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MicroRNA-146a is a member of the microRNAs. It regulates immune response, inflammation, tumor,

cell proliferation, differentiation and apoptosis. In addition, It plays an important role in the process of pathophysiology of

cardiovascular disease. It will be a new therapeutic target of atherosclerosis by using microRNA-146a to suppress the inflam-

mation of atherosclerosis.
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BRI T 88/ 8, 5 [H ¥ «B (myeloid differenti-
ation factor 88/nuclear factor-kB, MyD88/NF-kB ) |
MAPK/EGR $i 1/2 NF-«B il 8 (13 2 ik
T JUL P - 3-8 ok A4 0 308 Bt b 42 i sz =03 192 25 7o
F RNA 455 H I BESS T 014R miR-146a 1T
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S 2R 40 Y ( dendritic cell, DC) W], FiE K
miR-146a A& T 1H CD40 itk ik, 2577 DC
4 B B ik PR MiR-146 8 AT 58 o 7 5 9 4
TRAF6/IRAK1-NF-<B % fi£ #f DC # 7=, miR-
146a 381 T JAHE L K 25 R C epsilon, 82 5 5|
Th1 4436 bk IR 35>, it # ik miR-146a
BB I 4% Fas BRI T--1 S04SR & I A I T
AT 53 AN B9 K BRALE L ST W UL AN
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FERIL, P 21 3 3l Ik K B 3l ik i) BE B 41 20 miR-
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PR R 2 e s S5 5 A R I E A% AR ML) miR-146a,
IRAK1 ) mRNA, TRAF6 () mRNA LI K& TLR4 f)
mRNA S KPR 5 IR 30 Jokope i 18 2 B i 4
i, et BRI B ER RGNS T 22y
Wigyr 12 - H R 3 kB B miR-146a Fl
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ML miR-146a 1) 3R35, IF g W 35 0D/ BB 5 4
JfL | BPUAZ 20 B AR 9T LA B /0N B Ik ks A 1 B e )
TR, DL RPN SE B K W], miR-146a 5 As 1)
KA A VIR R 1 5K miR-146a BEA il
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1 SE I PRI AIE T miR-146a %F TRAF6/IRAK1 W4~
MR R AR R, R E RS s SC g rh i
WRBL T i k7 BUD L miR-146a B8 35 0 2 0
WLA B i P 1475, 29 T miR-146a 7EBGIG O LK)
et FEEAS 5 07 T RV 77, Halkein' ™ S5 58 & 3K,
] FEL P 30 WU A AL /N B miR-146a Y 3RIA | REDH
55 =10 U, HORBHAS I FL, HH T miR-146a
ATVEA B .0 LS B i6 97 8 44, miR-146a 71z
W25 2R AEY R, BT R miR-146a 5
A M98 IR T T T RIS AT A 2 AR AT
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miR-146a i i 5 Z AL A mRNA 9 3’ UTRs
54, TR mRNA R A BT R 3R 36, S8 i 2
K 5 e AR, 2 5 20 2 22 1 AR P E R 1)
VAR . ZEME . B B S BE PR O I
KRN % S 5 T, miR-146a 8 T R B A, 1
miR-146a 75 H0 20 Jik s B 5 1k ™ R B KR 97
T2 3012 QTE . R 2 Sk 2l ik o R 8 AL 36 7
T T — AR B, ARk TE Z W WF SR s ) T
Ul i 21 S0 i B g 1k F 3k miR-146a , M T 3071 A
KA G — RIVRAE N2, A miR-146a 5
SO LB 995 TR R TR ) 43 - SR A 34 75 oK ok B 2 F
FEHEIA O 2 T e A G I FEJE AT S0IE . Ak
miR-146a I I PRI 75 220 2 S50 258 3% .
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