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MicroRNA AZEB &M EI 7 FHLE

EBED sk kY mEm o
AR K2 2% B G 25 15 G VR T IR AT, B g 250012; 20 B RL 244 R DR 2% S 2= 5T, 48 230027)

#HE  MicroRNA(mIiRNA) /2T JLAESE siRNA 2 )5 (E4niS RNA WP X — 3. Bl 58 mRNA ks RtE g G, R
JEKT PO EER A AT . WFFUERH, miRNA W AES S5 HES W WA G & I 2 AN . B R E Y R g, &
I By T B () [ S B e ARG AL Ja (s S R 20, i HLAERS BB T P00 75 B2 i R I PUR F 2% . miRNA T i 54
LT AT 88 I 25 R L [ A R LAAHR AR SR A E N AR I “ SR8 Bk ” . RIS, R RS, el & sead ] U I
CL4niY miRNA 33 022 15 32 40 i miRNA 2 0305 82 0 1) 22 M TR 22 1 2 S AR SR IR AU RIE, SIS At 2 V5 Bk

I H . P, miRNA ZKFROAR AR AT REL 0 S i b B e r ERETT fusie “ 1R M 27

x$##i7 miRNA, 3'-UTR, TLR, [EH%E, i
ZFRPES Q74

miRNA &K K E L0 20~ 25 nt (S5
/Ny RNA(D /N T 20 nt). Lee 26T 1993
SEAEMF L R B R R BT 2 — b miRNA
(lin-4), BIHUTA 1L, 48K 2 B 7045 R0 2o,
miRNA HE% 8 Ik 5 5 0 B 58 6T 0 71 8 mRNA
FHPEES FBYY), MR 5 7KF FoR BRI
AT SRR, (RS mRNA )P T8 i I 1 e 1k
T4 e 5 T B A A 2 miRINA 0551 35 PR 5E i ML Al
Z B —F miRNA o] LU ) 22 Fh 2L ) mRNA,
T —FP R mRNA 0] G822 52 2] 2 Fh miRNA [
IR 2SR TN 4 € 1) miRNA &
21t 5000 i, MR BE R = A5 EHES) ) 1) A 41
A miRNA 4ifid (s S, REEl 225
EVRGKRE WA, BN . R R AR A
X2 A iy ek R A SCAE I 25 P A TR AR U G
T RAEATHHIWEIEE R, B U e 7
c-Myb JHEIER ) miR-150 B HESIY B 4R &
W45 5 1B, i miR-8 JUAE Ik i Y H A
[A] atrophin [ 7K~F-2x 5 ¥ K i Hh ph 22 4 B e T,
M AT B8 J ok Fh 28 3B AT PRS00 IR ¥R 7 0 . dpiln
Steitz 2519 R IE miRNA 76 B0 Rt 2 A ok
WOEEH . X IR B RIS T H O AT T
miRNA #E 77 B, HHH78 miRNA 1R AT fEH
A2 WA BRI AEY) - D)he.

RNAi(RNA interference) A& 4= #) 14 5 4 9 B 55
ANEALIR I L. M0 MR S RE S, B
5S4 K& siRNA S 2E % R AT DI, X
SERY RSP EE N RS Sy, AN R
W A] DLEE ST 41 B 0UBE RNA, 774 siRNA T-91E
FFPEIE R ORI, XA 5 E0% AL 2 —.
TEARSE ) (4 sy FE) b [5) B A7 2 28 Lk
FE67, Btz 2001 4F Elbashir 25PHIF 52 RNAi Bl %8
e T FLE b 5, 58T 3h W 25 S Al
JE AR5 oA 32 2 [AAH ELAE A o RNAL & A7 1E
R LR R bt 2 JE T, RS m S a M sh )
Ot T & T TP A R—RE R4,
ST T A ) CRe ol 2 9 ) 5 L4 40 2 T 1)
HAET e BRI RNA KF FREFF. 1EAEW
4 P RNAG 9 B ZEATH, miRNA HE 3
PR B E YA P R E TR DhiX s
FR B2 LA B TR AN S A# miRNA 7E 598 W
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e (R R R LA 2 7 X
1 MicroRNA S5EE ®RENE

ARG Z A, AT S e A LA AT o
RKRE GHA IR BT R —Fh AR G 7 18
it SErE A A AE Y NAR (5 B T 42
WD), miRNA [ A A 40 1 el 3 S s el
WU A5 5 i — M R RO, 25 T 1A 4
RENE LR, KL miRNA (R 1A BB 7 41 i 57 21
A g T R AR AR A, ELER R Y TLR(Toll-
like receptor) 1) 12 A Ml 7 2 46 i B il 4> 5 g
IR AR ;57— %5 miRNA #3480 52 2]
T A S N R A Al T, AR T R
SR URRE I I A, 0 e N R A T R 4
PR, SRR R T s N R T B 2
SIS A, WO miRNA #E ) T I
VRIT L JRERH OG- R BRI 4T3 L3 50 S5
RGBS Bt T8 0 DK
1.1 miRNA ¥ TLR {ESEEAIET

Chen ZFPHRITHGE, AJHFE bR 41 fReis ik
let-7 miRNA IR let-7i, E 45 TLR4 mRNA
3'-UTR(3'-untranslation region) & “E H. #5510 17 15
HARkR . RSN SER RS, ANERER A 1 USRS,
let-7 10 if MyD88/NF-kB (myeloid differentiation
primary response gene 88/nuclear factor-xB) M #i1F id
U N, [FINEE TLR4 RiA/KF 3. @i
SEIG T BOS T let-7i H e 235 W15 2 AH S R 45 2R
XYW let-7; W] LAERL AT TLRA (1855 4% A H
P B 40 0S /N BREG A 7 JUR Y 2. miRNA
2 17 BEMS A1 BE G R FoAth TLR 52 4 ) 2 ik ik
AT LR T AT 7 AR SR A S e 1 L 30 k4%
ERMETSHRR.

1.2 TLR ESi@HEA miRNA RiZHATREEX

Baltimore D 41 5 [ 144 @ 41 10 "R B sk e 471 R
WFSE T TLRs {5 5 38 B 3% 40 )5 ik L 40 miRNA
RIEAAENL, KB TLR2. TLR4 F1 TLRY (¥ Hc
AT fie 88 AR AN IR (1457 42 1 F1 75 46 NF-«B #1 AP-1
(activatorprotein -1), 5[#Z miR-155 A%, IFN-B
(interferon-B) M| 75 1 5C 14 9 TNF-o (tumor necrosis
factor-o) (5 i, I TNF-o H /0 Wi& 2350 H &
JNK(c-Jun NH-terminal kinase){s 538 %, i i
miR-155 (7=, BT miR-155 518 2 v itk
YOG, BRI e AT SO0 AR e A 22
)% RGBT BT R . WESTR N B,

TLR2. TLR4 Il TLR 5 {RIHC {4 # fE M NF-kB {5
Sl #% L miR-146a/b ()35, 11 TLR3. TLR 7
HITLR 9 HIBCAR AT X —AE . 9862 B4R
LR I 2 7%, miR-146a/b AW 5 TRAF6(tumor
necrosis factor receptor-associated factor 6). IRAKI1
(interleukin-1 receptor-associated kinase 1) mRNA [}
3'-UTR AN EAHI AL, BEifikss i
5545, W IL-1. TNF-o 5 2REA 1.
Hi L HE M miR-146 W] HE /& TLR 32 A4 F0AH 40 o 5
o S T R AT R A7 e R B

Moschos Z512H I T Vi 2 W] e 2 5 RIE [
Gl P 5 miRNA. ABATTWFSE T/ BUBZL 24 51
F LPS FI05 MY miRNA [1F3R308 K e AT BE I 7] A%
RIS DL, I, FEBEA 46 B miRNA R IAK
PAERIUS 3 h ISR, TNF-a. KC(keratinocyte-
deried chemokine)#1 MIP-2(macrophage inflammation
protein-2) = R NE K1 IR L ACE UG T B, Ay
P HBZEARIR ENARE W e K24 miRNA 1) L3, 3%
11X 48 miRNA [ 335 AR 32 21 28 $ i) S8 AEAH 9K
kN7 NF-«B A AP-1 15 S ER (1A%, TR0
T — WA

Tili S5 e B AE PR 1~ 38 1 1 Th AR A
HOHH 5 BU I miRNA—miR-155 FI miR-125b %}
TNF-o (IR H R AR . /s B 40 i =
RAW264.7 52 21| LPS Hl#J5, miR-155 i LI
miR-125b Kk T if. B LWL EY], miR-155
REf% M 0] 7YY LPS A5 5@ B h 4 4 1
£l 4% FADD (Fas-associated death domain protein)-
IKKe (Ikkinaseg) 1 Ripkl (the receptor (TNFR
superfamily)-interacting serine-threonine kinase 1),
HEMEZ AT ES 5 TLR KA T 5 5 W %
fEAL, (et TNF-o (77742, 1 miR-125b W ERS
T % #8 ) TNF-o mRNA, M ifif #9004 TNF-oc [ 7%
Ar AR SERGUESE, B 40 R IA miR-155
(1) % DR/ BRI s 1 54 LPS (lipopolysaccharide) Ji7 »
RS 7= A i K P TNF-a, % LPS I D- 2051
B IR OB SN AUR. X R 7R miR-155
A miR-125b 1720 A BEZ AR T IR T IOBTHE AL
1.3 miRNA BERIFIEIEN &KL

JEAZAE mRNA 3'-UTR 5] 5 3 KR 1L
PR VIR G DR DI —— RIS / R ' BT
f4( AU-rich elements, AREs ) FJ 5 i) mRNA ] £3 32
PE. BHEZFIR LRI, VF 2 R I 40 e K]
TG FE A ) mRNA 35 8 2 X R X3, 1L
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T 5 e AR 75 B R B R A M. Jing U
WEFCUESE, W FLE40 i miR-16 feld HE4E 5
TNF-a mRNA f#] ARE, [#{k mRNA 55 5E P I
BEILRRMR, s miR-16 [P ARe 2k HANSERZ 1T IR
b B W) BE B X M AE . — R AR Ch TTP
(tristetraprolin) ({45 5 #1155 miR-16 7E D) fig E Atk
K #t, 5 Ago/elF2C (argonaute/eukaryotic initiation
factor 2C) 5 I i b 40 e M4, L [R) PAT Bt A
. MAPK 15518 % n] LLId ok B R 10 5 25 B R AL
()77 LA 5 TTP & H 3G M, 81 % TNF-a
mRNA [FEEPE.  Steitz ZFFMFEH, miR-396-3 [F]
FEBENE B 545 5 TNF-a mRNA (] ARE, {2
DA E 205 4 i I s A T IRaES 1 i——7E 41 il
B G TA I A2 dF mRNA B TNF-o 1
Fak, 1M A0 M AL T 1 A S ISR ] TNF-o 1
PR X R URUE W] miRNA AR AT S 5L
FISIVER.

2 MicroRNA MiFEHBRRESMFEE RIEMN
ZriEs

Pfeffer 45 19 -} 2004 A M EBV (epstein-barr
virus) B 4L (140 i rh A I T T AN B A DR 21 2 )
(¥ miRNA. 2| H 7ok, did 5w b e M A
S5 T B 2] AT Be A7 AR B miRNA O AT L H
B, HHIRZ C&5E T A8 I aesr . bt
T RAES YN R, g miRNA A 3 1
RNAi bR T 22 52 Sidm A&k, R4
ST ROk e S I BB DIAH DGR B 5 R R 1)
VAT, AR REAE BN ) 4RV 20 AR R,
DUR) T B R OR A A Rk e A LA S92 8500 2L 1)
TR, FE 3 R REd RS LU I A AT S0 0% D) RE
AHIE miRNA [FJRIXTMIA R e bR H K. 5t
AR, T3 2 miRNA %998 55 2F iy il 72 11 3 2 36
WHAT TP 2 = 55 S ) A1 M B A0 15 S5 1R — b R
SRR, IXF A B SRS 1) I AR TR
S PR R R AR, R T H
e
2.1 JREHRIBA miRNA 5 fizikik

HLAE 2004 4, BFSTN 5150 K I KSHV (kaposi
sarcoma associated herpesvirus)Zwi% 1] 11 F miRNA
e R KSHV B gL 40 b 22348 B, JF i
A5 1E AT mRNA A 4566877, it
BT AT B S aa Y S A A R IR [ R IA
R GORSF I LERF. i PO I E AT

RE % B o) N U 4 32 19 — B B iR 87 THBSI
(thrombospondin 1) M2 BE 555 1) A& 2B SEABLIY)
TE LA WF SV40(sarcoma virus 40)%595 73 1) ik e ik
B, PR R S X Fe T A R T e 40 i i
BT b7 I 5, 25 F A 40 M 3 Y 1) 4
FF, A6 SVA0 5 MR i AR b B EEAEA.
Sullivan ZE0VR I,  SVA0 4ifih ¥ — 41 miRNA 7E I
BN s G SRR, PRI e R
fi% 5 T $iJ5t mRNA [¥] 3’-UTR k&5 & 0 ) L
B, BIEILEA T, AITHIGS T SV40 B 4s4i il
IR PER Y, FRAK CTL Xl Jk 4 4 i 1 U3 3
At ARTE R s k.

Stern-Ginossar %% 2 £ & T HCMV (human
cytomegalovirus) 4 it§ [f] 11 F miRNA 7 15 3 5 [A]
20 R A, R B hemv-miR-UL112 fgg 5 A2k
MHC [ 2% 554> 1 B(MHC class [ -related chain
B molecules, MICB) mRNA [{] 3'-UTR H #h45 &,
SRR R B B G A BN ER T MICB [k, 1Eif
B AIG H FE 32 & NKG2D /3 1) NK 40l il % HCMV
TR L R VR R R A G A S it o 928
TERR. X IR R — P ST T g ) LA i g i
miRNA FLHHE ) 15 e B AL 8, |95 18 3 4
BT Re. ADE B HTic L, HIV(human
immunodeficiency viruses-1, HIV-1)/8& 4% J5 1i5 = Kt
LG T R 9K 2 4 B 3R 1HT 1 CD28. CTLA-4(cytotoxic
T-lymphocyte-associated protein 4)%% 43 1 M Ho P Ak
2 A0 0 A1 1) mRNA 7K 2% A A [) R JE (1) A
e, MK LE mRNA PR Z 5 HIV i 24741 1
LI B A ARy B AH G ERY, X RN HIV BB AT
I L g Y miRNA 15 B AT AEUY 571 ) 4 3256 DA
REINE o B AR DG IE DRI IA B4 ol 1 3= B 5 B 4
[ fe

5 RF [ H 5 N2 A7 AR A FH ) miRNA R
ST I BE ERENLAAIE BRI — AT B, EBV i i 1)
AR 1 LMP1 MU 52 31 H £ miRNA
(R TR T AR R 25 ) 9 AR L, 38 R a5 Ak
1ei LA LA (1 NF-B {5 535, E i miR-146a [f]
Feik, MM B9 5 miR-146a X VF 2 T3 2 s NV AL A
RAHIRE ST, FEAHLADT EBV N 25 L.

2.2 TEEZHALRAD miRNA YRS 1EH

2005 4F Lecellier 254K 15 #% YL IR R 75 E1A J&
FIN'E L2401 & 293T K15 —Ff miRNA—
miR-32, W] LAz #P i PFV-1(primary foamy virus 1)
HERKIE, FIUREERNAERA KRR, 26
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B BEDIR I R B, % 5 miR-32 ) SUBE B
IR B ety o s ) PRV-1 8. X —
SERAEW] . Zhian i e e i g i miRNA B E240
D B R B g HASE S 2 PRV-1 L HA —
KT, AT LU 405 Tas 8 AR 06 miR-32
A FH PRV-1 B R RIFEETEH . Otsuka 252U 7
it 5% Dicer-1 )t [ Bl X} VSV (vesicular stomatitis
virus) i JE 2 I HLEIIN A0, A 3240 B g i AF
] miR-24 F1 miR-93 P4 F miRNA HE % 1 1] VSV
)L & P AR, A4l VSV 5. Dicer
(P K 3 20 miRNA 175 BB A i A LA 2 152
E| VSV [k G

Hariharan 2520 A=) (5 B 22 (T B T
4 2 1A 1) miR-29a 25 5 Bl miRNA A] G843 751 #E ]
W T BN S e B B B2 TS 1) nefs vpr S5 5EIA,
MHX L L R AR HIV-1 R BHERGL . K5 & e, B
o 2R T BOob) A 2 A0 B ) I TR 45 55 T R A Ty
FEIEIMEH. 10 Triboulet 257 BLAE 1 40 a4 5 1)
miR-17-5p Fl miR-20a A& %5010 A 415 1 S Wik
fitf PCAF [{)%i%, 1T PCAF J& HIV-1 JE K41 & 7
B A T, PRRNX PR miRNA GBS & 1%
BAAERA0 L Py () i RAE . a1 — TR 5 )
UESE, 1 3 CD4'T 41 fagm 5 ¥ —21 miRNA et
E AR - A48 CDA'T 4 i b HIV-1 (&
Wl AR, EAEER I I AG CDA'T 41
PRIEKF 0 i), JF5 HIv-1 R4
RNA3' 3 [ 45+ X 3 A3 45 & fe ). e Qe ix 2
miRNA P17 FIRE 5 P R USRSk e
ARSI YL N 23 B8 [ HIV e & 1 16 i 11 35
W14 CDA'T 40 b} HIV &I, i HIV
TEH 1 CDA'T 40 Jf ob (4 9% AR B A Ok & HAART
TCIEAR R HIV 5 #5100 B 2R R, BRI — B R G
BEAVRTT HIV B S5 T8 5 ).
2.3 TEE4RADAY miRNA BHREEH

2005 4F, Jopling %52V K B 4E 3 41 B 4 55 1)
miRNA FEAHS 0 2 G R HIER- . HCV
(hepatitis C virus) BE %15 N JH- 40 B s 5 M sy 2k (1)
miRNA—miR-122, %5 £ 2] I JE K 41 RNA 1
5'-NCR (non-coding region), feit H & 3E K418
Wl AEAERI A, EXAET T, miR-122
B RN mRNA BB F0H], W2 AT 7 X
Jod B3R DS 20 S A0 00 0 T A, e R DAL A
MHHf. Pedersen ZEP0R T fRiE, miR-122 B ARH

FHEPLHCV BRI AL ARATH IFN-B 431
Ab 3N S 40 L 2% Huh7 A0 A4 e, & 3R
miR-122 (R IEW B FiH, HCV FER 412§
BIHEL, ARG TR R N
miR-122 $ 5P s SCFER% IR W i 8% Dk 55 X Pl s
BEEF. XRM T A B 1 miRNA A LAERS
X EE RNA BHT T, 1845 n] fe w2 A H b 5
CRSS. X—ING IR IA E— 0 B g 3 R R A4
Zafd (7] miRNA 592 M C R, R BN E
TR T 22 RS0 3 LI 2 e AT ) S 2 SRR
TORIALA.

3 HESRE

HAE, miRNA 755 HE S [ A7 5 9% 25
P HEAEZEM. SIS E T AT RN Z 1
55T, IERERCH EIEMPURTERN > 1. X
AE FH B85 76 16 32 40 M 8 ok 299 S 1k A ) s T3
Az, 52 R A G N 3 R A B LA A
(1) “EE—IEBhLR” . i, KW AR IE R
1, PR siRNA FI miRNA 1E A HFHrs £ 5k
RIRIA . dEFpREHE A S A ay s AT I 2L F
Bt i EEgniY miRNA (150 KRE A7 AT gk R di i
P15 Gt B 2 % e AR RS/ IR R K. 1T 45T miRNA
JEF BRI DA S LR A A T 5 407 571
RIRE I BLAN, BFHIEE T miRNA ) RNAi 2K 2540
BE S0 255 b S S # SR AL I AR AR, BRI
IR L%, BUAF H siRNA B 5 1 35 e 25 L.
DA, miRNA A 58 Bk YU EE 25 T A R8T 7 1.

H AT, % miRNA ¥ #8 38 b 75 & 20 B B,
Steitz 55 [T TE E— 0 1 B P Al Tz A i 2 Hh X 2
NS SR RIE R SE AR, BREC
ST T KA NKE SR, R I7E miRNA 1)
PR DIRAT RS AR IR IR IR Z 401 ok
PO B . IX 5 T R AT B £
RN CA I BE R, 55— 5 T2 0P 58 3
miRNA A S Lt o 1 A=W ENLR a5, 34k
TP % T 258 T miRNA BFFSEIRBT R AR, 4
PR miRNA (14 957 755 SCBE5E 5 A 72 ] (1) A
ATLATIOL, miRNA U 10T AL BESS A IR 36
INJEEIE . ATDS 255000 7 AR R R R N LER S 4168 1
O EERUBI 04y 7AW T -, IRRE F I Rt
XA HE KB S A R E 6T T B R BT I A
TN AR
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The Molecular Mechanisms of microRNA
Regulating Innate Inmune Response”

HOU Zhao-Hua", ZHANG Jian?, TIAN Zhi-Gang">™

(YInstitute of Immunopharmacology and Immunotherapy, School of Pharmaceutical Science, Shandong University, Jinan 250012, China;

? Institute of Immunology, University of Science and Technology of China, Hefei 230027, China)
8Y )

Abstract MicroRNAs (miRNAs) are another interest of small, non-coding RNAs, which regulate gene
expression at post-transcriptional level in a sequence-specific manner. Recent researches demonstrate that miRNAs
play important roles in innate immune response at various phases in vertebrates. In order to eliminate pathogens
such as virus, miRNAs are crucial molecules in signaling of innate immune, and also in directly interfering in virus
replication, therefore, miRNA may work as one important aspect of classical innate immune response against
pathogenic microorganism. Meanwhile, pathogenic microorganism, especially viruses, can encode miRNA or
regulate the miRNAs expression in host cells to disturb the expression of many immune associated genes directly
and/or indirectly, so that they can escape from immune attacking. So, pathogenic microorganism and their hosts

might fight with each other at miRNA level immediately after infection in the earliest phase.

Key words miRNA, 3’-UTR, TLR, innate immunity, virus
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