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Regulation role of miR-146a in mucosal immunity

LI Yan-li, SHEN Yuan-ying . GUO Le (Department of Medical Microbiology and Immunolo-
gy, College of Basic Medicine Sciences, Dali University, Dali 671000, China)

[Abstract] Mucosal immunity is a significant component of the whole immune network of the body, and it is also a
unique immune system with unique structure and function, which plays an important role in resisting infection and is
the first immune barrier for the body to resist infection. In recent years, more and more studies have reported that
microRNAs (miRNAs) is important in the regulation of immune function, and miR-146a is one of the most impor-
tant miRNAs that coordinates immune response and inflammatory signals, which plays a key role in a variety of bio-

logical processes and pathways, including immune response. This paper reviewed the research progress of miR-146a

and mucosal immunity.
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B A mRNA s AT B9E DT 7E 5% 5f 5 7K F- i 22
ZH0 5 5 R Yt AL miR-146a J& miR-
146 Z % (A4 4F miR-146a Al miR-146b) i 5t = — .,
miR-146a 5 [ & FEAE AR ] F-«B(Nu-
clear Factor Kappa-B, NF-«B) {Z 23 i% 19 1 $52,
miR-146a i i [ (% NF-«B 1l TLR4 #3525, 3 1

NF-«B j8 % T i & 4 K F 40 A K (TL)-6.,1L-18
098 IR B8 R F--o CTNF-o) 25 48 g R 1 43 i
TE A ] 8 E IR 19 Jon 26 7R 4 415 286 O G 328 RS O 1T K
HEEEAEM ., A ST IE 1Y miR-146a B H#4EH
AR 1,

F 1 SCHRGE A miR-146a I8 5L A L
LKL K i it R 5 4 B bR A & B 4iE 77 50 PRI 2% 30k
TRAF6 HNECs, IEC-6, BEAS-2B JEN GRT-PCR. Luc. WB. | W% 38 6 9 « G o P08 0 45 05 . (47
microarray o il 5 9
Notch1 Primary human chondrocytes A NER qRT-PCR, Luc, WB HRTR [8]
Mouse articular chondrocytes
ZNRF3 MG-63,HOS cell lines NN qRT-PCR, Luc, WB TN [9]
IRAK1 DICs, A549,BMSCs AN gRT-PCR,WB, B AR L B R KT R [10-13]
FACS,ELISA, Jigi PAY £ 1t
microarray
Hab18G mouse Huh-7 cell, HEK 293 T, mice NN qRT-PCR,WB, Luc iR [14]
SMMC-7721 cells,human HCC
cell lines
RelB Ly6C high monocytes, Ly6Clow /N qRT-PCR, microar- FHR [15]
monocytes bone marrow-derived ray hybridization
progenitor cells
Camk2d HEK293T cells,mouse primary AR qRT-PCR, WB, Luc, HXFHR [16]
articular chondrocytes mRNA microarray
Ppp3r HEK293T cells, mouse primary A DL qRT-PCR, WB, Luc, HXPTE [16]
articular chondrocytes mRNA microarray
Tgifl HEK293T cells,mouse primary NN qRT-PCR, WB, Luc, HXFHR [16]
articular chondrocytes mRNA microarray
TLR4 human RA-FLSs,rat RA-FLSs A LKER qRT-PCR, WB, Luc, 2§ X iR &7 [17]
FACS,ELISA
WASF2 human gastric cancer cell lines, A qRT-PCR,WB e [18]
HEK293 cells
CARD10 SNUG638 cells, HEK293 cells AR qRT-PCR, WB, Luc, H¥# [19]
ISH
COPSS8 SNU638 cells, HEK293 cells NN qRT-PCR, WB, Luc, B [19]
ISH
EGFR HNECs, AsPC-1 N qRT-PCR, WB, 18 5 A L B g [20-21]
ELISA, Luc,RNAI
IRAK?2 colonic mucosa tissue A qRT-PCR PE 1 7 [22]
OX40L condylar chondrocytes K WB HXATR [23]
JAM-A HNECs A qRT-PCR,WB, b I [4]
ELISA
IRF5 PBMCs,293T cells, SMMC-7721 A qRT-PCR,WB,Luc  RGHLBIRIE [24]
cells,293T/ISRE cells
STATI PBMCs,293T cells, SMMC-7721 A INEL GRT-PCR. WB. Luc. [ £ %3 M 5295 [24-25]
cells,293T/ISRE cells, Treg cells FACS
Smad4 BMSCs A qRT-PCR, WB, Luc, B Ji 5 A5 [26]
FACS
Plk2 lin-BMCs, EPCs JNER microarray, ik ok R R Ak [27]
qRT-PCR, Luc
LICAM MEKN-45 cells A qRT-PCR,WB, Luc =i [28]
CCL8/MCP2 U937 cell line, primary human A qRT-PCR, Luc,ISH, HIV % [29]

fetal microglia

ELISA
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Liug- 97| 2 i 2R 58 4 AR A e B E 77 = PRI 2% 3k

FADD human breast cancer cell lines A qRT-PCR,WB FL [30]

MIF BB Wi L/ g =g5Ik7] qRT-PCR [31]

ROCK1 ATPC cell lines(DU145,PC3) A gRT-PCR, Luc. WB, i 5] Jit %6 [31]
FACS

CXCR4 human breast cell lines (MCF- 7, A qRT-PCR, WB, Luc, FLIR# [32]

HBL-100) , HEK 293T cells ELISA
KLF4 vascular smooth muscle cells, 293A A qRT-PCR,CHIP ML 55 188 A e 9 [33]
cells

JAM-C HUVECs A microarray,qRT- JioE= [34]
PCR,WB,FACS,
RNA

ICOS-ICOSL  HEK293T cells, tonsillar cells NN qRT-PCR, Luc, RAELEAAE [35]
FACS microarray

PTGS2 GES-1.HEK-293 A qRT-PCR, WB, Luc, H# [36]
FACS

COX-2 hASMCs A gRT-PCR,WB I [37]

CCL5 DICs A qRT-PCR, WB, B8R ™ [12, 38]
ELISA,FACS

CD80 DICs A qRT-PCR, WB, B R [12]
ELISA,FACS

cREL BM cells /N FACS,qRT-PCR, F 5 G MR [39]
Luc, WB,ELISA

NFATS BMSCs KR qRT-PCR,WB, Luc ity H i [10]

FAS B cells, T cells JNER FACS, Luc [ B G i I B8 40 i 1 A i 2 [40]

7 Luc B¢ K B 2 36 R ARG s FACS i 20 41 i 43 1% 5 qRT-PCR Ry SE B ¢ % &8 7w PCR; WB R 2 [ i B 5 microarray g 3 [H i
F s RNALD RNA T30 ISH Ny JEA 2258 s THC g 595 24H 214k 2 s microarray hybridization Sy ## B 51 22 3¢ s mRNA microarray mRNA i {3 B4 41 5

ELISA Jg i1 6 52 W X 86 s CHIP Jhy e €4 i G V€ o

2 miR-146a SHERE

Bl G LA [ A G g e M S I M e
P R AR T 780 B 3 1T R 2 B A L A 2 rh i A S
o7 285 AN AS S 38 S5 I B 0 B 46 A S 34 T S B8 R
PEGRE N B o 35 N e T I WL AR 52 R
Jei - TR AR S U0 B AR R BT R & 2R T Ak B A
Sy ACER R BE R T R S AR A RN Y 4 R
A3 Ao R A A G 94 20 N 43T A e N A 98
b R AE AR ] miR-146a 16 55 [ A 55 N &
BRI R b L i S L E R (YA
2.1 miR-146a 5 #5088 B A 98 o 4
2.1.1 miR-146a 5 25 12 FHIE DGR BE A b
J2 VR 9 1 M ) SO R R RS TR AL 1 4 A1 Y
A AR S5 A o T 6 B A R BUATL A B 4
JE AR A ) AR 5 — 3 57 B 5 K 1Y) 5 I ) g AR 3
DI R R RS ETIRE N R R SR

miR-146a 75 4 +5 i J5 58 8 P F0 8 42 25 It e

IRE R IEEEAEH . Miyata VW5 R . A
ShEE b e A0 i 32 5L RS M 1 R [ plyinosinic-
polyceytidylicacid, Poly(1: C) ] #l i, i 1 TLR3
I 0 5 8 B ULEE 3 3 A (phosphatidylinositol 3-
kinase, PI3K) .c-Jun & & K ¥ % fiff (c-JunN-termi-
nal kinase, JNK) il NF-«B (&5 i ({2 {#f miR-146a
Ik TE i miR-146a 8 m) 5 TNF 52 440 G H
6(TNF receptor-associated factor 6, TRAF6) {i¢ gt
R EREEA 1 Cclaudin 1) FEZF M T A
(junctional adhesion molecule A, JAM-A) i ik,
oA R T B I R . Hu U C iR R W 4 i
B W A B W A0 3 9 0 5% miR-146a-5p 1Y
SMIAAR B 8] 4 T % HE R BT 2 5 C(Gunctional ad-
hesion molecule C, JAM-C) , P T R AR A B i ik
B2 240 i 308 35 R BRL A AN B B N B RS DR B A
W SE B PE . He S50 30 2 6 JC B iy / 750 3 Cis-
chemia/reperfusion, I/R) & & ) #F 5T, #f & miR-
146a 1L i TLR4/TRAF6/NF-«B i . 3% K
N T/ R A543 DR 7 i o6 15 5 I R 246 M6 2 21 4 52
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SAE W IR R A . DL b B0 3R B miR-146a 7] {2
HE B R R N A i v R B
W AE P R R S8 L DT HE AR SRR AR
2.1.2 miR-146a 5§ #EEH fxmEf 0T RE
i O e i SRR L R A 1 S 1 O L L e 13
SEITE R R SRS 5 A G A RO 4 F
Hy TL-13 S5 2 40 it 5 A 5 04 40 S I 2 il
miR-146a ik T} & . miR-146a £ 35 5 )5 K G RE.,
S VIR G 2 A AEAE 5 1 B 2 — AP miRNAs,
E A 98 i N7 A Jim = RN 4 i fo e R A vh e R L
PEFSY . —1H miR-146a f % ik K -2 4 W] 5 5%
B XG0 S 4 SR 8K %) e % S o Tl 52 9 T S
M A E K BRI I A0 i (NR8383) H
I ZE A (trichostatin A, TSA) i 1ok F 8 miR-146a
(10 22 TR A AR A 2 P il 58 495 5 AR v R P SR T REEYY
Vergadi % iF 58 22 B AE Ake2 3 P Bk 14 6 7
It 453 495 79 /0> BRUBE 8 e, /N B 0 200 3 3 miR-146a
1f FRIR I TLR4 {5 53 # . DT f £ 1n) M2 4
RFT Gy A6 % Bk $E 3 R AR
Duan 51" F 5% 3¢ W 45 B8 18] 78 5% 40 M b @ &
miR-146a-5p {9 4P WA 438 5 T I IRAKT FI{G {6 T
A0 5 1Y% Al F (nuclear factor of activated T cell
5, NFAT5) i35  FEAR A 28 0 9 98 T2 LA S g e 4
TR SR — A AL A A GNOS) L3RR A -2 (COX-
2) FIEAAZ 20 i Ak B 1 1 (MCP-1) %5 14 B il it L 17
il /0N B 5T 40 L ML B8 I 4 6 AR £k A 6 1Y R E R
N FE IR IS B R 2 AR T AR . OVA
5T 1 /0N BB R TR 4 R 28 IR 20 i (bone marrow-
derived dendritic cell, BMDC) 53 5 $: 48 SiE # Bl o,
it % 3K miR-146a 8 & #1 ) Notchl {5, 1l il
DCs 18 i 2 br 4 CD80 Ml CD86 1y ik , 3 b
12 98 240 Jf PR 7 TL-12 79 3 0 o 338 0 e 4% 1 4 B I8
TGF-g1 # IL-10 Pl &% CD4 + Th 41 ig tf Foxp3 ¥
Fik, MMiE S BMDCs (1 40 5% if 20, 5 4%
IL-18 A1l TNF-o B A 175 5 1 BRAR 5 5B 40 M 58 0 A
RUrp, RE N B PR3 B F miR-146a Fl i 8 35 36
T 52 1 OX40 # [R5 B R OX40L £ 92 4E 21 58
FoIB W FE WG O 4 R IK T R ) miR-146a
i 4w A OX40L #1ifi OX40 By 3% 38, ok 2>
MMP9, MMP13,COX2 fl ADAMTS5 %5 % i [+
8 8 1K o DT 410 o) & RE S I . e o B AN A A A
fI40 g 2 OCCM-30 w1, 1L-18 5 % 5 % 35 B miR-
146a-5p MHIFAE 7 1L-6 Fl L-1B Yk . it
RAE . DL WESE B miR-146a A8 & 7E [5 45 e

P& AN 380 S 8 3 A R B R R AE A
2.2 miR-146a 5 L& o 0% w4 38 NI
P IV R A 2 5 A 2 O A T 14 B S5 80N AR
MBI R W] 23S T 40 A 5 00 40 i S 52 F B4
M A SRR S . TR A BEST oR T 40
B A A 5 1 G 1 B 0 B 5 miR-146a £ ik
MR A O R W] miR-146a 76 B A IS B P Ho 9% 5
e[l A R AR

T 4 i A5 1 40 M 22 025 5 miR-146a ik
Ak % YA 36, Curtale 297 % ¥l miR-146a £ 4]
I T A0 ff b 38 B, T AE IS T 40 M b KR
ik miR-146a il it # [n] Fas AH ¢ 5E T2 45 0 B 5 A
(Fas-associated death domain, FADD) /> 1L-2 1
30 o ST 9 3 AR5 5 B 41 B2 T Cactivation-in-
duced cell death, AICD),J /> T 08T, N1
A BT R T 5E M A N . Lu SR F 5Y 3% B
miR-146a 7£ ¥ 5 ¥ T 40 J@ (regulatory T cell,
Treg) 22 PR IK . miR-146a #E [0 /E H] T T &= -
YUFEN-) Z ARG 5 Tl 5 55 5 5 5 5 0s B
F 1 (signal transducer and activator of transcrip-
tion 1, STAT1D), i IFN-y 4+ S Thi %5 B
% LT miR-146a i 5 25 5 30 2 e b 2k I 15
Treg 20 if 50 12 410 1 3o B 1) B 5 S o o BTG A5 0™ B
(9 1 B S 8 Pk P . miR-146a E Jy — Fh 2 B2 14 43
T s T AR B RV E CD4 + T 40 B 73
W TL-6 A TL-21 Frifs 3 19 Th17 04 ik 4, 3 1l
B G PP 1 & 2 R R e . Zhou 2N (1
FEFHFEA E T miR-146a L P45 Treg 40 i 21 G
AIE T miR-1406a 7275 2 11 28 XA P & 35 & (rheu-
matoid arthritis, RA) B#& R IR, S Treg 4l
Jif e Y B A L DN RA SB35t 30 S 6 198 S 2 S g Al
RAE S 6B miR-146a 75 4E 157 38 BE f0 92 F by v i
FEAMEH ., Emming 55 FF 55 KA T 4000 5%
s BHLHE40 3@ 2ok 88 i i) ZC3H12D S54 58 5k
PRI 2838 BT NF-kB {5 5 38 %, 1 /5 28 35 1Y miR-
146a il NF-«B #i%. Yang Z°Y B9 0F 58 iR 5
I 25 R — B0, miR-146a i i % 57 NF-kB {5 % i #%
Al CD4( +)CD25 () T(Tcons) 4i fifd #ft 1L-5 Al
TL-13 0 235 A7 RS R B Ky 175 5 1 3 36 P /) B
PSR AER . T35 RA & CD4" T 4 v
Fik B FE LA miR-146a. 58 5 F 8 Fas #5¢H F
1(Fas-associated factor 1, FAF1) iy 23k , A 3 H
T AT

B 40 A 5 B A TR S 95 25 R A 52 miR-146a
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Tk AEA R . Pratama %5 F 58 & B miR-
146a ¥ [ /E A F ICOS-ICOSL {55, Bl T 3 i 4
B (T follicular helper, Tfh) 48 8 il 4= % 0> (ger-
minal centre, GO ML R BR# GCs H % Tth
MK T GC e B 41 Y 2 458 70 5 it 52 110 4
£ miR-146a £ 238 5 4755 GC B 41 g 9 CD40
BTl PSR S GC R, P77 A B X2 AR M
A= W B 5 2 HLARE GRS RO I B 1k AN A B B
B . 54 Amrouche 5550 7E B /N ER B
RAFFAE B A B S5 25 5 A8 B BF 58 o K B miR-
146a-/-/NTE R Z L FE P77 A B B S e PE SR X
5575 BB IR R B0 5 A0 i 5 B AR ) Kim 1/ Tim1 €3k
87 1 i 5 6 R 1 B4 L (Bregs) 19 45 A 6
/N L W A B A b ok 35 Y miR-146a EiF B
20 i v A BR AR 1 S e 4 DNA B4 iy — > OG5 A
2 14-3-3¢ YRR, BEMTHY 5 B 20 M0 1453 0 1 IgE
O B 4, X R W] miR-146a A B T 400 ] 2o Bk 22
i LA TgE A 5 00 Ok 0 N i RAESY . LB
WK T miR-146a 75 4 45 38 B P 50 9% i) 5
BRI AHBARPL R S0 0 75 20— L o . R
S BETENURLE £ B 0 A T U DA M S e 25 5
o 28 e 25 22 [1) 1) P-4 v 2 47 T A T T S )
O 28 T 5 S5 S A AE R AR DG 14 1 B SR e MR

3 miR-146a 3 FHE R EMEERFNEEER

R 5T R WA R 4 [ ¥ TFN-y, TNF-o #l
IL-18 MR A9 T o5 AL 1 Bz 4 il CHRPE) |
NAEF- 18 W4 s C(hASMCs) F Il 3 H miR-146a
2K TR 1 miR-146a B8 [\ 4 A T IRAK1 1[4
Pal 45 NE-wcB 3 8% 3 177 00 150 00 1) € 12 77 92 s 1) 48
iE 79 Ah miR-146a % 48 5 1 i s (in-
flammatory bowel disease, IBD)™ 1 I/R 45 {555
WA — & B W B 36 I7 ¥ J1. Mirzakhani 297
9B 78 miR-146a 5 IBD ¥ 95 i M 45 £ 2 71 41
K miR-146a 76 A\ IBD &b J&] i 504> 1% 4 A b 32 3k B
I T AE S IBD 1 245 iz b 168 A1 I ¥ v 3K R 8. 2%
e ix W] miR-146a 76 B A IBD 1A 8] 4 Fh
KN ZFHERE., Guz EPRAM R L. H T &
AL B A 2R R N2 9 & % miR-146a, 45 W 1 Je 40
ffl Z T84 4 g 7 78 FL BRI V5 240 L 3= T s i Rk
1 miR-146a # 1] F ## IRAK2, [ ik 1L-8, TNF-q.
CCL20 1 TLA1B By 235 o BRI SG TK H 5 By 8 52 17 1) 5
J& DT 22 fifk 45 1 %66 IR 98 E S . miR-146a 7 18 P

B PR A R AR . 2010 4R Liu %5
WF5E B IR K B TR AT B ( Helicobacter pylori, H.
pylord) RYLIEH 1 LR AR GES-1 41 jg fir 5 &2
A 9 AE S Y miR-146a 15 g i 07098 9 D 5~ Je ik
A R 9 IRAK1 Ffil TRAF6 A 3 ik, Bk NF-kB
WP, T 2D TL-8 \GRO-a 1 MIP-3a f4 43, %
H. pylori JEY N B A R SGC7901 4 i o
1 #I5 BY miR-146a DL R AL #9757 A0 i)l TL-17A
B 51 K& B9 R RE W, Liu 28050 f fF 9% ik — 4 &
M H. pylori JEYLH) GES-1 i+ , miR-146a il
ao B ) 45 G O B A I A — A R R i 4 i R o
AW EEE 2 (PTGS2) [k H. pylori YT
B RO b Bz 4 PTGS2 2 F Y 23k, i 22
fif# RAE . LA EARSE R W] miR-146a 7£ H. pylori
SR A G TR 1 28 b R A R AE T IR I R
miR-146a 1EAN [ 20 g £ v a] $8 (] 38 42 40 [5) 19 25 3 %
FEAFARL A 2 WA FH & 2 ] R ) A9 400 L 2% v 88 1) 8] 42
NI R A R ) A= 7E

miR-146a Bk T 76 L1 1 IR & F 5 1 38 568 58 08
rh R 5 AR AT AN L 38 AT 45 22 Tl I 0 IR AR
PR GRNE R AE . Yan 852 F FH A b b 40 i 3
PR 1 RN S5 5 R A M A ST P 0 S S A A
AL AL, miR-1406a A i ik 4 [a] 400 1) 2 B2 A K A 7
S CEGFR) M ih. i B EREB X ENA
MUCSAC sy il Z B . B i T B0 1) (PMD
A LG PR, PM 1 E0E NF-«B {5 538 %,
P Nl 52 AU B R 20 (BEAS-2B) 1 4 4E )2
s 18k BH ZE 1 Jifi %% 95 (chronic obstructive pulmo-
nary disease , COPD) R & 7E N Ll rp =4
(5 i g 5k A AR il b Bz 40 s (HSAEpCs)
FRY SR E » 3 9 Aol 401 52 8 AE 38 R 35 Y miR-146a
# k45 IRAKT Al TRAFG, # il NF-«B {55 5l #%
PRV o DT 2% e Jili 948 98 A A48 0 . BR HSAEpCs,
COPD f8 % 114 B 21 4 40 0 /9 52 AE S I [A) A 52 miR-
146a (4, miR-146a #8 [m] K COX-2 31k, jl b
P& R A0 ARSI IR 2 (PG E2 (7= 4 Al F A%
2T Y A0 G S D) RE VK 52 R S0 SR e . g
it K A7 T ILAE i CHASMCs) ' miR-146a
R R ) {6 T COX-2, s 3 5 TL-13 1 RNA
S5 HuR 1263k, 22 fig e i k57 . DL - i
FEE W] miR-146a 7E[ifi #AS [ 19 20 i v & 4% A0 [5] 1)
MR . A, miR-146a &2 5 W IR 4 5 R 52 Fb
JIE 8 RE A VR4S - E P E R P A 1 A ) I I 4
B 5 B8 19 A SF i 5 B SR I ™ (spontaneous
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abortion, SA) 1Y & ¥ HL il 2 Y] #H 5 » miR-146a-5p
w§# e N9 TRAF6.IRAK1,CCL5 F1 CD80O # ik,
T 50 50 40 i PR 1) SRR 856 L O SA IRYY
FEAE T B IR YT R AN

miR-146a AL 45 22 B Fi 5 98 E P 5 9 » X 2R
G 21 3¢ JR ¥ (systemic lupus erythematosus, SLE)
SERRIEAROC A B B G 92 1 5 g v o ) A i 47 T B2 1Y)
MRMEA. QuE 7 14 IFN 1 LPS %S THP-1
A T Y SLE 4 i 58 A A A b e 3L T R TEN i
T LPS i 5 19 MCP-1 17 25 16 5 5% J5 7K ~F- 40 i1
miR-146a B3k, P58 SLE &2 52 i 52 19 3
I 9 RE B 1) 3k BE BTG . Karrich 280 i 53 & B0
TE52 TLR7/9 H1300 3% 4 A 58 40 i (plasmacy-
toid dendritic cell, PDC) & miR-146a [ & F 5
il 02 28 4 L R 9 77 A L BRI T pDCs A7 175 32, DA
1M /> TEN-o/B 1) 53 W » 2% fift SLE 1 3 & %2 Ik
M. T4 E T AT 5 (interferon regulatory fac-
tor-5, IRF5) f1 STAT1 ff M5 1 SLE J5 #2 (4 55 4
P B R 2K miR-146a AU A] #E ) £ F T IRF5
A STAT1 e IFN {5556 5, i nT§E [0 T 3 B 0k
41ffiH TRAF6. IRAK1T #1 IRAK2 )3k , JE ifij 4
il T8 IEN 9774 2 SLE [ e & e,

4 RESRZE

ARLERIERIE T miR-146a %F B B f0 28 I 24 = 1
DA b 5 9 i 14 98 42 4 P 5 DA B 28 6 46 R 2 5% s
MG FEIR YT VR . RO R NI 30 R B L &2 miR-
146a 1195 0 2 6 9% RE RN RS AH G 1 B B S sie i, K
#843 PA miR-146a F FT#0 5 S H R 45 B 1 b 80 A
SUGEBRAIT B, MR — Pk ez T
YT . B s B8 IRAKT IRAK4 & 1-
RAK1/4 %] & SLE #l RA VAT TBL A
AN B8 2 9 1 i IR 38 B AR AN Bl 2 4 B g 1) RIS
Ty A —Fh kBB IRAKT 35 ¥ (1 259 SB1578, &
/N OB D3 3 1 G A A R o Bk UE I LA R Y
WRAEF . XFF H i pg s 78 BUR B 5% & 9 AL I
SR BR324 52 1 X miR-146a #1828 (4 (14 1 iF it
Pl s e R AT R B . AR RS T RE 48
IR Z BT 1 miR-146a 697 #5, S BT T IE I TE &
PRAL T T 40 1 R AR 4 L i miR-1406a 45 2 K
B A AT W R 2 W 2o R £ 928 R OG5 9 %
W7 9 T 1) A 0 35 O 45 o R 9 L i o
SRR YT B TS A SR LR AR R Oy 1l .
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