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Abstract: In the regulation of gene expression, a series of non-coding RNA (ncRNA ) play a wide role.
RNA activation (RNAa) is a newly discovered model for RNA-regulated gene expression. The process is
triggered by double-stranded RNA (dsRNA) molecules, resulting in de novo expression of the target genes
at the transcriptional level by targeting the gene promoter region. These RNA molecules are termed as small
activating RNAs (saRNA). The saRNA-induced gene expression can last relatively longer than siRNA-
induced gene silencing, which provides a new idea and method for the treatment of cancer, metabolism and
genetic diseases. Therefore, it represents a potential means in disease intervention. In this paper, we summarize
the definition of saRNA, its characteristics of action and potential roles in tumor regulation and cure.
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1 saRNAREIL

RNAIE (RNA activation, RNAa ) f&H /My
F WU RNASE i 1 1T R 3 D0, 70 o7
KPR PR R RIS o AT S DI RE /)
dsRNABFRZ 9/ INETERNA . FLE19694F, Britten
S5 5 K IR I 2 B X % O RN A RE RS 81 —
RAEFEF RS, IR B BIERNABE S, (AR
P —AEE, HH]20064, saRNAA B Li% IE
BB . L% e I8 PR 1 B0 8 2 R )
TXAYSiRNA (dsEcad-302, dsEcad-215) 5 3L
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KA FIRTTRR, R o) B T 1445 H13.8
F. 2, Janowski%EChEEHE [ 22 32 {A (proges-
terone receptor, PR ) JL[K ) dsSRNA%L YL F| IR T47D
FIMCE-74i i1, & ILPRAYZR L 5 X RELLAH LE b9
T18f% . Huang@F: 5l ad RS- . KIRIELU K
NG RIS KL, saRNATEM FL 3040 241 i
oA RS, ST S (i S Bl R 5 S it
saRNAZGY1ia 7 I PR AT L3 BCh T AT fig. Yinfil
Vasudevan&5iA R L saRNAFF A& 45 L — 4544
AIRNA, ibflffPiwi-interacting RNA ( piRNA ) 41
S8 G AR B miRNAA G A5 0. AR SC
FirfEisaRNA B SCAsaRNA , K B8 H 421 bp,
SEEP AR S B XREE P A N T A e &
Y, W RGO R AR

2 saRNARJ4S{E

W58 Z I saRNAA U F4#1iE: (1) saRNARY
etk S dsRNARK B UIAHC, HIIRRK A
230 bp, HATH THGE I saRNAM F H21 bp;
LiZEPh B s /E It dsEcad-2158% 4 £ 16 ntd,
JEHR 226 nt, 455 L IUHEE BE K Y dsRNAT R
HAAMOEVER; (2) saRNAFFESI Y5 Ui 2 LT
YERII SRR % . LiZEP dsRN A I A R %
5 U R S AN AL NS, E-cad FIP2 1A ILE AF T
SEAESE, M3 Iy A AR 4 b [ R 45 B A B R
XFJa s ERNTCm ; (3) saRNAFA 41 dE
S dsEcad-2156E il PC-3FIDU-1454Ecadfy)
2%k, Xt HeLaZ fitd P Ecad i) 22 35 JC G 5 FH 5
dsVEGF-706 7 HeLa4il il i fig I )88 3L [N VEGF
Bk, miAEHEK 29340 it v o He 8 Jo A
(4) saRNAEAT P F0RE %, 490 2 [ A 2 8 o
BT X4, TingZE" %3 1¥dsEcad-60. dsEcad-75.
dscad-185AER NI SCBL H (9L TR, L%
11 dsEcad-215F1dsEcad-302 | GEA R i Fe R 58
ks (5) X FsaRNATE, Haify BEAMRBITEA R
DI KU, 7 B dsRNA 55 L DA a] A AR T A
Janowski%:"V % BIPR11HEMS FIPRS JZ PR 1235 4[] —
PLETTFE AR5 AE R, PRITATIE S 2 e 3
FIREEA R LA ZS [ 07, K5 THe/E i
s ER; (6) 5siRNASHEL, saRNAMETE/EH
HABKMEEE: L% Yt dsEcad-215 13K)5
TSR REMS G I B E-cad 35 3, JanowskiZEl s &
BT RLIIMG: PRIEIEE RS RFL10 5L &
15K; (7) saRNAXUEESS #1582 M 7E/NRN AT
SR SER TG b B e E Y BREA B X R

JEPIINTS6/saRNA - T AFIFI AR PC3, DU1454H
R RE A AT R RS R B 23R, (RISl e g 1)
HTHAEEBEE ST . SR saRNAYF W45 8d%,
JEFE YL BAEERNARY, INTS6KER A BENS WY T

3 saRNA5fhiE

W N, RZEUIRE 0 & A AR 5 s B DR 2K
T AR DG, RNAJTS AT LU i 300 45
SE FOAIER B DR | 200 ) S 90T R LR N 200 e 0 T LA
SEREMIBIGITER, CAMsaRNABIS LKL,
R1 FEEEMEFsaRNANT SRR ERIE
Tablel saRNA-related gene expression in different types

of cancer

saRNA Targeting site
CDHI1(E-cad) dsE-cad-215

Types of cancer

Breast cancer’”, Bladder
dsE-cad-302 cancer"”, Prostate cancer

CDKNI1A dsp21-322 Lung cancer", Glioma'?,
(p21) Bladder cancer'”!

[2]

C/EBPa ds C/EBPa-51 Liver cancer,
Pancreatic cancer'™!
Dpysl3 saV2-9(V2p-876/ Prostate cancer'”
-858)
HIC1 dsHIC1-2998 Breast cancer''”
Gastric cancer™®
KLF4 dsKLF4-496 Prostate cancer!"”
MALAT1 dsMALAT1-574 Nasopharyngeal carcinoma”
NKX3-1 dsNKX3-1-381 Prostate cancer™"
NUMB dsNUMB-298 Prostate cancer™™
PAWR dsPAWR-433 Prostate cancer™
PTEN dsPTEN-1067  Lung cancer™
VEZT dsVEZT- 94 Gastric cancer™™
WTI1 dsWT1-319 Liver cancer™

3.1 saRNALJilisg

it At A b e UL B 2 —, A
JeE R AR TN A R FE T i N ) 2 — . Wi
LR A p2 1 3 1 X I saRNA (dsp21-322)
EEYLAR /NN AT 68 ASA9ANME , TEmRNA L2 /K
SRR EI P2 1565k R, dsp21-3227 B i
T ASA94H i Ko Fo/NERFS R I AR 4G, IR AT 4
ASAZH LT IR A A7 R

Li%E P9 sr KW, 4 X PTENK dsP-
TEN-1067% Y% & fififE H- 15740 0 J5 , PTENAE
mRNAKN- & KRB B E BE, HfaT
5 S IR AR R T, 0 PR A A AL o X 16
saRNATEH- 1574 jfd 838 21 BUE PTEN Y R IA &
PRI -
3.2 saRNASH G

FLMR I A M i E UL B R 2 —, e
2040, ZLRRIE Y LR R ERA K Y
# E-45%858H 1 ( E-cadherin, E-cad ) FikGtk7E



*54 . ADBBRG 38372018 F 2545452518 Cancer Res Prev Treat,2018,Vol.45,No.1

FURIE R R Bk e b R E BRI . WeiE 5L
5 R IEE FksaRNA ( dsEcad-215) A& E-cad
fIZeik, il LR 4 fliMDA-MB-453 & MCF-7
Y Jf 3G 5 R S VR T AN, [ B e R 4 e 45 i
Go/MH . IRNSLE & B, dsEcad-2156ERH S 41
MDA-MB-453# FB AR 1A K

Zhao% "I FWIHIC- 11 F IR TEFLUIR 4141
SERRAIG, 7ERE YL T dsHIC1-2998)5 , HIC-1FmRNA
KO R EFUK A 8% B, JFnii 320
SEAMMEYR T, SR 20 B T B e A
3.3 saRNA 55 Ide:

T s 2 A 50 M e L MR, R HT
GBI R saRNAM IS i ) 12 . Z IR R
A saRINA R B0 ] P 385008 g L, 40+l i ggs 2
K, SHTAN BRI i JE AT B AL TR 0 SR Ay
e LiZEPWE i T4 6] E-cad 5L H i 8 1 X siRNA
(dsEcad-302, dsEcad-215) #YLwi4| i PC-3
FIDU-1450] Z4h & M Ecad-215%3 31 i T 1445 F0
3.8, I 2 0 AT A R A AR K . Wang Y
PEHF T &% 5 5 FKLF4(#saRNA, 5256 % B
dsKLF4-496H] B AIHIPC3 . DU145% /i 41 i g 40
MO gE , I bR LT U A 4 SR S A DG R p21
p273ik, UM E B . NKX3-1/E R4
FE, 25500 20 ) R A L T A
RenZ 25T & BRAR [()NK X3- 15 2 F X [JsaRNA
dsNKX3-1-38 1 fEI#IH LNCaP . PC-3FIDU145%57i
GBI A P NKX3- 19 2R3k, 306 615 1) Ji Jes 2
M3 gE , SRS AR A T, IR gn A
RAEGYGIIET, ARS8 50t 15 20 AR [R] 1 45
B L R s DPYSL3MYsaRNA, fEA L
JAIDPY SL3 A 3218 I 76 A M A Sl K- 3 i i 47 i
TR B MRS . AL, Yang@EPF ot & B,
saRNARE L IRPAWREEF ik, 175 S 115 B 241 i
PR, NI AR
3.4 saRNA5HiE

g e A ERE L — R R, R R DT
PRI &R RS AL, FETRINEE =00,
LML FEA T (hypermethylated in cancer 1, HICI )
SR L, SR AL T S A S B
T2 PR AN AL 2L p R VT Bk . PanZEU 5T
8], dsHIC1-2998#H HIC1Z ik FiE )5 il kS
SGC-7901, BGC-823, MKN-28%% & 4 41 i e A=
T-FERHME F-Golt, saRNARREA R0 1 S 9 40 i
T, BhEEREEILEN ( Vezatin VEZT ) J&Hrit
R B A AR I Y, R S E-cad

FIVERT, S anitorfb . B5E . P81 e G 2%
SRR YIMDC . XieF PSR, dsVEZT-94
RERF SIS VEZTHYZR S, IR B A i m 2k
K REMITRE . /INEIERNA LR 1 5=
ik, AR B AT IR SRR AR T RS R AR
3.5 saRNA5 g

4R ( hepatocellular carcinoma, HCC ) J&
FOT3RM m B MRE 2 — . AR Z A (NIS)
SEAETE T R 08 760 240 Y L G B 1) — o 5 R
B, ATRAT S DAY, Rk
RIS AR, JHE AN I P BONTIS H IR i .
XiaZF i T AR INIS I 275 41 f)saRNA,
W L g AR 4l fiHepG2 J2hep3b, & FilsaRNA
REMOENISIY IR, Ml s a4, dHiai
TG B I Fe 5t 7 CCAATHE R T-45 5
#EHa (transcription factor CCAAT/enhancer-binding
protein o, C/EBPo ) J&/H-EHREMEELE 15 4%, REHD
HilVFZ BB o Zhao%E ! fifi i saRN AT C/EBP
e, SXTRRAIAE, C/EBPAMYAEEIE /L I 4
H, RS IS YRR S . H HTsaRNAYT %
;T HER T C i AR B B, e4h, Qin
AE26h B T WT 1 dsWT 1-31938 18 J8 1A Y AT
FEANM ZHep G241, K IMWTI/EmRNAMIZE
K- FRB I BT &, IR HepG24i i 4=
Ko XU saRNAS N T W T L R 9 /55 R IBFE I
TGRS Tl RE G VR TERIFE T
3.6 saRNA5 B i)

I J2 J5 988 2 e S AL P Hh R 28 2R 4 D P
i, HATIRZEMEA KWL . Dong 5! LK L i ity
p211#)saRNA ¥ LI i SHG-4441 fif, RT-PCRA!I
Western bloty Gl $p21 221k i, dsP21-322fE
FHISHG-4441 s s, [ 2ESHG-4441 fa T, i
HPRAAEGY G, AW PARSMITUIMRE Y. .

4 AImRRRE

saRNAJIE FER F IR P& CAEFEBR [ 9 ok
T UESE . saRNA DRI i) 4 S KV R Y
SRECTE, TEMMIREIGYT )y A A G B NGYT i
A LB, HFTA FsaRNARHTSY T8 AE P 7E
Gt Ko B K-S P S R B 08, 38 R i e
SR I 15 S R BARE A B e
YR 22T R AEPUREE . X TsaRNAMIIESE,
WA LA AR — 05T (1) saRNARYEH
MLk, [RIsiRNAKHE, saRNARED | # A ARG 2k
YrEEn . A AW RIA, AT REFIsaRNATESE
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BB S/ IMER B X 5, ( nucleosome-depleted
region, NDR ) ZFRRNAP T 4547 5 Al st E I 7
A (TSS) Z IRl A%/ IMA 5 e 5, (B H AL
il 75 2D R, AT AT B4R i saRNA BT
B, (2) /N FRNAZ Y5 & T b 6] S
AR SRR A 42, Wang P T
—Fhfig B e saRN AR IR L £ 2044 TSLPP-p21-
SaRNA-322, Redl il 44 S F s B 45 B e A=
Ko J38b, KgAK R 2 saRN A 5 [ 4 S PR
YRR ST A R = R R R 25 B . BR
TR HsaRNABIE MRS NG YT I e g s, 8
A A FHsaRNAE A E 404k, sl H—14~
DIReME LN R IR IBT Tt s Al e . Bl R
Z % saRNAYEHIBLTI A E— 2R S/ NV FRNARE
P AFRIAWT R JERSEE, /INEIERNAA Y,
SRATT I . AR s R AT 1
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