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78 (atrial fibrillation ) J&—Fh e i UL Oy RS H 9 , FE L
Bl AR AL A 3, HG FORE R A R g R g A g
BT R e X R AR B s ) R B R A R I T S A 1
Sk, H IR TARR T 2 — — W5 A2 T B A
02N BB o LA ST R, R e TR A 5 BRI T K
WATTH TS Y o miRNA fE 28 A7 AE THL

PRASZHAVR GE I35 W) T, A 30 A SR A 5 A A, AR SCORE il
miRNA 5 FrHRi0 K R B —LR1E
— B A A HL

(—) B B A v, A AL

1. S (ectopic firing ) ; 1E 5 U LA BRI 437 Fifi 2 B+ 7]
S AL ) AR AR — 2 0 L R AR AL T S M S
{37 ( resting potential ) it 40 M8 JEBR #% 1k ( depolarization ) , 833 — &
F) G A e 101 52 B i B L 7 (repolarization ) KF-, #iA A
P PO JUL AR L DR Ry s - A sl D i B 1 N g,
i E BRI, B E AL T, SR 52 545 0 b s i T H At e
R SRRSO TR T SR, R AR AT R
SR PN BT, BN i &3 B (trigger activity ),
RIG BR# ( afterdepolarization ) , 73K 5 J5 B (early afterdepolar-
izations , EAD ) FlI J5 554 ( delayed afterdepolarizations , DAD) ,

EAD (7%= 5 BB L {7 i 72 (action potential duration , APD)
FERA G, LAY Ca” " 3830 75 APD AE K 309 4 5B ik, 9 9 A4
Ca” JERLT BB SE MK QT ]3£3 45 i 46 2% 53 1A
APD JE K72 ) EAD 78I 8 D5 B, LI Ca™" 57
RN R 5 DAD KAARSE, 7O LANIRICER I, o Ca®*
P2l & B PI LR I Ca® " AN, 9 O LA e e 5 5, L
W Ca®* AN I FEIR Y Ca® " 338 -4 JE B AZ 1A (ryanodine re-
ceptors , RyR) . — BRI, RyR 7E AT 5k AL F 56 PR S  (H 2
M RyR 55 s Ca® " B B B, RyR 2 HF O T il
Ca’" . BOAMIIR P Ca®" 438 ik A0 MM E Y Na ™ -Ca® " A Hufhk
Heig WAL, TS| & LA Na ™ PR, J9T 77 26 1 B il B 385 3
DAD KAE" . FElAEL BN Ca™ S, A RyR 28
AR AR BT SELT) DAD BRRA K B RN E

2. iR (reentry)  IEH I T , S AL A 0 ph 3l o 145
1R TE AR (vefractory period ) PN, OoIE I sh Bl 52 P 45 vh sl
BRSO B SO D A AE — 2 I 2 ZURR I | sURR A
IR, SRR S R SO RS R s 2l e 2R
NEHAFD), YT DO U A BRI SR
PEAE SEOG APD 4%, BUR O B R O WLEF 4E AL TR 4
IR 2"
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1. AL ER B Ht s e 3, 2 O LA 2
B RN — RIS R R G P
BAEhGE T Ca® " I, SECT A Ca” B S ALC LAY
TR IHRHLE, 5 Ca® " NLEIE 2RI K A R it | T 4
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FRE R RN O LR T A 5 5 B 5 P i S R T
G, A5 — Rl PRIDGAT 5, W52 5 1 53 B % RISV
TR 2549 (9 AN HURR S

2. GERITEAG- O ILLF A AL 25 TR L LET 4 AL o T B
AiF A P i B 32 38 R AR WL . O JLET 48 Ak — ELIE 1R R
AR | DR T 97 0 WL 48 £ B4 T R 36 97 B B 4 — 37 L
B DL AL 0 AR £ A B R LR S AR G, fe LA
PRI PE T T D RE R A R B 0 B B 1 o I
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LR TR R

O ILEF AR 5 732 B4 B S 6 42 150 46 A O | 4 v (A 3
TE VLALLM A B P L, T 4 M R 8 A i
LT AL AN TR RO LR 4 R T | 3 26 PR 7 2 S M0 LA i
FH [FE OIS ROS  TGF-B . PDGF 4545 4H 44 K
DRI F( CTGF) 45 0T LA 842 i 7 44 40 B 0 A 5 P R AR o

3. WRZSRWEE A ; 11 R 2 2R G AR S SR B R A A TR
WHEZ " REMZ A P BRI ) K T
B S APD 4 PFIR KR AENR . - LR R Z RIS &S
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DAD A (A B R A 8 53 B 3 AR O 26 3 B )
BRI AL T 0 S A 22 I e B e L T B R
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. MicroRNA (miRNA)

1. AW RE : miRNA 2 — KN 18 ~ 25 P REIFR Y
JELD/N RNA (955K, & S HEIH 3/ UTR X 4% b 4h 4, 4
THRSELR R W RIS, A A S PR 3 I R 4 ) T LR
—, FRIBFE R miRNA 2 AEE TR AT, 25
HMIEAE ML T RIRCLE Y2 DI RERY IR . miRNA 720
B RNA B4 1T A BUSUE R IR | 75 OB IR Drosha 11
VERT I T IR miRNA |, FiHK miRNA e85 H 8 115 IVER T
Wtz R AN, 75405 Th AT miRNA % Dicer il
JINT AL A 20 ~25 N3 R 1 XUeE RNA, Bl XU RNA 431k
IEEE) miRNA B, B S RNA ZE I A RNA HH G
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TUBRE AR (RISC) , B i3 3 5 i R 8 A 441E T, 5
LD mRNA3'UTR KRR SEPELE & 0 T SN A B i ™

9T B~ ,miRNA T Z 2 5.0 M8 RFE IR REE, SRL
VISR AR 5, s WUAE AE O LR JE 0 g 5 o AL 45
el e SRR ) miRNA K # A Ik B ) RE s
Wb Emr R,

2. miR-1:Yang 25" BOBFSE A — 48R T 4E R ILA B S 1
(1 miR-1 75 2O LB L WU B9 7R, 5 T30 U L, S
DL miR-1 3 A5, IF Hoad ik miR-1 7] LA 58 QRS A
B BARRCo UL T B8 1, TR] B2 55 MO JUL A0 B RSE 1) e il Ak KT
AR SRR miR-1 W BAAR T O 5 10 K A % I Sty
5 miR-1 MR ERRE KRG, #—PHAI, miR-1 7]
W GIAL (ZRiBiEiEE 1 43) JKCNI2 (4% TK1 /I Kir2. 1 F1)
JEPFIK TR IUE S 55 —T0RFSE > il i miR-1/-2 45
SRR A/ BT 7R T REIK miR-1 RIRESFRAROIUE S,
T PECO R H I miR-1 75 e R 7E — 1 AKOF LR RO
WU HEIE 3, Terentyev 257 B WF5E /8 T 5 miR-1 #1C 1Y
Ca’ " JEPHLE], 25 50 & 90 8 miR-1 23 W1 hn ca® " o 3 m
RyR (BRI , T3 LK R Ca® " ¥83 , f2 E T 45 DAD
FHICH B A, ISR P £E M R miR-1 SRR Y
2,58 2B O NHEA D miR-1 F£35 T MR TR
FA5Ak. Girmatsion ZERFSE " KB, 5 1E % AL SUH L,
G O R T MR 3 T, 52 M50 Kir 2.1 2
i 2 BT A Kiv %030 JE A & A5 fk TR, s B
BH AL DAL miR-1 FA I TR, i miR-1 Al
WS Kir 2.1 FE A _EIE KL R, et T B8 & A4,

3. miR-328:Lu 25" pHF5Y 7% miR-328 A LU i T 1-
Cal. THERE BRI & A, 0798 2 B0 miR-328 1 5 B sk 2 5 B K
BALOHUH R & A 3 T m . TER o i B
miR-328 SV miR-328 53K/ B 77 CIERT T E I Y miR-
328 A LAl CACNAIC F1 CACNB1 FER Z235, MMl F 14 ICal
A5 APD AR B 2R TS — SRS ) B R miR-328
AT LA caveolin-3 FZE3X, M caveolin-3 BN S5 T .0 L4
JuAR 22 5 38 18 I R

4. miR-133/-590; WF 5% & #8 55 — F .0 LS S5 % 9 miR-
NA—miR-133 , [AlkES: 5 P850 UL AN 25 F38 38, Xiao 25
(AIFSE B, 7 M R f ) SE B A AL rh ) S8 QT (R AL K 55
miR-133 534 _EEA S, T B miR-133 By Kk, & B KC-
NH2 ZEE iS¢ ERG FIXHAME], M ERG W 550 WLAH i 52 #
SRR IKe A%, TIRERH Y IKe 30 T QT (Al %E K  APD i)
WEERY | Luo BYBFSE R B Ah— A FEH  KCNQI , [R R 3%
#| miR-133 J##, KCNQ1 4t KvLQT1 K ' i#if o WIS IKs
AHIC RO WU A R T o) — AN KT i, Y ZHERIRE
BELWT TKr 5 , 90 TKs S Akt 75 | [R]Af miR-133 26k Rl
EVBIESE IKs BT RBMES 30 5 —Fh et BB 6 L X
SEFRIE A miR-133 T8 3 IR 45 0 3k R AT DA SE O 3 B TR A, DA
PEE 5

AN, Shan ZE [ WF5E % miR-133/-590 ] L3 s A
TGF-Bl WFRIES 5 0 a5t A . B FJE T Jlc L4
R S 2 0 VAT HEACTE B, 32— A AR T o B, 7 A Al
o TGF-B1 FILAZ AR 1T (TGFBR 11 ) 26 B AH R FHi5 , 5 e R st
miR-133/-590 FERANIFEAL, 1 miR-133/-590 5 4% J5 .00 AE B
Y40 A R T TGF-B1  TGFBR 11 3235 F W, e R 1T 5 18

> I miR-133/-590 ELAHLLF4EALBrER] .

5. miR-26/-101 ; F| FFE 8 A Al QRT-PCR 5 AR | Luo %57
PR T TE GrE s R (1.0 (LA 21 miR-26/-101 3k i % 1%
i, IR A5 W 4 B R, &% B KCNJ2 4R B9 Kin2. 1 28 152
miR-26/-101 FFEHE S . T Kir2. 1 5.0 U400 TKL A5G, X R ke
5 P8R G

6. HAth miRNA . 53 7h—2E 5.0 IEDIRESC R B2 1 miRNA #
TR 25T A bRy, IEA R VE B miR-
208 Al miR-21, #H 5% s 5.0 IUIEJE |0 7 3238 0 LR B
AR L miR-29 \miR-30 \miR-133 il miR-590 % UF 52 A
AL AL

st

YER H 2528 I K B 5 22—, BB & A i — 2R A AL
RS . ArFHL A 5T G B, T LR A b T fie S A
KFEN TR 4, T miRNA 7 B RTAFSE i 2 —,
EEXTE SRR IR T 8, 23 S itE— 25 0 R B BRAIL ) R & B
HRYT T B IR
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