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[(WE] B#  H60N RNA-294 (miR-294 )88 n] 41 i 5 22 40 i filh & 32 48 —1 (TREM-1) %] Je 75 b Jgg
IHHF -a(TNF-a)  FIAIIA 3R -6(1L-6) FI A 3 158 1 BIUHMGB ) s . & FIHAEE %
T miR-294 RIREHE ] JA44 TREM-1 36, (RSME SR/ NRE AT IRE RAW264.7, 43 AR S RE AR R AE 1, 5
WA A AT BRZH (NC 2H) . NC 3R (mimic ) FIHP I (inhibitor )57 4420 (NCm 20 \NCi 41 ) . miR-294 mimic
Al inhibitor # Y2 (miR-294m 41, miR-294i £1)5 21, FINGE R BHR S 5L R R G A7 IHRERIE . L TurboFect™
/NTHE RNA #0400 48 h(AERAEIA) J5 , i 5% — A s /0 (RT-PCR) Ky A TREM-1 mRNA £k
DL 1 mg/L NEERALFE 6 h J5 (SOREHH ) 0, B S e W B 50 (ELISA) K5I TNF-a . IL-6, HMGBI1
W 5 FHAR 1A R 0 BRI (Western BloO A TREM-1 B KL, &R O MR MHR & RN R SHEL
TREM-1 J& miR-294 40 4 , @ AERAEW] : miR-294m 2H TREM-1 mRNA 235 (22) 8 NC 2 . NCm ZH WA i %
i%(0.673 £ 0.049 [t 1.000 = 0.003 ., 0.915 £ 0.039, 4,=2.184 ,=5.421,% P<0.001); miR-294m 21 TREM-1 %&
P13 IR BEH ) R NCm 2119 (50.00  1.19)%(1=41.586, P<<0.001 ), @ #EKEM : miR-294m 4 TNF-a(ng/L)#
NC 4 BREAR (1 547.18 +47.18 11 2 702.11 +£327.20,1=4.212, P=0.010), [L-6(ng/L )% NC 41 . NCm 2H ¥ &
AR (505.28 + 33.33 [ 837.66 = 69.43 ., 918.72 + 119.39, ,=4.382 . P,=0.015, ,=5.451 .P,=0.021) ; TREM-1
AL REM) 8 NCm 41 (51.33 £0.88)%(1=63.368, P<0.001 ); %40 HMGBI L& %R, it
miR-294 REFL Al ] TREM-1 ik, i/ Wi R 75 T 09/ RIE W4T AR RAW264.7 433 TNF- o Fl T1.-6,
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[Abstract] Objective To investigate the effects of microRNA-294 (miR—294) on tumor necrosis factor— a
(TNF-« ), interleukin =6 (IL-6) and high mobility group box 1 (HMGBI ) secretion in sepsis by targeting triggering
receptor expressed on myeloid cell-1 (TREM-1). Methods miRNA-294 was predicted to regulate TREM-1 specially
through bioinformatics analysis. Mice macrophage cell lines RAW264.7 were cultured in vitro, the cells were divided into
non—inflammatory stage and inflammatory stage, and the cells in the two stages were subdivided into five groups as
follows: normal conirol (NC), NC mimic transfection (NCm), NC inhibitor transfection (NCi), miR—294 mimic
transfection (miR-294m) and miR-294 inhibitor transfection (miR-294i) groups. The ability of miR-294 was
confirmed with dual-luciferase activity assay. At non—inflammatory stage, the cells were transfected with mimic or
inhibitor of miR—294 or NC using TurboFect™ siRNA Transfection Reagent for 48 hours, mRNA expression of TREM-1
was detected by real—-time reverse transcription—polymerase chain reaction (RT-PCR). At inflammatory stage, 6 hours
after stimulation by lipopolysaccharide (LPS, 1 mg/L.), the concentrations of TNF-a , 1L-6 and HMGBI were
determined by enzyme linked immunosorbent assay (ELISA), the protein expression of TREM~1 was determined by
Western Blot. Results (D Dual-luciferase activity assay demonstrated that TREM=-1 was the target of miR-294. @) In
non—inflammatory stage, the expression of TREM-1 mRNA (2“) in miR-294m group was significantly lower than that
of the NC and NCm groups  (0.673 +0.049 vs. 1.000 + 0.003, 0.915 + 0.039, ,=2.184, ,=5.421, both P<<(0.001 ),
the expression of TREM—-1 protein (gray scale) was (50.00 + 1.19)% of NCm group (t=41.586, P<<0.001). @ In
inflammatory stage, the concentrations of TNF—a (ng/L) in miR-294m group was significantly lower than that of the NC
group (1 547.18 +£47.18 vs. 2 702.11 £327.20, t=4.212, P=0.010), the concentrations of IL—-6 (ng/L.) was
significantly lower than that of the NC and NCm groups (505.28 +33.33 vs. 837.66 + 69.43, 918.72 + 119.39, ,=
4382, P,=0.015; ,=5.451, P,=0.021), the level of TREM-1 protein (gray scale) was (51.33 +0.88)% of NCm
group (t=63.368, P<<0.001). Conclusion miR-294 reduce TNF-a and IL-6 secretion in LPS—induced RAW264.7
through inhibiting the expression of TREM-1 specifically.
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BE R ANl & 52K -1 (TREM-1) 23 £ 335
FHPERIA0ME . R 1 B A A Y S e ER
FEZ AR ,2001 4 Bouchon 25 M YK 4lRiE TREM-1 1
A SR BEPER ST 0 DA B fish & 4K T 980E L
% o /N RNA(microRNA , miRNA )& —25 K 4 Ny
22 MNEAF IR N IEPEAE Zn A 4 RNA , 340 5531
S mRNA 19 3" B4t X (3'UTR) H 52 454,
BELIE B sl mRNA AR, 0L R 0k . BFY
7R, miRNA FEMEEEAE S AE 5 Ho g2 I 3 e B
BEPRTIAE > FATH A AE DS B A0 miR-294
Al RERR ] 4 TREM-1 JE Al i (R A5 55/ iUE
WA bR RAW264.7 , 4 miR—294 U4 (mimic )5
6 350 Ginhibitor ) 7% 4% AN, 1851 95 4H A
TREM-1 £k, i I UL %% e 2 ik /N B I 200 e e
RAW264.7 53 W B R SEH F —a (TNF-a) | FH 21
&R -6(IL-6) M EF B 25 11 BI(HMGB1) 742
1k, R B miRNA FEMesee i 1) 7 H B SR IR
T AR ) B L S IR AR
1 MHR5hHZE
1.1 FEGH AL /N BRI bR RAW264.7
(rh EREEBE LA arFE2E BE ) s miR-294 1 g 21
Jt2(NC)BY mimic / inhibitor 514 750 i _E 16 75 240
Al . RPMI 1640 4iJfa35 55 (35 E Gibeo A ] )
S RNA $2HGRAG & (3 E Invitrogen A H] ) 5 5% 5% -
RA HisE N (RT-PCR) 157 & . TurboFect™ /N
P RNA (siRNA) F% L3501 | N U] it 3% 122 g (5 [
Fermentas /3] ) ; N#E 2 ( 52 Sigma 23 F]) ; TNF-a
IL-6, HMGB1 FiHK S 2 e fif g (ELISA) il &
([ R&D A ] ) 5 41 3L PR s A I X5 & (S5 )
Promega /A 7] ) ; psicheck Il X R B A2k Ak (3
&R BARAT FRA T ; Bk BUA7 6 (3L H
Omega 231 ); TREM-1 $4A | B- NZhHE 1 (B-actin)
Prid, HUR E YRR G Y 2 TORE Ll SR e b ik
(A RAEYRHEARATF),

1.2 AEYE B AR 38 [ E S AR MRS B
(NCBD) %4 2 , 15 8] i)l TREM-1 J&[K 1D 5, {0 A
TargetScan , miRanda, miRDB ., miRGen 4 Fj & F 4K
4, T ] BEFEVE FH T TREM-1 [ miRNA

1.3 4ifissR 504 . /AN E RNk RAW264.7
M TEA 10% 0645 175 1% WAL RPMI1640
Bigdtirp, T 37 °C L AR 5%C0, KA
FRLRE TR, DAARMRE TS0 A N 35 280 B AR A
WA GES , AR 5 40, B NC 2H . NC mimic
HYuZd (NCm #1) . NC inhibitor 7 441 (NCi 41 )

miR-294 mimic 7% %% 41 (miR-294m 41 ) . miR-294
inhibitor #% J42f (miR-294i 41 ).

1.4  #RAEM . AR TREM-1 3'UTR 45, 5L 25
1A psicheck T ~-TREM-1- 3'UTR-Wt #5741 B £f %I
f) 3'UTR, 1 psicheck Il -TREM—-1- 3'UTR-Mut JUI|
T RASHIAY 3UTR. B A 46 A R BE R AR 2
TREM-1 JE[H Y 3'UTR; 5748 R LB AR R4 A
B, M4 TREM-13'UTR JF35 B iHRA Y 15
Y1, % mmu—miR-294 F{HE &5 751 R A8 e

15 AAff e K Ab B . ANAEFEULRT 1 d AN S hT
YRR . ARl G5k 70% LA E I e
IH 85 23k, IR 5 28 vhil (PBS ) W& 1% 2 ¥, 6 fL
WP AL 1.6 mL LI iEH; 773, BT 37 C.
5%C0, ¥ FEA T . B 20 wmol/L [ siRNA/miRNA
2 pL A 400 pL IR IRAS A 4 pl
TurboFect™ siRNA % Y4 ik 7| =R MEH 15 ~ 20 min,
P I UL 5B B 400 wLInA 6 FLHR 1945 fL
Yiifrf, H 37 °C. 5%CO, FFRFah G 4 ~ 6 h J5 4
BIE 0 58 ARG 0 48 h 5 He S T S AL PR A0 M
1.6 FHEHR B i AEARAE W AR A A 4,
RT-PCR Fl8E [ 5t S y3 BN i i 55 (Western Blot )l
TREM-1 ] mRNA FIHE 3Rk . SO0E 25 2 40 At
A1 mg/L NTER M 6 h, 8 1S, FHT ELISA
Kl TNF-a . 1L-6, HMGB1 7K F- 5 5] sf g £E 4% 2H 2
fitl, FH Western Blot K:illl TREM—-1 25 11k .

1.6.1  55UL293T 4ifif K5 psicheck I-TREM-1-3'UTR
AR5 miRNA 5L 203T 41, 43 fy Wi+ NC 41,
Mut + NC 21 Wt + miR-294 £ . Mut + miR-294 41,4}
LA psichec Il - TREM-1-3'UTR-Wt 5§, psicheck II -
TREM-1-3'"UTR-Mut 5 NC mimic 3% miR-294 mimic
LRI W 3 MR L FEYk 24 h TGO
FMHRTI , Fe a0 G Ui B R

1.6.2 RT-PCR il TREM—-1 mRNA ik : TRIzol 7
PEHUE RNA, W55 5458 cDNA, E17 PCR, TREM-1
HH . FWEEY) 5'- CTGCTGTGCGTGTTCTTTGTCT
CA-3', FiiF514¥ 5'- GCCTTCTGGCTGTTGGCAACT
TCA-3'; WS HEH =R H i B 25 (GAPDH) ;
WS 5'- ACCCCCAATGTGTCCGTGT =3', R
519 5'-AGCCCAAGATGCCCTTCAGTGG-3', W 5%
::95 %€ 10 min, 95 °C 15 5,62 °C 1 min,40 MEH;
95 °C 155,60 °C 1 min,95 °C 15 s,1 MEH ., FHFEE
SE I PCRSURT 2720 M syt A 545080 43T o
1.6.3 Western Blot £l TREM-1 5 F 23k « L HU4H
ML T, ) BCA B i8R IR B, SR 5 EA T A
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HLUK , S5 I R BT A S A —Bi 2 38 1, Tk
Je BRI E ALY BERREE 0) —PI =R A 1 h, 1k
2R EGRF) B 5, ] Uvipro BERE IS 2R S A4 I
L IPP 6.0 2443 M K EEAE, LA H I AT B —actin
BB HUAE R H IR Rk

1.6.4 ELISA | 5& TNF-a, IL-6 Fl HMGB1 ¥ Ji .
PR s e B AR SRR T

1.7 Giit2076E  H SPSS 17.0 it Ir i
THE TR = fnif 22 (3 + )RR, ZAEALYY
AR FH B R 7 22508, 2L 180 R EL AR
LSD-t K5, P<0.05 W EFHFI#E L.

2 # R

2.1 EWME RS8O NCBI B¥E 3k 45
TREM-1 £ ID 5 58217, 2354t A TargetScan
miRanda. miRDB # miRGen 4 Fh# (4, T Al e
FHT TREM-1 B[ B 25 miRNA o B 51 e 4
RIS ENE MG BAR , e 2T miR-294 1] fE4E
YEFF TREM-1,mirSVR 434 —0.175 3, PhastCons
BN 0.514 7; TargetScan S FFTN & B, miR-294
FF %1 5'-UCGUGAA-3' 1] L Fl TREM—1 mRNA
3'UTR 51 5'- AGCACUU=-3'(2163-2169nt)25 5 .
2.2 WHOCEREGH S IE R R G5 UE miR-294 (41
FEH 5 Wi+ NC 4 H#, Wi + miR-294 24 2¢
6 E WM 1.00 £0.09 [ E 042 £0.10 (1=
6.430,P<0.001),Mut + miR-294 £H % Mut + NC 20
K ULB 754k (0.91 +£0.05 F 1.00 + 0.08,1=1.765,
P=0.166), #&7~ miR-294 BE4HE: S # 5 TREM-1
LA 3'UTR 751454 , BEf# TREM-1 mRNA,
2.3 AERIERIA AN TREM-1 mRNA ik (& 1)
LA E] TREM-1 mRNA Fik2: 54 4248 X
(F=32.300,P<0.001). Hr miR-294m 41 TREM-1
mRNA FA%5 NC 41(1=2.184, P<0.001 )Fl NCm 2H
(1=5.421,P<0.001) B F#AK ; miR-294i 415 NCi
ZHJEHA .22 53 (1=0.091,P=0.929 ),

2.4 CAESRE RN RORE A A AN TREM-1 25 3%
ik (15 8 2): FE R IE ], miR-294m 4 TREM-1
FE AWK NCm 4119 (50.00 £ 1.19)% (1=
41.586,P<0.001); miR-294i 2 TREM-1 %K [ i) )X
FE(E R NCi 41 19(109.88 £2.47)%(1=7.921, P<
0.001), #EEM], miR-294m 20 TREM-1 45 [ 4 JK
flih NCm ZH 1% (51.33 + 0.88)% (1 =63.368, P<
0.001);miR—294i 21 TREM-1 & [ % JK B {8 A NCi
ZHE9(103.70 £0.92)% (1=4.224, P=0.004)., F W
miR-294 it N4 TREM-1 & H %1k,

1=2.184, P<0.001
1.50
1=5.421, P<0.001
—~ 1.098+ 1.102+
S 1.5t 0.058 0.085
E 1.000+
o "00 915+
f‘ﬂ 1.00 0.039
® 0.673
<Z< 0.75 0.049
~
g
T 0.50
=
€3]
o2 0.25

NCH. NCm4] NCi4l  miR—294m4 miR—294i4{
2H 51
1 :miR=294 Jyi#/N RNA-294, TREM-1 4 2 20 fih 2 5247 —1,
NC 21 B 40§ 0 B4, NCm 414 NC MBI (mimic )5 Y4,
NCi 410 NC #0il51] (inhibitor )54 444, miR-294m 414 miR-294
mimic 554, miR-294i 414 miR-294 inhibitor 4% 444]
1 Wikhsk — A THHE VAN miR-294 Xt/ BUE MR 40 ik
RAW264.7 7% 48 h 5 TREM-1 mRNA 20540

F1 FAUVNRE AN RAW264.7 569k 48 h J5
AR AEIARSSRE WA M TREM-1 B (155 (R £ 5)

13 BEAEKL TREM-1 # [ %35 OKEE()

: (fL) S P3|
NC 41 3 0.45 +0.01 1.31£0.01
NCm 41 3 0.84 +0.01 1.13£0.01
NCi 40 3 0.81+0.02 1.08 +0.02
miR=294m 21 3 0.42 +0.01° 0.58 +0.01°
miR-294i 41 3 0.89 +0.02" L12+001"
FAH 1023.913 2002.147
P <0.001 <0.001

T TREM-1 J# 2 40 fih K 324K -1, NC 41y 40 g 9 14 X6
T84 ,NCm 204 NC U4 (mimic) $5 Y2 ,NCi 2414 NC i1 5
(inhibitor) % 44 2H , miR-294 20 (%] RNA-294(miR-294 )mimic %
YLtH s miR—294i 2H 4 miR—-294 inhibitor #4240 ; 5 NCm 4H L4, "P<
0.01; 5 NCi 4 [t4%,PP<0.01

A4y
JERGEHA NC# NCiZl  NCm#l miR-294i4] miR-294m4] T

TREM—1 48 300

B—actin 42 000

FEx 4y
M NCil  NCm#l miR-294i41 miR-294m#l NC4l — FWi

TREM—1 48 300

B—actin 42 000

miR-294 JH{HN RNA-294, TREM-1 & R Ao fih % 3244 -1,
B —actin } B — JULHEE (1, NC 410 H w40 B4 IR 40
NCi £} NC 1413 Ginhibitor ) 4#H , NCm £1h NC #L4)
(mimic)#YL2H , miR-294i 20} miR-294 inhibitor #5444 ,
miR-294m 2 }7 miR-294 mimic #5441
B2 EFFEREEEEAIART miR-294 X3/ N EEAIIAK RAW264.7
e 48 h S EJRE IR AT M TREM-1 25 (4 2k 50
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2.5 KM FE W TNF-o, IL-6 F1 HMGBI (1
W (3 2): 5 NC 4 H &, miR-294 m 20 41 it 5 i
TNF-a., IL-6 B Z &K (TNF-a: 1=4.212, P=0.010,
t=4.382, P=0.015); 5 NCm 41 It # , miR-294m 41
AN 53 TL-6 B MK (1=5.451, P=0.021), 1fi
TNF—o {UR B AR (1=3.599 . P=0.052), %41 41 ity
43U HMGB1 MR B 25 7 e Ge ¢ L (¥ P>0.05).

2 miR-294 X NTER T/ BB EAT AR RAW264.7
3 TNF-a, IL—-6. HMGB1 BS54 (% £ 5)

FEASL TNF-o IL-6 HMGBI
215
(1) (ng/L) (ng/L) (pg/L)
NC 41 3 2702.11+£327.20 837.66+ 6943 84.63+11.15
NCm 41 3 2534.03+£646.60 918.72£119.39 82.94 + 13.02
NCi 41 3 2239.69+169.17 769.10 + 35.54 90.82 +13.81
miR294m 4l 3 1547.18 + 47.18*505.28 + 33.33% 7231 +24.28
miR-294i 21 3 2606.74 + 88.84 816.30 +147.30 92.85 + 13.62
FIH 5.836 8.598 0.778
Py 0.011 0.003 0.564

7 :miR-294 7 ¥ /N RNA-294 , TNF-« A fil 8 3R 56 R F -,
1L-6 R 4N % -6, HMGB1 it B3 A 11 B1,NC 410 B
AR A EAPEXT HEZL , NCm 212 NC 3B (mimic) 559441, NCi 412 NC
455 CGinhibitor) 55 %420 , miR-294m #1 N miR-294 mimic % L4,
miR-294i 24 miR-294 inhibitor Y44 ; 5 NC 41 lL# ,"P<0.05; 5
NCm 411445, P<0.05

3 41 it

R BERE B Bt R s RS S R )
DI EARES, KA R AR IE R 5 L A H Al AR e 5
BB Z 10, WRERE R HLE] M AN RE  #5 J
RAE SR P RERRAS SRR AL E
L Z AT, RIS RAE RN AT R S ™ 5
B FMEREIE (A BRRAE 38 B R el B A i S
A BT IMeEEE ) R AR R,

RAESEAARXT 5 F R B R, AL
7 461403 i B[] A BRIRT 23 8 02 56 4B PR T TNF -
IL-1 &R [ AR 28 R ,4 ~ 6 h P AT s Gk
U 2 Bl VR AR RE” SRE SN e b I 40 M PR, 7
RAERA K SRR EEAEN, 7 — e R LnT e
WAL X BG ™. TL-6 & TNF-o IL-1 1% S
TR T, AT A B b S SN A
(hn C— RBEEE A I TER R 1 A, S TP
PR R RURIR bR, TR BUEEE A 2 AR BT
RERERS B 15 A8 b ST fs 0, HMGBI1 J2 5% /
WG A 6 32 P 5 28 A2 AR PR SR s B i) — A
W, M 8 h JE A BEFE ML P AT A, 16 ~ 32 h ik
FlE . T HMGB1 S RREEAE (1 B A 40 X 7, 7

RAE R AE TR S GUEE Pl e R I IARTR YT e
BEAE M 248 B DI BERE AT AT R A
HHiA T L P 4 i A 600 21~ miRNA,
25 30% 1) K Z 5] miRNA fIH7Y, HINRERAH
SEA I H miRNA (2 SRS e T
e A A A D) RE b A B v AT R
miRNA 25 T Ay R LT A1k 20 i
SEANBET MERAACS A 7, o7 UL, miRNA f 4 F i
KA A AR VEE OET a fE,
TR B 22 1R B, miRNA 78 2P 480 J i e
HEEAEH, R il 2o RAE RN 1457 R g 1S
miR-155. miR-147 . miR-98. let-7. miR-9 . miR-346
S VIR IE SIETE S0 SR 2 1o B 445 3 6 Hh A T 11 O
TAERe® . XISFERIFTE BN IR 24 (LPS) 5%
R SO 7 W5 440 e % A R E I S, miR—132 3%
KBS TA] |3, FTREZ: 5 AT SO IR AE 2 B R
ISV ZE A AE (SIRS )i FEH , miRNA 5 518 £ Fh
BRIEP F SR H TR FRB S0, Z R0 RPN
A . LT, RN T R R IE A
Az RERURN 25 T 9E T 32 AR I 3k 4 TEINEER T
FMGEEAE B WAL R AL B, miRNA g 2 L JH Y [F]
i, TNF— e £ SAR AR AT A R A0 PR 7 B B v 40 i
RAETE A 2 55 RAEH F Uk 22 7 7™ H R e AR
Hh WS, miR—164a BEJE Y TNF-o, IL-1. IL-10
3P R miRNA 78 2ok IeaiE S b el & AR T
I PR AR A I AT IR R R
TREM-1 fE R 5 B3 R o 1) S5 A I i
I KT RIE N 7EH AT (CLP) Eh ik
BHIE SR R 5T v & B, LPS BE |k 242 41 it A
HPERL A TREM-1 (92388 01 3 m >, HaFsE &
M, CLP BUIR AL/ NRAE 2 T HES TREM-1 45
B IR FE S R Z RS, v B RGN BT
T30 RV 2 A A S ol FH ke 22 R e DR
I TNF—a S 1L-18 mRNA FJ5d BERIA 12, 7 pREEAE
KGRI TREM=1 BPBH B 71, Hosh Ak
A P LA B S P4 (SOFA ) A B I Wi 5 27
Wang %5 F 5% 1 7, 38 &F FH Br TREM-1 {5 % 7%
S, ARG R T4 TL-1 ., TNF—o SR 40 a4k
HI -1 (MCP-1)Fl y— THEZ (IFN—y) I BETR, X
NS AR IR A RSN W/ E . T 0L, TREM-1 7£
MR N R P SR, A AR YT I
FRAE OV ERE A5, V559 TREM-1 19155 i g LA
Wk 2% JE SO U S A TRIAS , SOR Wi B 1 B
R0, AR T S5 A B0, siRNA AT g3 i f ]
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TREM-1 B: A A8/ N5 3355 710/ BUE 0 4

Pk RAW264.7 535 TNF-a 1 TL-18, {H miRNA %

TREM-1 BYIHEAEH A FELER .
BATINAEDE B TNAT, T3E H ] GE#E =)

W TREM-1 R ) miR-294, #5 % miR-294 {111

I e I FA4iM, F RT-PCR F1 Western Blot

Kl TREM-1 ) mRNA FldE 26k, 4558 Won, 5

Yt miR—294 3 L14) J5 TREM-1 ) mRNA F17& [ 3%

5 B REAIG s WD R S B 45 A 4 78 , miR-294 fig

PR 5 TREM-1 JE[A 3'UTR FhF 30454,

il TREM—1 mRNA [ 815 7KF, iEB] TREM-1 &

miR-294 AURIEEIN o B4 f5 FH N B 2R A FRISCEE A g

F#EW, T TNF-a . IL-6, HMGBI1 [¥ ELISA #&

I, I F Western Blot #:{ll] TREM-1 1985 FH 2k, 45

R /R, TREM-1 & [ FRIE N, TNF- o Fl 1L-6 77

WD, R miR-294 38 i 3 i e i B L rh R

SE K430, BEAS SIRS FIERIE & 2L K o
25 L ik , miRNA 25 7 MeREIE 90 R 1

A9 ARWFFEIE L miR-294 BEIE A ¥ [a] 0 il TREM-1

VS TNF- o | 1L-6 SEGUAH T 530 , $E 1 B

miR-294 17 HRAE K F I IEEE , A EE Rk MeREAE B

HIVAYT T-B . X miR-294 AOBIFSE 4 Ab T ) 2% b B,

LI RAN B 75 2 — 2B R AT

S5 3k
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