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The function of non-coding RNA in regulating the renal injury induced by

exogenous chemicals

ZENG Ni, WANG Ting, WANG Qing*
(School of Public Health, Sun Yat-sen University, Guangzhou 510080, China)

Abstact: Toxic nephropathy is a kind of renal impairment caused by exogenous chemicals. Although the
pathogenesis of toxic nephropathy is very complex and has not been fully elucidated, a large number of studies have
revealed that the mechanism of toxic nephropathy is mainly related to the dysfunction of physiological signal
transduction pathways including oxidative stress, inflammation, apoptosis/necrosis, epithelial-mesenchymal
transition and so on. Non-coding RNAs (ncRNAs) are a group of functional RNA molecules that are not translated
into proteins. A great number of studies found that ncRNAs including microRNA (miRNA) and long non-coding
RNA (IncRNA) are involved in many cellular physiological and pathological processes in vivo. In this paper, we
mainly focused on the research achievements of non-coding RNA in recent years which related to the studies of
renal injury that induced by chemicals. At the same time, we also inquire into the differential expression of ncRNA
in drug, heavy metal, chemical toxicant induced kidney injury, and the mechanism of ncRNA in the regulation of
the signaling pathway of chemical induced renal injury. Their prospects of ncRNA as potential markers in the
diagnosis and treatment process of related disease were also discussed.
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& M RA G K AR =l @ S A K oy
TEEABEERG S /NE LR, ] @it 154540
FRURE, 5] EC 200 b Ty e e 2R AR 400 b - 4 ) 4 T S 4
JiL NS R A R SR A B N BRI IR D RE . 29015
SRR RILE,  B AT TR 5 R O
SN TR) 5T A B A 4 % I IR B 77 2 2 Tk
Theg2caL U . RV RIS & MRl IR T, B
AW FTERY, ncRNA fEAFRYE LT AL —,
RS Z MBI R E . KEAESTINKR,
41 miRNA miR-30d. miR-125b, miR-192, miR-194,
miR-215.miR-182-5p % ¥ J IncRNA HOTAIR (HOX
Bes [ LU RNA). TUGH ( ARz EHFER 1), H19%
LEGEMMRE R e R R85 ; miR-29,
miR-200 B 4L+ 2 A M i) 1 204k, FERE IR
B B BT N BRI AT AL ZhEE 75 IncRNA
LN3E 2 IR AR 5744 1 ( plasmacytoma variant translocation
1, PVT1) RERS (R bb IR B R AE R R D . A
SO AR i RNA 7E A [R] 28 B A% 2 v B B 4 v (1) %
15 72 S S HRHA 2 M B 4043 AH DA 5 188 B 1 R 45
ITERR

1 JEZRASRNATE /Y

NFEFER 441§ (human genome program, HGP)
FERZ G, AATRINNFREER AR LY 1.5% B 7
PR AR, HAFIIARDEAR ", &
TAE9m S RNA, RK—BF AP, X287 51 #R Bk
IR FE A 1 “ BT BTSN “H ok
MRS TS R ThEE M . BEE T RNA B 5L
IANBTIRN, AATRILAES S RNA (1) AL 8 R 1A
RS2 HERAREFEVIMG. toh, Taka
WAL, PTiE B ESm 0 RNA b2 /N AL 1) 5T
GeSEAE S AR SR, T A S A E R ThRE U
HE AT L, 46K 2 80 EmEY RNA [ D) RE/E H ok
A B . R YRR B, ncRNA, JUHZE
miRNA /% IncRNA 7V 22 5 i g 3L A2 1 22 S 3RIA,
X2 7 55 3R IA ) neRNA B8 9% 88 1) K5 5 1 AZ R 90
HEARS T, 58U FAMH B mRNA 1) 5 iE,
T SE MR PR 33 Jie o IR R AKX e ARG b 77 91 £E 25
P R AR EE R B T R E L

miRNA J& — KA M AEH 1S RNA, Fe% U 15
BRI AY) AR, s s o4 AR A BETS,
3 B T 0 o) L PR (1) 3R 0 S e VT 22 0 TR
HAPERFE, miRNA @5 48 mRNA [ 3'UTR [X
ghity, A A FUERIEENE S mRNA FEAR M 80

ol 400 ) B DR B Rk FE AT, 3T 1000 BN 26
miRNA 4% 1 [ 45 & 22 /b 60% (1) mRNA F T i 5
Fikid g 1,

IncRNA & — ARG fid & R 1) RNA 47,
HAK BE#E T 200 nt, IncRNA A 3@ i £ FhopL],
Yt R, R 180 DNA HEEAL ., #E i,
FESE R A M BB AT mRNA ik %07 g
I [R] 1 2% 04 5 R MR B 2R R AR e AR T
B (1) e £ T 45 4 o508 B A 24 11 B 0 B R
KAEIEFE, IncRNA B 7E A [F] 7K~ 52 1 6 ] () R 08
IncRNA U TEI A b, T, s hn
PERACH R AT M. OB . IR 2 3t
FErp i A BB A 1 202

2 MRESHSSERRIEEEEIK

20 42 80 4E X ¥, Rodbell #£ Nature b %
BN “ R Z RS GTP- 11 & A /8 I % s v fAE
M7 B, Bk 3| “signal transduction” — 1]
RAEATH R GTP g5 & E AW TAE, % —H
WHES P, MpRESESESRRNIREHENE
e YT AV G IR . A 2 E R
FEAG B AL I A VR N il B3 T RIS B AR
HOCE DU AL« AR N AR SRR —— A S 5
3 W TR R Rk AR AR A RO =AY
Ap BN A LG T T R 0] 5 S IR Rk
A5 T A A R B ), M E A% BT R % 1R 4 1
X — . RMEAE T FA W S DNA 7
AR R R A AR P R, B U I AT S A
T NR BB FRFNLE B — T TR %R, 8T
FE22 0 3, IR 12 N TV 2 5 I 7 b
RNA FPAF AR AL 21 2y Nz —, xh
DR A A B TR s Y RS B SRR
HEYN 2 — R FEFRIEE N MR, 1 miRNA
IncRNA 55 8 1% 388 1o 4% S) F e 5% J5 7K1 i 28 Bk DR 3R
15, 53R EDTES, Kk, ncRNA 7] §E
FEPHEAL 22V B 0405 A ORAS 5 Sl Bk Ry i 1 &
.

3 ncRNAZEMNBEUEYN SR EESHFH
R ZE R Rk

HAT, B&ESFAEMGE RS —RNFH
RIGAWR R, ADBEFRITIERT Y. EEE.
W BYER T NME. i, dHRASE AL 2 J AH R R
25 F ncRNA )2 REIE, ACEIAY). He)E.
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g, 4% ARgmPIRNALE M2 SNEL 2 PR 4505 h A H 745

WA BCP R R AR OGS 5 IR A SR DRI R
PR R BATAL R, BT ER AN A
SR EE S i neRNA (1978 5 R98 1 (£ 1),

4 ncRNAZSIEIEhHM BREXESESERE

HNIRALZE 51 S FA) 22 R B AR S A1 SE S
ERE A A A A SR R B A SR
B /INE AN R T AR SR RE S X I TG i — R A
ANRECH, SHERIhRENIZET T, SRrh Rt R
TR A K. AR H KIS S E B AT A AR,
PEA IR LR FE . neRNA {1 R WL A% 1) 5 2
FEHRZ—, S5 IFETEEE R RE S8R

WA T EERN AT,
4.1 %4 KEF(transforming growth factor, TGF)/
Smad{5 S @&

TGF-P & — Fh $3Y (1 {i2 i3k A JEE A 21 48 b 1) 48 g
T, ot ARNASMESE, HETFZH
Mz R s R M . TGF-p 21k H S B
A LA TRBE AL G515, 24 TGF-B 5 2R &5 51,
SABRAF LTS AL AL 3 s R 1 Smad KA 22 Z BRI TR
1k, BERRAGIY Smad 431 T8 B RIS 5 S Bl R Y B 2R
PATENGH AR, TSR N L DR () 3, R MR 4 i 1
. BRI RS RZMAY L ESR. W
YgEAT 51k TGF-B THiE, i sis S NI R

=1 SN FDB P E B BT ncRNARE R RIAIE

HNEAL ) miRNA/LncRNA PRV T 5T S WA T RE 225 ik
WA 7 3 miR-30 A LR ey R S (-4 5 )i o d [29]
Sim
B PRI ' 95 miR-34c i Notch{s 5@ O] AL 4 Y [30]
WA miR-21 i AKT{E 58 %% g, LT [31]
ESVE I miR-30a s I WA 3 ST AL [32]
RO RKZE  miR-21, miR-214, T Wnt/B-cateninfZ Fi@EE  HH1IH [33]
miR-210. miR-199a
BRI miR-29. miR-21, I TGF-B{5 5 if 4% PR Yl £F Y fb [34-37]
miR-150., miR-185
BRI il miR-1260b T Watf5 5 i # fe it B A A T [38]
it 200 A 184
Z M2 ESNPs  miR-217 N Wat{5 51 2 P HE S B [39]
R R let-7¢ R TGF-pfs 5 il % ] R S [40]
AR EEAL miR-192 N TGF-B5 5 il #% £ 4L [41]
RRBFE#H miR-21 S| TGF-Bf5 51 #% PR J A S5 B [42]
Ly miR-192 1A TGF-Bf5 51l % fRIELT4ELL [43]
HihEE=A miR-129., miR-130a, i MAPK(5 5 Ji# % fE k44t [44]
miR-130b, miR-141,
miR-218b
N miR-21 A NF-kbf5 5B % RIFAIIRT . RIESBE  [45]
miR-30a i Wat{5 51 i Pk b )AL, [46]
miR-30c i Notchf 5 i ) 2 A P YE [30]
miR-185 i ATRAE 58 IR ST [47]
B R 5 LncRNA PVTI i TGF-B{5 5 il % Tk b 7 [l m ik [9]
LncRNA MALATI S| Unclear PR S AE S5 B (48]
LncRNA Arid2-IR e | NF-kBf& 5 i 1% PR3 4 S B [49]
LncRNA INXS i INXS—BCL-X{5 54 HSHT: [50]
e S R P2 24 LncRNA np_5318. i TGF-Bf5 5@ % R JORE OB EF4EtE [51]
np 17856
e N LncRNA: MIR22HG,  Fi}d MAPK/E 5 iE i I BERE VL [52]
HEEAL A GABPBI-AS1. IDI2-
B T AS1. LINC00152
R 4 LncRNA-p21 i NF-«BifE % A T [53]
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K th R T TGF-B 76 B 4F 4k b i s B/E ] B,

J5 I e 22 2 FA 01751 (calcineurin inhibitor, CNI),
M ER A S m 5258, £ 5B E PR
He iy B HER N HMME, CNI 51181
BB PR T A B — N EEE R Z . Sereno
st B R A WA 2 A (cyclosporin A, CsA) 4bF R
% 3@ 1 5] #2 TGF-B1. NF-xB fil p53 mRNA % ik [
Th i 5 B & 4. Zhong 2 PO K Bl TGF-B
BT RGP LS| Smad3 BEIRL IF4E A 3 miR-21
Ja 51 Smad 45 &7 55 (Smad binding sites, SBSs) -,
A miR-21 I8k 51 /N b R 4 A [A]
FiAGEE AR . IRAL, A I SR 40 i N1 TGF-B1
A LA TGF/Smad {5 5 3 % 521 miR-192 [ ik
M FEOE - 4E 40, miR-192 K AEAE H B #E 55 8
8 E & 45 & [F Y5 HE 2% 9 (zinc finger E box junction
box, ZEB) ZEB1 £l ZEB2"" . AAI/NiR, IncRNAnp 5318/
np_17856 Ji 25 X 3 HAT [ ) Smad3 45547 k1
Smad3 AEFS ML 1% SBS £54, AR B AT 480 I
N ANEF Ak 1 K A . Zhou %5 PV i@t Ky Smad3 %
AT i P B0 4 PR 77 L 2 4 5 o 152 24 2 S B A 5 1)
PUB INBRIE B 28 /N AR, A2 PR AR Y 1 2 21
AR 151, 413 F IncRNA [ RIEA /K 58 A4
/NS PUAEAE 35 22 5, 10 Smad3 #5193 1 B
TR A E S S RN EFHEAL AT 3 8 2 2 . B R
B PR B A 52, Alvarez Al Distefano™ & 3,
TE R A T RIS N ER R EGE L, PVTI Y
RIS Tm T 5 5. D5 kM, PVTI
Fhi 51 TGF-B /KT, {2ik ECM &R, 5l
TR R A Ak, (R BERE R B R R JE, R B
7r IncRNA 1 TGF- /i 3 [ AP 4 AL T 4E4E 1 B 22
b REES
4.2 REHEKEFZ K (epidermal growth factor
receptor, EGFR) 7\ S A Ras-22 2 & 7R 1k & B i
(mitogen-activated protein kinase, MAPK){5 518 &

MAPK 15 55 I &0 — R4 22 | JRE R E
I, P I BOR RS NG, AP
ANEN R . MAPK FA% 0 173 B 3 AN B 24 %
TEARSZR BN, MAPK 45 iRES. 4if
2 B A KPR 7 Bl A PR & RS, MAPK 22 iR
MKK 1 MKKK {0 AE S g sos, RINZEHR
PR AL B o AR SRR R U R R AR 40 A Y 4L
GRERNESHFRE, IR K40
AT S) .

B # 2  ih B & A (ochratoxin A, OTA) %

BN 2 —, Dai 5 PRI MAPK i@ % 7E OTA
SRR R B AR A . Kumar 25 ™
TR A [F B OTA BF 44 K AR A, B
e 3 B 790 o A U R miRNA 238 7K 1 e
A, 5 R IR 417 B miRNA 234 /K K AR A,
WA YE BT E TN R L Y, IR QT-
PCR X Fil il #E ZE PRl #E47 50 4UF, miR-129, miR-130a.
miR-130b, miR-141, miR-218b /% miR-3588 7F 7
HHERZE B, S5HBREE mRNA RILKF 2L
Y SR G o T I UL IR 5 2k B R4 i (Kyoto
gene and genome encyclopedia, KEGG ) % [X] )X 2% (gene
ontology, GO) ‘&% H1 &I, IXLLH]HESZ miIRNA i
PR 22 5 B L R 2 AR TP /E MAPK {5 il i &,
BRI, 28 35 I A 353 miRNA 225 1 OTA J@ it
MAPK {5 il B 175 T (1 B 3k

T BRI S I g B AR A A R )
RS, ARG AT BE 5 E AL RIEAE G, (B MR 58
el B B2, Tani &5 LR B 1 SE AL S R
B AR AL PR N 2R 5 2 B T 4l il (human-induced
pluripotent stem cells, hiPSCs), i i qRT-PCR £ il
FI| 4 Frfs R b () IncRNAs, 411 MIR22 15 323 K] (MIR22
host gene, MIR22HG). GABPBI1 /< X RNA1 (GABPBI
antisense RNA 1, GABPB1-AS1). K& 1EAEE AgmiY
RNA152 (long intergenic non-protein coding RNA 152,
LINC00152) /% IDI2 Jz . RNA1 (IDI2 antisense RNAI,
IDI2-AS1) ik Fif. PRtk 2838 #HENX 8 IncRNA
REREAE Y hiPSCs AL W B AE bR £ . MAPK
5 T I B e R MR AL ) S B S A B
OIAFT, FE, HEN _EIAR IncRNA 15818 57 % 1 e
5 MAPK Gl B WS AL AH oG, i — IR P R
A )RR AL, A BT A, AR B 1
B o
4.3 PEIRTEEFZ AN SR E FxB (nuclear
factor kB, NF- kB){E 5B

NF-«B {55 5 i % 2 18 PR JOREAN 5 W s v 22
RELRE S, B e Es R RECR
A, NF-xB #lfl| & A (inhibitor of NF-xB, IxB) iz
R Lz mABMG R 247, Al LN NF-xB i v,
NF-kB 15 Ais 1k 1 o y5 40 1 NF-«B #0733t N i % ,
YER T NF-xB $9577oF, 513 T I = SR
JeAr R W TNF-o. TGF-B1. IL-1B £ %Kik, il
Keifs T A I SRR S AN 5, T 51 R I R R
LRYER e AN R B R, BT IELT 4Rl
A
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g, 4% ARgmPIRNALE M2 SNEL 2 PR 4505 h A H 747

PROR 3 20 52 22 B B LA R B 250R,
ez M TIRIR, HEe g Nk — RFIENEH,
BIERR IR, KT IRKRER T =M H AT
H L P22, Manikandan 25 " 3# 1 Western blot Fll
RT-PCR i I PR K 55 25 75 - 1 ' JUE 0 0 A 28 A5G 2
HIME, KI NF-xB KA K BEE N, Wi K
K#E 7 0] LU NF-«xB 185/ 3 B A 4 0 9 08
SN ECE B . miR-21 & — R B AG B T80
(¥] microRNA, Jia %5 ' /5 4F 7 18] 842 i G < 0By
IRREREFEM ISR &I, A AL 2
Wistar K A 9% 189 1 miR-21 () 235 M 5 5108k
HRBESIE . T Bera 25 Y 75 15 95 40 Mo o by
miR-21 FJ LS & B, NF-xB Y p65 fifk ik 14, 52 2|
L, AT ek 55 NF-xB 4% 5% i 4, 40 i i A 2
D1 (cyclin D1, CD1) HJRIE TR, 5305 Jm 40 Ha 3
B P RN . DRIk, HE D BH BT miR-21 w] DA JE i
NF-«B i # #1 i1] cyclin D1 [f) 2835 M\ T 400 1) 5 e 2
JHa 1G5

P 24 H 2 108 (methotrexate, MTX) 1/ Jy— i
G BN, 2 HETH TR T R RGEETT R
2. MTX BefS 3G I I S RE AN T AR B2
SN T FRISRAEEE T o (tumor necrosis factor-o,
TNF-a). NF-«B Fl1°f: 2 1R R 4 2R & I 3 17K
F, BLEZ R E M, B ™, Spurlock
2 DR Bl ARG MTX VA )7 f R Rk mKP
] IncRNA-p21 1 p65 (KL L, 17E 3 7% 0 R AR 4
AL, MTX i@ iE DNA M 8 1 e
AL 4735 5 IncRNA-p21 FIA 1M Ji /> NF-xB [f]
FERHAKF S AN AD 280 S B R A o BRI,
IncRNA-p21 7] figid ik NF-«xB @ %2 55+ 8 1%
B AR T AORE AN T A SR . Arid2-IR (ATrich
interactive domain-containing protein 2, ARID2) & /% i
JREAIIFE R . Arid2-IR I RE @R AN R 15
S 1) NF-«B {5 538 B 5 8UH IE 27 46 4k 1 & A 99,
PELIKT Arid2-IR 7] 52 19 B I 0 21 4E A0 T 2 VR 9T
B
4.4 Wnt (wingless-type MMTYV integration site
family members){5 S B

Wt {5 538 % & — 28 5 B AR 5F 045 5 il 2%,
Wnt {5 5 %> T-il i B-catenin-Axin 15 5 fli i 40 iy
JE A Z D2 WFRIE, € ARSI Ak, (Rt 4r i
Wy, rE2WtARCAEEY, BUE Wot/B-catenin {55
A RENS SR A e R A T

Peng %5 "1 75 f 5 B /N ER G 40 - R 18] Ak

(epithelial-mesenchymal transition, EMT) F) & 2E i F2
ORI, A A B S AR A S miR-30a 3%
KRR SR BTN MAR B, TR R L £F 4
HEREE RN, T 240 M miR-30a i FRIARENS
B b AR EY, 0 E- SRR R IE > A 7
R ARMIbR A, W YRR AP YRR R R
BE— B HIRF 5 K I, miR-30a FE A 258 Wt {35
o B P R R R R T B R TE AL T 40 R R T 3
(nuclear factor of activated T-cells, cytoplasmic 3,
NFATc3). i ZL40 i A= pi a1 i0iE Wnt {5 5 il 2%
Yok e B I PR EE VS S 10 B B 4%,  Chen 45 AR 5T
KB, A L4002 R AR B R B, WintTb %
B-catenin A Ft &, [FAIH miR-21. -214. -210 F1 -199a
FILTN, fEukE /N ER g A, s g
R T, R B R R R PR, SR
ncRNA ] LB 2 5 Wt {5 5 18 5% 8 4% 110 52 )
BETUS T B SR R .

4.5 JAKBERERQHEE-ESERSMERBER
F(Janus kinase-signal transducers and activators
of transcription, JAK-STAT){E S 1@ &

TR A4 R 2. AN R 3 F4
7 1) s Ak i i 5 2 AR 4G 1 R R 0 JAK
FF U ) %% 3 Kl T~ STAT, BJJ JAK-STAT i fi% # &
55 . dHMIR T RERE 1 JAK 351k, 351610 JAK fif
STAT K /L WM Ak, W2 {1k ) STAT BE 41 g #%,
1R R S IR T 5 AR G RE TR ) 4698 7 . JAK-STAT
5B AR T TGF-B. diMesblal sz . AL
JREFYE A B EEAE ], R SECE N ER
BRI A AN LT LA LA SCE /N 1) BT 2T 4R AL I R A
HFBCE ThREFEAR, W REAE ML A B R B PR
AR R EAER Y,

HiFHE SR, JAK/STAT {5 5 4 5@ B Al LALE
TR B RO I 2 5 B LT YR AL i B A
LR ) JAK/STAT {5 5 3@ #%, JCH 2 JAK2,
STAT3, W[4plilEATLF4Efk, Ry & Thig ™. ik
ncRNA RES1E ] T STAT, M o 32 [R % 5% 3o 7 3
1745 .t Shukla 25 UV 72 & 8L, miR-133 7] fig
£ JAK/STAT {5 5 0 e 3 5 1 AR b R i 1
BITIRE -

4.6 Notch{=S B

Notch J [A] g ih— 28 e DR 57 B 40 2% 181 3244
AHAL 20 B T LA 3 Noteh 52 18 5 Be A4 1) 25 & % 3
Notch {55, 4/ Notch {5518 ¥, 5240 g 1IF &
EARENZA SR, MAREE. 24, Fk
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VAEEVEF, X0 I iy JE g e S B . Du % Y
FEMT 70 1E W AR KA 3 77 10 HK-2 401 miRNA
() 2235 1 I & B, AR %08 3 Notceh {5 518 #% {2 1
miRNA-34a 15 T, ek /Mg L 41 EMT
HMARMRAE . Lin % VR, ERME&ME TRIRI
SR, miR-34c FIATF &, 18 Id L A Notch {5
o X A v R O A AR R
4.7 HtES@K

Wu 25 PURILE B A1+, miR-30d BE1E A
Hg 19k LS 3- Wl /Akt (phosphoinositide 3-kinase/Akt,
PI3K/AKt) {5 = i % 1 N I RONL 73, 49 ) 200 e 48
T MR T, S O — R 4 o) i [
Geng %5 ) EHF 7018 SUVLTE IR 300 25 1 B 5 I (1 5
DRl 22 S R Ul Je A5 5 il B I R I, RSB R 5
(R B B 50 /) B 22 5 308 1 ik [ 3 A v T PIBKY
Akt. MAPK I NF-«B {5 538 # L, Bl ncRNA A Ji 1T
PI3K/Akt {5 5l S 5 2L B R AR R

FLTF R BANLE 55K AE 5 Rad3 HHREH
(ataxia telangiectasia and Rad3 related, ATR) {5 5 i
S A 20T D SO 4% (1 E LA S . Wang TR
B, miR-185 FEME LR 5 /KT 175 ATR Wil ¥ %
&, I AIH] ATR {5 5@ B, 3900 E e 4 T
TSR 2 1 250 W AU R4 ) 1 e A L I B . )
FRAANTRY, LR BEMMEY KR TEA
(ataxia telangiectasia mutated protein, ATM) Al ATR
& miR-185 KA FIHE

IncRNA KAIEMERI 7 K00 B 2%, i kiF
Z 5% LA IncRNA- 15 F #8731 1 5 4l 1) 07 200K
IncRNA Jx #4155 d %, dnc JIUBE B8 AH 5C /
¥ 5 5% [K ¥+ 2 (myocardial infarction associated transcript/
nuclear transcription factor 2, MIAT/Ntf2) 15 5 1 i /&
AR A 2 5 0 R B R AR R R R
@, Zhou % "I, MIAT REfSFasE Nif2 /KT,
TE SR T REFRI B 40 b MITA i, 40
M PR, MIAT 383k MIAT/NIf2 {5 5 fi 4 5 v
FHIFHE 8

BEAb, AR R R B VF £ oA L neRNA B
MR TR SHa 2 NE T ERtEs T hE
PRI R AR IE, I Wu 25 PR I A5 A A R
R 1) 771) FK506 383k 475 / 415 1 4 20 B R T A5 5 L 2
512 miR-30 ZK KL L, [FI, NFATe3 HH H)
TIL R EFIC, NFATC3 Jyizfs 5 b i) 3 2220 ik
gy, RS EE I MR, [N, #/2 miR-
30 HOFE FHAE R, BRI AT DAAEER, miR-30 dlid ] 5

/465 1 2 Tl TR A 08 IS R K A 4T i 53 44 A )
PRI ER . 1A QB 4 o A A 3, 6 4
BIAC 35 i b # S A M 5, miR-30d FRIA B, @
i Akt/FOXO/miR-30d/MTDH 15 5@ 1%, 405 e
YHPRIGTE, FFEE ST R BNATER T,

5 neRNAPEASMIREYRaTr R N{E

25 L ATIR, ncRNA {E {5 5 18 I i 00 8 1 45
KT, REms R SO N AT / K38, B
1) 5 Ak 25 AF 5515 5 38 I 1T B2 I oh 2 O, U B
ncRNA 2 5 7 8tk B kA R IR ™. 24T,
NI ELEIRE 5% ncRNA FIBF 9 IEAL T 4 R 1 e
BB, EARILEARBLSI A T4, {H ncRNAs 7E
TR W, 1097 5 R B KR, iSRS
WA UETERZR neRNA TE &Pz 7 T 1 AT 7T .

SEPR b, neRNA R 2 Fioge s 1t 5 112 A=
P B BT B S L BUE T BRI . B,
WHACUESE, 7L K HEgm S RNA §8 7 Wik N
LY AR PR R S AR R R I R IA K U, R AT
DUAE A S W i A b S U7 . R AR AE
I R 1 38 % 58 3 A2 WU RE A neRNA 1) 3R 1K 73 4t
SR TR K 5L 3142 W v 1 R O G R AR BRI T AT RE,
E A B I 2 PhAR, A BR - neRNA “1E
WL YR R, TR R A
#% M RNA $2HL,  DURAEZANFE il P ASI RNA IR
W VEA FE it — 2D 0l DA X B R AT
kgl

S —J7 1, miRNA 7E 357 0% 7 T IR At 2
P E K. SPC3649 42 5 — ANk NI PR 11 LA
miRNA-122 ¥ 25 7, th)a, EEE 5
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