF,PQC R G % V) W & B 1 B & i i iz
By oA BN R B AR . PQCH Y E S
HEAFEHEAEA ZR-EABAKRSE AERS
AR 2 58 AR F s S B AR
b, S DI RE o FERFELTE b5 B O P 8 HSP

SxBE A 5 BRI (] ) SRR S, S EUE AR E R
A, ST 300 B 4548 A8 R0 B B e o A R AE
B, HSP22 1] 38 i 9 il WNT/B —catenin {5 5 18 4 >k
I 5 BT 24 4 A 2 B, A ) LS A Ak, 2 14 o)
U 5 235 4 B AL R 5 B I 5 24 )V FH B HSPB 1 BE 1K 1)
2K ] 448 R PN YRR BRI B B N, 3G N BRR v R A
U0 T FE, DT A ) B RS B g B B Y
RA,

A WEI R IT — Lo 2 70 2 EEE S A
SR IUEE AT LA a4 R HSP 0 238 AR 0 L,
b PR K A T I 4 RO UL HSPT0 Y36 M R 3R
IR P RAE N, PO AL JE R AT E HSP70
() F IR AL ILEF A, Jel /D r A, DR 0 D A
P D BB ) R A R
2.2 HDACEH FHE MEBIR

5T & B, HDAC 300G &5 S RUE IR, S 8sh B
L7 ) AR Bk AR R BE O r L E R R A A S
it JE,

TEH O LAR ML D fig 5 8 P R 2% A0 AR
Koo G A SRR A 20 B 2% 5 0 WIUIS 4 R 1k 22 1) A K
Ao MIERBINhE AL PRZEA S H
B 85 EAH G HE 1 VR 2 1 A B L
LA Z R AE S AR, SR TR E M iz R A
HEMIE ™. HDACs 0 , 52 .0 WA JLAS [7] 25 1
) B Sy J IR S e B LA AR A 5 G s LA
) HDAC6 JLTE"™, T30 oA 2R 11 5 S BRI 3R
it JH 57 Bl A 1 A, S B0 R e PR R K
s D Re R AR 2 5 Bk A s @Bk HDACG J& , TGF-B
1753 () LT 4 200 T BT 24 240 i /™

KEWFIEIESE T HDAC 78 B B b i P8 5 V5
HDAC TR A] 5B /2 254 S #5724 1) DG BHERE A5, 3 s 41 )
HDAC H3E , AT RERBIE IR 2 IRy T i H 1 .

2.3 DNA #4573 %9 PARP-1 % 7% #= NAD+4£38

DNA $5i 45 T 3 B4R AR D) fig ™, Lok 14 s i
N 2S5 DNA #1055, i PARP-1 3% \NADFE/L 2
E 5 B &R

O 5 WILAT 7 i 2 ok R 2 B R ORI, LR (A Ty
FE PR i 2> T B DNA i 477 , ff PARP-1 37% NAD #E 45
& B B i A0 A L PN ) NaF A 240 L 2 I 42
2350 ATP TG P AU 77 A ATP /b 3 M S A
(ROS) 5 H , 2 BRI S 5 1 PR 803 45 473 DNA
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i 23 30E PARP-1 LUK EME &, 2 PARP-1 3 B2
21 PN A NADFERL, i JECs UL 4 A A 8 Ak 361 40, A ok
J B ) R A R R

2R [ S 2 AY DNA 351453 1% 1T BE 2155 & b B
() JEL TR R FT RE S s B B 25 51 . AR AT
FAAE Jok R IE T 5 B K RIS A 3 3 41 R kA A 4
BB PRI OB S5 4, 0D B B &R it — 2P
WE T B AE AR

3 SBSETRERESHEE

50 B B 8 £ 3 100 B LA L rh 55 85 1 (Ca™)
b PSR R — i WL B e B0 B A kL
TRTIRERRE AT 1 T N 2, SR ik s Wi R AR R R

RS B A (SCaEs ) A] RE S 304 M i) HL I 1L,
U /D FTPY 1) Na'—Ca™ 28 4 B 38 I AN P, S 808 &
FIARAR G HEC B 1 H B RABE N G B B S 15
G 8 & o 2 A Ryanodine 52 & (RyR2 ) i 1 T fig it
i LM R (SR) 45 88 2 1), 25 42 9F SCaFs Y & A5
RyR2 FHOCAS I8 25 (11 2 2K & 33 RyR2 I RERR A%,
WA TOR PP—1 8 ] RyR2 A3 3, il 55 K PPIR3A (B
FRA RGL) I ER, S AR 2 T30 CaMKIL TG P 3
e, 2otk CaMKIL NG i 13 75 B (EAD) AT fik &
F B AR Ca B AR 1 A 1 s 1T (CaMK
1)) 3h RyR2 i BEE R AL, 5 | Fi S AL T Ca™ 3K
W55 Ca” P47 5 400 P PR B0 38 4 CD44/NOX4 15 i
HEE AR, W] BBIE i — 175 & s B D A
Jry B CaMKIL 1 PKA (25 1R A) 36 M . RyR2 AH G 2R
1 R i — 1 (PP—1) F11 RyR2 AH 5 85 1 B R i —2a (PP-
2a) KR ZE AR 2552 ) RyR2 (BB 1L ; PP—1 7 FE AT PN
T PP—1 91 PR 7 s B AR 30 o UL i v ) 2258
AR Al 2R S AR

CaMKILXFCoILP B Na (1) 8715 0] 6802 F BiAH OC 1Y
Ca” Kb PS54 FIAH G 557 136 847 1) B, i 2k
3% Na'i 18 (Fp22 AR & PE Na /13 [Ina, Late]) 384 i1
() Na A 2E T S s i p () Ca™ b BRS 8, AT S5
J5 B s A T CaMKIL Y sex57 1 2L B IR 1L 5 H 441
FENaV 15 ARG N T 4R 2% 3% Na' 38 18 /9 Na fL i, {2
HET Ca™ 4b 55, W] RE I LA iF 5 B 1 OF Sz 15t [l
P&, SR 6 8 48R CaMKIL 3+ B2 3 2 5 | 2 TCW (firh %
(1) 6 B - 35 ) N CaMKTT AR 1 1) 47 22 1 Na'HL 3t 2%
VA, 2 S 2500 B LA O LA = A D R H TR Bl

SN s B AR

SR T | A St CaMIKIT 3005 38 3 L 5 B
(EAD) A5 89 b B, Al 38 5 410 i 38 & P Na'HL i R il
70 AR AT o PR T LR AR Ca LI iz (R (MCU)
A B LR Ca™ AR, D655 Dy BRE AL G5 1 T 24
YIRS BER ] Ca™ PR, AT 98 350 B ) AT 4k 2 ML Y
I VAR P Bk A=A ARIE ] T Ca™ B H B, N
Ca™ S 2 P EUS BUR A2 K SR T BN 3R

4 FE4RTBRNA 5EEI

TEPE R HEER AT, HA 2% i N5 A
J 3 e 2 45 M35 LA P, T 85% % Sk A T A A Y
RNA (ncRNA) . ncRNA J& py 3 [A] 21 5% 5% 1 Bl 19 AS i
i B A BT RNA 4 7, & 2 4 §§ % /D RNA
(MicroRNAs) , £ 5% 9F 4i i35 RNA (IncRNA) PR RNA
(circRNA )%,
4.1 MicroRNA 5 5 37

MicroRNAs (miRNA ) & —Ff /NG FE 4 i RNA , i
1% DNA %, 3 H RNA R4 B 1154 5% . miRNA £ %
W5 mRNA P B AN TS5 A 785 S I A 2
FI5, 38 H E7E3'UTR N . miRNA Af L i 2 5.0 )1
F, B A4) 55 45 ) A X s B A

miR-101-3p .miR-151a-3p % 3 1 515 2 71l
SR 4= B N QTR CIRE I (120 VS ST RN 270 Nt
it (Tkur) | H A6 228 38 R i K3l 3 (Tkr) | 928 3R
it K38 38 LI (ks ) S5 R0 85 0 & A= 784k [ Bl P
AR KRR, 2 5 BB O WU A B & 42 . miR-
4443 (hsa—miR-4443) A 3 1 8 15 TGF-B1/a—SMA/JiE
VA 5 a0 B A O JUL BG4 200 B 3 5, 4.0 B
SEREARY™  FELE R F A B D5 B T hsa—miR-4443
T R, W — 2P T IRBL

T8 K B A4 1 ) miR—-382-3p S &
5 G ERA5 A M 5, Wang S0 3 1o 7 i )
TS5, 55 UE 4 B 22 5 3% 58 (DE) 19 i 3% 4 W 1k
miRNA, £ & miR-483-5p, miR-142-5p, miR-223-
3p, miR-223-5p, 0] g i 4 M A A i 7 5 B 9 P
RIEVERH . miR-103a, miR-107 . miR-320d . miRNA-
486 let—7b %575 Tt IfiL 75 ZM A () miRNA |, 7F J B i
B ) Ak T R 5 B E Harling™ 2 1178 miRNA-
483—5p (e Ik ATVE A AR S5 B B 4 50 5 4

miRNA 5 EC &3 1 2707 i ER & | a5 1
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5 2SRRI 5 B0 A A % 5 3 2o 4 38 8 ke IR %
o AT R Al == N2 NS N R S B U R W2 o
A AL 30 4%, 5035 0 s LS 4 A 5 3 3 it 3% 20 3
A2 i ok A FH A5 5 i BRI R AR AR T i 5 A it i
s B A T R A (A AR R TR A

4.2 1IncRNA 5 51

1 HiF %K 5% JE 4 5% RNA (IneRNA) 8 58 X 42 200
MR A AR GRS RNA, F R |32 2R R0 A1 Jn
RNA 41, 2544 5 8 (1 4w i RNA 250, {H J0 2w 5 26 1
JHYRE 1™ IneRNA BAF 2 Rl S A s Jm 4% 2
fig, Hol & e gL S E 98 L Y B2 . mRNA A8 455
TR TP AR SR I SR S DR R

WF5T EL AR, 2005 0 M A5 5 9 A S 1 fige ik Ik
HBAL T IncRNA H13 3 35 52 10 IncRNA (1) 3= 35 1
Uy fig >k % ma % W kK A R B o 4 Inc RNA
ENST00000540578 AJ i izf 11 45 KCNA4 FE K™, 555
O EBIVE LA ) PRk AL, sE IR0 s R E DY, B 5
B BB & A 5 [A] BF SCN4A 8 6 3K iF 5% %] IncRNA
ENST00000583233 1) FRAK 5% 1™, SCN4A 5 4% 1] fig
FO O T RO,

IncRNA 7E 5 8.0 B LA 4kt B4 E R . Cao
ZEEISSTe % B PVT1 IncRNA 7E By 8 8 0 by Hh 26 15 7
&, PVTL 3 5 6 45 f% 5 miR-128-3p fij it ¥ Tefb/
Smads 155, AR 2F 0 i 12T 2k 440 398 78 R e i it
R ARTEC P B G5 LG o D B AR 0 S I g 1 21 21
(EAT) " 55 % 35 9 IncRNA ENST00000477227" 3 53t
NOS3 525 i A D R B i, 53508 7= L .0 55 AL
O A BT X 8 & A 3F AT M AR 4E 4B, IncRNA
ENST00000479930 i i TTC3 ¥ 75 TGF-B1 5 5 /Y I
i — (8] Jo3 2 A S A8 A 40 i Ak 5 38 0 TTC3 By Rk &
ot Bt de A B P S5 R S A A RN, 1T Sun
ZEL B IneRNA NRON AT 4110 B LA A 8 7% Y M1
WA I, 22 0 D 7 Ak, 5 17T 28 A 0 Dy B A, i
—HE T IncRNA 78 55 80 b5 LEF defb v Ve .

A W98 & B, IncRNALINC00694 . RP11-
243J16.7. RP11-535C21.3. RP11-20B24.7. RP11-
603J24.17. RP11-1057B6.1. RP1-267L14.3, RP11-
888D10.4 %55 TNF 15 53 % 25 VI AH G , W] g i o 9] 4y
TNF 5 53 B AH OC RAE B2k 2 5 B i & ™™
IncRNA-LINCO00472 7] DX i i ## 5 LINC00472/miR-
24/JP2/RyR2 {5 73 % ok = 5 B B ) & & 5 23

IncRNA HAH B AE R -5 B B0 5¢ R AWAH %), iX
e S SRR — 2 2 W IncRNA 5 B BRI AH 2,

S O G AT — Se b S UL 25 o B S T i
Kt 25 55 R IR Inc RN A B TE 5L 56 s P AL s fA 4
D5 i IncRNA B9 D) REAVE D& AR iR KA &
s ARRAE RPN HEAT A OGN 22 )5, 8 2 A [] IneRNA
A I PR 1 3B S 0 i E A IR YT s B S 1]
PIATRAY
4.3 circRNA 5 591

AR RNA (cireRNA ) 2 AT RNA UL 3 2
AH I T B0 P G BROIR 25 4, BA AR & iR E 1k 2
ncRNA FIHRFIR B0 . B RTHIE Y cireRNA DI g 645 74
P SE PR G 5% miRNA 45 2R 1 B3R AR 1 s AR
S BT cireRNA 78 5 8 & 9 v VR FBL R T A AR
HH B 5 (HL AT 4F R B9 0F 25 B 2 B T 38 40 cireRNA, 40
circRNA-000203 ., circRNA-010567 . CircRNA-100395
A AL E o FE IR R A T 0 B LA 4R AL R I 2 5 T
M EARE.

circRNA-000203 A] VE A Hi 21 4E AL F miR-26b-
5p BTERAR , 5 ZAHEAE R, {2 F 27 4 Ak AH O KL R fn 2
R KA T RIE, FEO N b i & A,
circRNA-010567 7]l i miR-141/TGF-B1 &2 F 1
TR SR 1 AU S LA K ao-SMA B 35, A2 R0 JULET 4
£, circRNA-100395 1] 38 2 ¢ 57 45 A miR-144-3p,
P miR—144-3p fig 0> b7 WUSEF 4E 40 il (HAFs ) rh £ 4
A AH OC BE A 1Y 2R 38 K AR £F 4E 1 E ] o cireRNA
hsa—circ—0000075 1 hsa—circ—0082096 TJ HE i 13 43 1
5 GDF7 M1 IFNG 35 4+ miRNA 3 47 TGF-B 5 5 1%
S, TCF-B 5 5 i = 5 5 Bl i & iK™
circRNAchr13-41887361-41865736-21625 #1 chrl3-
100368574-100301460-67114 7 J5 B #.5 .0> Fir 2H 41
)Tk B R B R E O T R BA O 1
cirtcRNA 5 HOEARL N KR EBRHARR,EE T 515
SEARFEIN B E ALY cireRNA . WK H) B iR 25 A0 5
AEATEHF H  TMEM245 724 T 0, Hofth 4 S35, 4
$5 ATP13A3 .FGGY .LAMA2 .OMA1 % 5™,

W H AT B RTIE K | cireRNA VE N B B G A W) b
BT RERY, HAE P B p 1236 TR A IR R0 T
ST cire RNA VR B, R 33 2 21 HAH BRI A9 miRNA
MIVEH . B AT 25 T A 5E cireRNA & 383677 76 H
F B HAEHIIR ; LA cireRNA A #8510 vh 25450 5 BR AT
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FE, 30T KA IT, FalF A8 o o B2 253R 7 b B
2P R AR AL TR R S

5 HEHEHRERBIAIAR

TE P EARSC BRI R, b3 B oA A5 Rl
SEEWE™ ., 7R D BRA BRI IRR 7 1, T IR A R
P HL 25 2 H B AU 2 — |, AR e s RO
LRI IR O s B 2L, 5 2 AR, S 4
RN LA 2 P B A A B BERE R 2 — o o
W, B R LB A BEAR S, 1T PR 2K P
Fe A HE A o Ay, UBA 5 kg B BH R, U 22 ok 28
AN, EFAR R RO R B AT SR A
T, XU RR IO DAy 336 45 KU ™ 1) 3547 i 508 AT — 3
P, b B PR L B WA B U R B2 AL T 05 A Y
LA

R 2556 b BRA T A A RE EOR, BAC BR A
MR G B 07 ik IR, R SOR e AR 22 Y
TR I T R BT 297 U . BUREE
BRUE-5 R LA 25 A2 P B O o B LA Y
BAERR SRS IS e . HATH BN T
by BRI ERA ST N5 AR T . PR
7 A P I HE RS B B, 7 203 i RAE AR
AR TRT IS, T BB ) 38 5 74 2457 28k, AR VG 25 ) 2RI
HAERIE RIS e 28 R e 25
ST PR R 28 AT g B 2 R 3z

6 Hib

6.1 DNA ¥ AALFesd & G545 5 5 9

DNA H AV — B s B e 1 , e 8 ol H 3
TN INE] DNA {85 8 217 IR ok s 8 % Sk ik #2 . DNA H
FACTTRBC R T — P HEN T 12, GRS f s (L 248
55 5 B gy R R R Ak, 7E SR B S LR, b B
) EVR DNA B ALK OF B 2 35, 5 4F % &2 1F
ISR

Emelia 5050 % O 2002 1 2450471 b B i
RO CpG L 1, 545 58 & b5 Bt 2540 DG 1 CpG
D785, DA 14 A Je a0 0 4 3 PR 4 I8 3 s A 5%
SNP, B~ 5 2 /D 14 CpG A s A 56 o WF 58
1s6490029 7E CUX2 137 /5. 5 ¢g10833066 A 5 Bk iz o~
FM, KIF1S W AR AT fi i o 3 45 2 11 BgAA 268 7
ATP i 3(PSMC3) 5 /N 8] B M B R PTJF (TINAG) |

nudix 7K fif i 6 (NUDT6 ) 4 2 3K 75 b B (%) & s h & 15
FEH™,

1C4 R 1k ANHRGE T LB L SR B S
BiAH G, DNA H A0 R 20 2 P 7 s B e () /R FH
IbFR A B TR B . SR R B A
VR 2 B b A SRR 0455 40 1 R 35 AR
R DNAE G A5 X BE R SRR 2, AR5
T 2 SRAB A X 5 A DG A8t A B PR EA T8 4, >R 0 B
i 2y Bk S A — B A S
6.2 AN MEFFE S 5T

U o 210 R0 ) A S S e o B 4 S 3 A7 A 1Y) R
TIE, 76 45 P B ke o J AR S, A M ] ) A S
BTSN E R E N AR TIie e R
Y2 EOL By WUAN M 22 18] 1 B AL 46 S8, 1 i 5 B P
A HL IR SRS E S ™ e i B Bt I s i 4R
Gy Z it A (s, al ek s A S R H . IE R
1) DI fg o> F Y MR 22 8 Tt T g & 5 805
B0 5 X s B B 1 D BB R A YA YT, AN Cx43 3
TRIT , O A A T R s B i ™ {H iz
FEN G R T5 2t — Lot

AN RSN S I R A N =R EAE L (It S 1
R 20 LR R A% S AR AR R B PR O AH Na e Uik
(528 5 ol By A B2 0 56 3% 32 B £ AE AL )™ E T
P 5 5 3000 200 B T 3 K = 2 ey ) b 9 3 2 B il
BEYE™™, W LB, %55 RNA 456 8 1 (CIRP)
AP A g HE 30 AN B BH PR X, ] Kvl.5, Kv4.2 Fll
Kv4.3 mRNA [ 2 35"k B H2 8 75 Kv1.5 Fil Kv4.2/4.3
A (235, UR 10 By LA AR 1] A A% 5 U555 s

KAE -

iR & B CIRP W& A A BB 47 5 B 1 i iy
e Hbr o
7 INEE

RAE R A RGeS AN FE S AR SRS RNA 4
HB5 B B 2 i M 06 AL 22 B R 2 B &, T NLRP3
AN TR T 9% 1 PR 1 0 0 B A Bl 98 E R
A, Xkt s LA A A 8 30 3 2R A R, 51RO
Pr K\ Ca™ HL L 235 528, 560 B LS B F A ) 28
67 IncRNA NRON VLR 5 RAE R WA K FR . L
il 22 [ P 3R R 2 A5 A A A i S S BB AE L TR AT R 4F
WY I6 s B, (A5 FRATT 4R 5T 5 BRI HL R i 58
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AR B EE XS T HLA 2 8] A 52 s T 5T, BF 23 B RE
) D7 BRI ST DR o R AR WA R LA [ Bz 2%
RTE B[R S LA 9 52 5, T % B B A o AL
SRR RORYT , B E— D OF T SR

ARFEATR T B B BELAE I 1 NPT R A R
R, H D B B ST = S T E R B . B
PR IEAL RET AN L A T D7 SUAE 2 R I R R
Wi, B 2 B SE RSS2 o BR T X P WA AL A T
pE— 2SI, SR AT, ik By B0 A, SR A 3%
P 4 A T 4 B R (LA v i SR B
JRBRI o R o T 29 L WL R PR B
Rt B PP A 7 5% i F P 2 ) AR E B

P B R KR 7 I SR R e LI LR 4 i ik

(14 Jra B, (545 254 AT A e 17D b 20— 25 3 LTy e
BT R , SR VY PR R — R ik, A 4
B ROTBIE R BUR AN, A BE A 1 B s . s
B R A AL B 22 A R FAIL A 22 I B8 A A 5 P R
2y 240 A A Sl R T2 4 o (A D H Al R
Xt T s B BRI 16 1 O 58 — HIARIE , b 28 A 454
Jay BR T e R 7 285, 7 BARBILR BF 5 2 245 W A3 B o O
T IR =, (A5 R B2 24367 B B T B 5
P34k TR BL . B R 25 7R 0T by Wi A LA,
g 25 BACLY BEA AT, 20 A BB AR A% v
PR 25, TR AT AR AL, 55 77 fie 0 v o PR 235
I R B WA I PR A, v R A 3 TR R
R B BeI T BRI 18]
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Progress in Basic Research on the Pathogenesis of Atrial Fibrillation
Feng Guangling', Zhi Qiang’, Li Xinxin' , Cao Yaxuan', Xie Jinhong’
(1. The First Clinical Medical College of Henan University of Chinese Medicine, Zhengzhou 450000, China ;
2.The First Affiliated Hospital of Henan University of Chinese Medicine, Zhengzhou 450000, China)

Abstract: Atrial fibrillation is the most common progressive arrhythmia, and its prevalence increases exponentially with
age. The treatment methods are very limited, mainly aimed at improving the patient’s existing symptoms, including
surgical treatment, drug of control ventricular rate and anticoagulation. The curative effect is always controversial
because of postoperative recurrence, drug complications, and undesirable preventive effect. All these factors have
contributed to a heavy burden to the society and the family. So far, the pathogenesis of atrial fibrillation has not been
fully clarified, but understanding the pathogenesis of atrial fibrillation is essential to improve its treatment. Therefore,
this review combined the currently discovered pathogenesis such as inflammation, protein stability damage, abnormal
calcium processing, and non—coding RNA with the research findings of traditional Chinese medicine, and analyzed the
application value of traditional Chinese medicine in the prevention and treatment of atrial fibrillation, in order to bring
new ideas for the treatment of atrial fibrillation.

Keywords: Atrial fibrillation, Pathogenesis, Progress, Traditional Chinese medicine
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