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Influenza A virus (IAV) poses a serious threat to human health. The core of virus is ribonucleoprotein
complexes ( vRNPs), which are the smallest functional units of the viral genome transcription and replication.
Nucleoprotein (NP) is one of the important components of vRNP and plays a key role in entire influenza virus life cycle.
There are multiple host factors in body that affect proliferation of virus through NP. In this paper,we review host factors

that influence vRNP nuclear import,viral genome transcription and replication, vVRNP nuclear export,and vRNP assembly

through NP, which provides reference for the discovery of new targets and antiviral drug development.
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T R % 3 (influenza A virus, TAV) 5245 43 I% (9 5 6
i RNA 58, LA h 8 B RNA B 41, TAV 45 3 40 fii
JIZ, R B S S R S W] LA B A I B B L A S iR
FLAEY PE &, 5 S 504 Bk VE W OB R . IR e L 5 K
(hemagglutinin, HA) 1 #ff £ & i i (neuraminidase, NA) Hi Ji{
PERY S ) 43 Sy 25 Tl 7 T2 2 A S R o B, AR Ok e =
HE IO B8 7 3 ISR O R IR A A . R A O R
24 ¥ (viral ribonucleoprotein complexes, vRNPs), & 4~
vRNP H — % #% # RNA (viral RNA, vRNA), #% & H

(nucleoprotein. NP) DA Jz i 5 & Ml FiR 7 #& A (polymerase acid
protein, PA) . 2 & 58 14 45 4 1 (polymerase basic protein 1,
PB1) A5 4 W 081k B8 11 2 (polymerase basic protein 2, PB2)JE
R SR il = SR 2L R R R R 2 SR S dee /N B g
PSR TAV A i JE I 0 b 5 R A ?,F/\}JFHR
e, H 3 i & H 2 (matrix protein 2, M2) & T i 18

G HERLF P M1 R VRNP 2 FRPEFRBE T AR B vRNP
R G N N i N e B B e N ) U AN

vRNP ¥) % 5% 3648 i mRNA, 1205 19 mRNA 7E 40 5T 9 8%
WA R R AT B L & U S PAPBL.PB2 Il NP 19 71005 &
F o 33X S-G9 15 2R 1 EORT AR 58 I RO BE R TN AH 1Y
HREEHECT, FEAREANL.NP B EERAW=RY. W
vRNA & BUB Y vVRNP, R GW BRI, 5 HANA,

M2 Je ML 20308 i 1Y 7 A0 B8 UKL, 72 NA FI M2 194 &
A SRR AL 2 Rk Y SR B G At A0 5 B JER S i 1) 2B A
W, fEad zﬁwaazl?'ﬁ NP % 2L M H AR . 5§
TS B A SR R IS RO TR BRI TAV s g0
ﬂb*ﬁﬂ’ﬁﬁHTﬁﬁﬁﬁb?ﬁaﬂﬁﬁfﬁzI%u;nﬁkﬁi FJ
WEA B THUAHRSOR 3 . NP /E vRNPs (5 2 4 i 3
53 %t vRNA [ %6 Sof 42 i 28 06 2, J& vRNP & 5% 38 9
BT e B AT AV R E AWM S KA R Y
TG 25 5T 0 A SR o BB, B S JER R P R B 2 25 W X L)
SRR . K NP 1Ry 5 9% 22 50 2 A B 5T + o3 2
ik 5 NP MM M 2 7, % f0AR 2 A 34T 20 07, B IR
N BHLfR T SRR R 1 SO ML, O SRy B R 2 A BE R K
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1.1 4%# vRNP #Zé#r A 78 vVRNP By Al e v g 2 — S i
BRI e . EEAMAEH o(importin-a, IMP-o) KT A
#E 1 BGimportin-B, IMP-B) ., IMP-o 51 3 45 & NP ¥ &
{55 (nuclear location signal, NLS) , [R] i} #1 3£ IMP-B, fx & fi¢ it
vRNPs #E A IR TAV 3E R 4B AR TAV 7675 &
A i A o S DL B R e i DG B AP B L S SR A R AR 1Y 15 £
TREZEXTEE, BREEAOFRE ZHAETEZHAR T, S
HSHRATAGESHSSFREEMED . HhEEEHEA «
(nucleoprotein interactor 1, NPI-1) il ¥ % &  H o3
(nucleoprotein interactor 3, NPI-3)/E N AZ i A E H o ZKE K
BREH RS E IR NP A EAT ., B
(nucleolin, NCL) J& A% 20 il v i BE RSP B Z T fE 1 g, 3 &
SR I T A K R AR S M R R L IR R
AP TR L A RS & B NCL G 5 NP AR B AR
P vRNP A% 4 A AU 3 52 161 (5 KR 358 4F B9 ML) A fr 4R
FELWERAYE NP WSS KB A AL A S N
RNA % &1k PB2 45 & 3% & NP-NP [q] U5 55 5 25 #4322 AL
B T 20 0 FE R A RGP T AR R A A0 AR S
# 1 40(human heat shock protein 40, Hsp40/Dna]B1) 7E ¥ J&%
o 1 BB L N 3G ) 455 TAV NP 15 RNA/PB2 4514
WREMEAEN AEHE T NP 4 IMP-o 45 & . i B3 B vVRNP
Bl A LR 5 1 R A S MR 0T SR w1 R Y. sk 4,
Hsp40 i A LLE 3 90  XUE RNA #OBE:  11 (protein kinase
R, PKR) (¥ 235 . BEAK 1 3 09 B 75 5 9% B 2& AR ) e 44 1 O
B R Y, Xt R W Hsplo i Z MRS E
vRNP # i A 72,

2022 4F 9 H ML 2 B LIRM AR THERNF
BinCARDL & TAV & 1 J& 91 59 4 1 % B0 1% 48 H RE 6 e i
NP 5 IMP-a7 %5 & . #F 1 4@ 3 57 & 0 NP 1 &% i A, 3 5
vRNPs 1. 50 IR i BinCARDI filk & 1 4 3 B i & 4e
{19 PR BIL ) — 56 K G 8 17 5 B & A0 A W B M . BinCARDI i
A& Lys63 HEHHY TRAFS 2 # AL, (24 RIG-1 A R K
A5 S5 5 il TBK1-p62 1] LA i B fiff BinCARDI 3k il i
BinCARDI % TAV A= i & 391 4 i 80 1 R . ok BEL 1 1 2 P4
T2 5 vRNP B AR S#H T NP 5 IMP-o 894545, 1T LLAT 2%
0 A SR B Y A
1.2 A7) vRNP AZ#r N BE# X B0 I 8O0 28 0T 58 B IR A
i 2 BA MR LR Y ER A AR, [EMEZE NP Y
28 LR B A [ IMP-o/ IMP-B1 A0 B VR H 19 75 22 IR 7 4B 45 52
vRNPs (R A - & m 1AV E 6. © A ®EIJLFE =
B oM MW R A& R, B e R C AT R 1
(phospholipid scramblase 1,PLSCR1) .45 £ R il 4 H F = % &
F I 9 7 10 85 A (moloney leukemia virus 10, MOV10) #l &
A ¥y B E K A F 18 Ceukaryotic translation elongation
factor 1 delta, eEF1D) 4%, 1X 6 1 32 & 1 il i 2 0 vRNPs 5
vRNP W35 [ B A SR 40 ) TAV 38 5%, Hoh PLSCRI f£
g RlORT 5 8 -k P R 1 T L 7 O EL S 0 A D e e e R
IAV JG B0 Holi i3 5 NP IMP-o B I =R E S WML T
IMP-o 1 IMP-B1 2 [8] /4 25 & #F 1 90 NP 92 5 A, 3 3% B
3 st A e 3 A0 S v B T ) B A NP A R e AT
eEF1D & eEF1 &4 9 Y 8 2 4 )RR 5%, 16 B A Y B R Y

AR R EEAE Y, Gao PV & M cEF1D i@ it 8
W NP 5 IMP-o5 B AR B 4E T, i NP Hir 8 76 44 i 5T H 9
vRNP WA,

Zhang 25V (B I S8 M 4l 4k 3 45 A Bk 0 ok 3
MOV10, %8 MOV10 %f vRNP R ZhRE A MEI/EH . ZENA
A NP 5 RNA M EAE & B 1E NP 5 IMP-o B 4545,
SEC NP R A0 A NP R A S vRNPs 1E#
RER KA . MOVI0 B30 E N TAV 25 A i 301 A9 357 80 15 3 fR
AT Beah, R ADY BE 5 & B & A RS 1 2 R I
i 2 (influenza B virus, IBV) & il ., A & B4k £ % %% MOV10
ot H At 2 80 3 SRR 9 B R 1 R HE [ AR 94 4 A A5

= H HJF (tripartitemotif, TRIM) KR & 1) 2 51 . &
SR B SE R, A N 3 B C 3K R RING 98 25 #9481
ANB 2 A B-boxes 45 H) 35 K B2 g -8 e 45 # 3 E . TRIM &K ik
EHS S Z Ry, W AN R 0 4 A T L a4k
B R LR A . 2 R AR P R A0 A A T B i S R Y
MU AL IS S 56 5 40 IR 0 T 0 0 S 0 AR L WA R R R R
BefmfE s ERSRN—-MEATEMEEBH, ZX-EA
fitf /< 2% 4t (ubiquitin-proteasome system, UPS) J& B & 4il ifd 75 A
FRFEAR g £ FE LG =2 —F7 . TRIM14 5 NP M H/E %S
K487 # fb M1 NP & H W 7k K¢ fft, 4 25 b B WF NP A B,
TRIM14 HA ZAE5H 3%, 0] DL #E 5 NP AR B 48 ok &
EREI RSO . 45 #38 PRYSPRY X NP %4 5% £ . vRNP (1B
B TAV & il R 5 1 5 25 B AS2 23 5 25 35K
PRYSPRY 324+ 45 4 NP T {2 #t vRNP & ™, TRIM %
BB RSN = A ek E AL B TRIM4A1, TRIM22 #1 TRIM19,
FIRE & AR M) TAV & 6189/ 5 Bz, TRIM % R 7E
H BRSO E A A R 2R E A
5 NP AHEAE FH 0 R B 0 A2 (5 A T 2 5T E X I
FGEHAME AN AT HER. MBREE AR EMFRB
Al T B 2 R S 40 M5 BRI A BECIR S A AR AR R . N
S50 4 AL O TR R R AT RN AR BRI R RS M
2 g IAVEFEAERMEHNEEZEF
2.1 WRETAV AR A FA L4 vRNPs A5 8 78 40 M
A% vh5g i S A A i A2 . microRNAs(miRs) 2 i3 15 5 4
FEH mRNA R i R i 5 S5 BRI R S 72 558 07 1 /0N 0 S 45 A
RNA K&, 2 5080 5 BEENN&FA YR, &/
FE W TAV AR A miR-9 U281 32 40 i PR 5T DL B F 95 5 4k
BRI SE . Y40 1 F ik miR-9 & BT NP A M1
H DR B 23k AT HE 9 25 1 B AL 1T . X miRNAs
2 55 00 B 1 AE Ak R R R 0 B IR R AR R
M. BREFSEESR S A FOR A AR E S 5 IAV NP 455
PES G W E £ R A, LR A # 2 R M (protein tyrosine
kinase 2,PTK2) ,ATP i 5 H A& 26S .3 4 (proteasome 26S
subunit ATPase 2,PSMC4) FI 75 [ B A 15 /L 75 19 1 (proteasome
activator complex subunit 1,PSME1), H ™ PTK2 7E i Bk 7
TR 20 i Bk A e R A SO T P 3 2 R A T ML T AR
HE B 9 8 2L PSMC4 A PSMEL 3 79 F T % #1i
HEEAS5EAFEACHEA MAPK 258 % I i3 2. PSMC4
WA ATP 25 19S P8 55 UK T 7S B 04K 2 il 2007 A9 21 A% .
19S 1837 J50RL AT 20S A% 0o UKL 4 1 26 S R Tl R 2 B0 A% 4N il
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B ST AR TR 9 R 24 T AL . PSMETL 2 11S 8 PG
PN T o WA g 3 U XA E A Bk 25
) 55 it o T AR OC 158 i B AT AR A L R P eI
5 B A SRR B NP YA A B 9 B T H A T B B Uk
Yo b AR o S AR 1 BAR B

HAETIN o &2 R AL 1 3 252 m NP 587 4 B 4 RNA
(complementary RNA,cRNA) i 45 & 15 14 3 8 9 il 2O 2 K&
PRI PR A2 0 O S 2 SR R NP R A AR 2 A2 R
fir 5, Ho K184, K227 #1 K273 fii F NP #) RNA 45 435K I,
K91 Fl K351 i T&5E 4. E3 12 R EHM Cord-Not # 32
A ¥ W 3 4 (Cerd-Not transcription complex subunit 4,
CNOT4) H] LA NP B3 Fu A s R A iZ R AL 8 vRNA &
0 R0 A, 40 i vz R & A B USPLL M B NP @iz R
P XU RNA 4548 A Staufenl (Staul) & T W4 RNA
HAEARBER— R, 25 mRNA W5 B9 L . it
Hh, Staul 855 5 00 32 RNA 6 3 5928 4 B ©Y . ot +
P it e 7 A 11 B S A8 A Y A AR L 5 i A 1 BT R B AE L R
T T 1 1 B A2 B AR
2.2 WA IAV A B A A LH WS A TE
F MO A0 M B R AT A B A . M AL AN
3 B K 4L 55 B L L 20 B A AR A% B 1 R A T
1) 5k B R 38 BURE (stress granules SGYPY . SG fE S —Fh & 40
U RS G 7E NS 2R Pk B Y 1 Ui e s 2 % g 20 I ) TR
i, [ B RNA f# jE i DEAD-box 3 (DEAD - box RNA
helicase 3, DDX3) W7 e &AL i SG IR IR . A BF 5 i 5 5
UUVE SLBGHIE S DDX3 7l B #2 5 NP 4 B 4E Ik & ¥ 5L B 4L
N, KW DDX3 1E7E F ANt R R E Hrp s AE M, — Oy E
5 NP AHEAE 400 5 200 3 & W, 53— J7 i i SG
I LA 3 R FEPUR T REDY . A E AR E A
1(monocyte chemotactic protein-induced protein 1, MCPIP-1)
S — b 0 RE A8 H0 1) 995 22 O B i VRNA 1) PIN B RNA i, K
F2 B o IR EE MR NP PR 3R 5K R A0 R 0 A ok
REGORHRON . miR-9 76 TAV &Y A549 415 % ik
L BB T A0 T 0 A T 3R 3k MCPIP-1 2 4 1)
miR-9 {1 A 2 k1

TAV &Y i 32 40 M isd 7 = 0 < s 0 0 L O 1 3 A2 o Bl
B EE AP R I B 3 ps3 A AV IF S AU T 4
B . 3 o PR X2 B O 2 B — FbT TAV 39 58 9 5 0 ) 7R L BD
W85 M 43 (ring finger protein 43, RNF43), RNF43 A i %
p53 2 R AL B 2 p53 A H AE O T A R
RNF43 5 NP @4 B AR 2R po3 ., (ff F 7 2 4 40 M 9 71
SRR T 400 40 R T K OF . NP-RNF43 A T
PR PRSP e — 25 3R 08 T p53 72 25 & IR & 05 ML Y
A%, B RNF43 195095 3 L B 5 5 — 2D 5. A
— ¥ B¥ ¥ T B (Cheterogeneous nuclear ribonucleoprotein,
hnRNP) 55 76 5 5 1 3 56 K G 358 B Th & 78 G B
hnRNPAT BHZE N 2 —. 2 51F 2 DNA M RNA 5 2
AT Kaur BRI Z B hnRNPAT 5 NP 76 B &
e 107 R L B 0y 2 R A B Sk v o B S 8 O e A AR AR
TEONP SR TCIEIE R Rk TR MOS0 R G 5L A 20
kuCinterferon stimulated exonuclease gene 20 ku, ISG20) Fl %k

i B KPR H (myxovirus-resistant protein, Mx) /E i IFN #i] #
BN =, LR K O R AR . 1SG20 BT 4 i i R 2
A B PEIFAM R NP BN R ML SN A 5 SR AA Y s MxA
55 NP AT 0 90 T 5 N 4 R e SR L T T R
973 2 i SR 30 % 4 TR) B0 BE K45 % B [R) 0N AHL TG 3 22 i) R 5 A
B R TEI— LR, 5 NP A H AE 06 75 485 58 00 15
F A FiB A # T 90 (nuclear fac-tor 90, NF90) , H: 5 H5N1
WTE NP 1 C din 45 &, B R0 28 3R 6 B 1 75 % e 530 4 1)
93 7 22 DR 4 52 R mRINA 558 , 50l 3 42 0
3 I vVRNP ZHHMNEERTF
3.1 43 vRNP Ax#ir s 7% 0 80 B R YL i 40 . vRNP £ 1%
% 4 25 F (nuclear export protein, NEP) /5 B Tt #% 21 3k 41l iy
TR 5% J] B 5 A T R 24 2k 5 S e ) IR LA 4 e, NP Y
Rt X5 1 A2 AR E 2L OF BRI E 5 (nuclear
export signal, NES) FIZE ALY, NP B R 3 50K 25+ 5 40 48
1 NP BR % 4 B B 9. 4F vRNP 19 45 4 4 +5 8 T 2 4E
T VR BRI ER R T i R T TR R R A 1R A
RLFE & 25 90O 1 5 T AR S A L 35 BR . Zhang U7 3 i
B P28 T VE S B0 45 4 B L 7R XS DF-1 41 vh % th 2 AE e 5
NP K AEMOERAKEERF. Hbh CCTs BHEBEAS TS5
NP.PBL V) % PB2 WM E/EH . IEEA & TEAEA
1(chaperonin containing T-complex protein 1, CCT) & B # 41
JiO ML T v — — AR R T . S S R AL E A TS X
R EALSS.CCTS BHTHZ 7, 3t — 2wk 5
WA L B B R 1 AN L CCTS [ ik K 1R L X 2
HETONP f R DL RO TR A TS MY R
CCT5 fe il vRNP #2 % th o 35 2 By 16 i s 35 20O . Ak
N B R Y 1 R SR — R R R W . NADPH
AALHE 4(NADPH oxidase 4, NOX4) 2 M B E 8 S 5%,
FE 7 B B T g 20 B R A BRURAR A L R AR Rk
R, NOX4 A 5 9% P & (reactive oxygen species, ROS)
7= A 1 ROS Y 5 5 3 22 25 800 Al 7% W 400 9 155 ik %
NS00 A HE p38 FE N MY 22 4 JE WG 1k FE A B8 (mitogen-
activated protein kinase, MAPK) & £ F1 4il jfd 4= 5 8 5 1
ERK., 3 $6 J8 l 2 I06 I R 43 B B vRINP A% i 5 50 o 7 4 4%
FIBEBE R SCREIN R R, A R A s 3 SR AL I R g T
VLA ) 97 % 075 B Y 4G JE . A% B R 25 1 1 (nucleophosmin 1.
NPMD) J& — #0732 43 4 F 400 5 19 RNA FEAR  BF 55 % 304 0
R 3 NPM1,DDX17 #l TAV NP 3t 2 £ F 40 g 5 L A
HE VRNP #% it , X #27% NPM1 fl DDX17 #] i & 3% U [ V6 J0
BT Ak S WF % 1 8 AR VE ALY . 2 Rl e 3 A B
TAV 5 I % A4 i F 300 L ot 5 NP 248 s i) 2 A0 T4 A
TAV 145 i 36 58 . 13 28 4 32 8T ] R B B0 2 F 9 19 I A
i LA I R P R PR 0 B BLRL S O R IR T
SRR 1k

Ui B vRNP # 5 A S % 5B BUBT M mRNA, mRNA
HRAZ 30 T A0 M L A A BRI AT B A PR R A, B
P T A A T BE P PR T 5 L 3R KOT R M bR S T L B A
FR PR, HAr. B FIEE R IAV MG EEH L E
BRIR AL ANz T AL B 5 S 1 ol 08 T LT RE . — U % A
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255 R TAV NP RIB 4 i 2 (4 NEP ¥4 7B AL 17
76 vVRNP 9 1F % 20 % o #2 f, NP E Jy 3 g #% 0, J8 3 25 &
vRNA H7EHKHE © kA 5 RATE AR R Y kD 6e. R
M NP ) B R AL A8 4 2% T BOH B0 A4 55 1y J AR 41t A 8 IE W B
HAR R e 252 vRNP JB B9 35 4k R 3% 3K #5542 1 55
FEARCO S R A0 U R W R AL 1 A 0 g AR 3 Ol A7 A
TAV 19 24 fiir J& 393 v o 0 240 1 2 28 08 8 IR 7 258 Ceell division
cycle 25 B,CDC25B) J& CDC25 i B2 B 5 % i i b1, EE A S41
L i) 350 A P ARORS e SR Y S B R AL OT R T AN R o R . A
Bk BLR W CDC25B nl i fie o NP #2595 Ak . I\ T 382 75 O
T R A S M NP SR R AR B L ) T NP
TIRERI TAV (1 A Jil ) 2 6 e,
3.2 4 vRNP dfir b fERKGL I ], vRNP B4 th X TAV
T P 0B M S SR L ) vRNP A Hi L R % Bt U J
BMA B K W 2 — . hnRNPAB /£ —Fpa4i g #% b 2 5 W
RNA 254 8 L 7 TAV Y01 5 NP AR B 7R 0 il
ILIHIE B mRNA 5 H K F 454 & 1 (RNA and export
factor binding proteins, REF) #f #% RNA % i A F 1 (nuclear
RNA export factorl , NXF1) i & & & 9 il 55 % mRNA #% i
L Liu A G G 2 5 B BB WA TAV & MDCK
20 M5 A TR I ) R NP R 2 Ol R BN I AR P
(lethal giant larvae 2.Lgl2) i FiE 4 Hd - NP 76 40 o 4% H &
A . 5 IEH® MDCK 40} AH e, & BL 40 Jfd (8] B & & A
Claudin-1 W53 &4 T 728 4k, B 3R 38 Lgl2 25 i 35 40 Ml [ (%
R B IIRE 0 — 2P AN MR AR AR M AR AR OT B NP
% Ha
4 0 VRNP AFEMBEEEF

TE 48 M BT B8 ) T AUR A IR AL RA R
YR NP.vRNA & HUB 9 vRNP, vRNP H#% #1135 5B 17 4
R 2F, vRNP Y 1 550 20 36 X7 T 5 A= i J5 00 [l A 2 ¢
#. DDX39B & T DDX WM 5t 2 — 76 RNA R 41 %
R R L EAEH . Morris 255 % 81 DDX39B 7] 3 i /i
5 NP-RNA H B fE I #0 f2 #F vRNP 412% . Ly-1 B hi 52
[% (Iy-1 antibody reactive clone, LYAR) %K [ i i3 1 5% NP-PA
Z A YA EAE AR 2 NP 5 3R 5 B8 9 45 5 808 78 vRNP 21 3%
PPl NP 558 7 4 1 vRNA R cRNA, 311 {2 38 vVRNP
Y1%E 5 7 L R 4TI FL A Y, A8 vRND 4158 B B th A7
TE NP W B IR fb & 1. 15 £ 2 B I B8 C (Protein kinase C,
PKO) Z M B 5 AT LA 45 vRNP 412, Hb i fk i) PKCO 5 %
G WA PB2 A B AR, IR 76 TAV B4 1 £ Wl NP 5 i
b A2 3E NP ZER LA vRNP 265 0 AT | 40, e vk X &
K T & M (fragile X mental retardation protein, FMRP) {E iy —
il RNA 855 811, HR AW 308 Uk 2 R BUE M X 285 1F
(fragile X syndrome,FXS). J& 5% §f 58 T FMRP 7£ Jii /&
96 T L TR A L IE 52 FMRP 5@ i &5 NP AR B 78 i 7 3%
vRNP 4% , [ i i o 5 58 28 52 90 99 3 1 @k FMRP-NP 1 25
A HIHR FMRP 2 5 vRNP A3 K88 Sy . s — P % W] T FMRP
JEAEHE vRNP A3 B KM EIN T2 —. T NP5 RNA W
Si G B B vRNP (Y20 % , 3#F 11 5 0 it 8o 2 1Y L 2
FIBE R, 5 B0 7 T 1 4k 22 SR o) 16l 40
5 Hit

X TAV S B A ISR HT A 1E 32 7 08 A IR R B AL il
H4E H-1 (adenylate cyclase-associated protein 1, CAP1) . 1§ &
R T % 22 ki 5 H V (centromere protein V, CENPV., X f§
p30) % (H LA FIHLEI i A 2 R e g 2 I F ]
AEAE A ¥ 7R BT il s T8 Y #E 0, 58 % 15 £ ¥ 5 TAV NP A
TAEI M 25 52 e S Ry . fm E TR TAV [ 30 i B 42 AR
MERZHEMEL., fEERE-MZIONEE RNA LS
I FE R R R RS NP 7E 32 JEk s 20 L 1 40 B
P EAER . Terrier & Rk ¥ims £ £ 5 H3N2 i NP M H
YERT A BY T vRNP #5358 Mk 2 & 6. SR T Kumar 27 B
FEW N E ERFE S 2009 4F R HAT HINT (9 NP B ARG .
FE R YL e A 5 T AL R g Rk, X AT AR T TR
FEHRIEMED . — e £ R 0] 65 A 7 /Y 75 R A A A
GAEH L (HB K A% B 808 B A R bR S . miRNA JZ—28/)
AR g i e RNALTER s 5 WZE A EM D A HE
TYhe. X5 R\EEAHB A, BRI R E 2. A
0 2 B — R A AL TAV RIS B3 mTOR 38 %, W 75
JEY W miR-101 240 mTOR (9 3% 3% 5 Wi Uit & 7 1%
FEE L AR T A R A AT % R R BB
G (1 T Anac 2 T 4 R 1) YU R Rk B P 1) DR SF AR
1. AT 55 38 7 1Y 22 Fh R ke AR B2 SRR, B S X U I8 B
TR 1 0 B BRI — s i PRI VE T . S U REMEIE L T 4H M R
SRS Tl 150 37 70 S i SR e (HL B A B LA S B T R A
6 BBRREE

FRAE T 5 T H A e R, 2R BN A 10 {262
TR ], S8 29 7 E 65 7 R ™ Ay I I G 9 A 2
IRRAEMIBET: . v TAV S it B g e FIBE T 1 £ 2 i
TAV W 5) kA= 78 5, 8 5 B I T8 R I 4 48 7 A £ b T A ok
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