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[Abstract] Triple negative breast cancer (TNBC) as the most aggressive subtype of breast cancer, is characterized by high recurrence rate,
high mortality, and few treatment methods. RNA interference (RNAIi) therapy can efficiently regulate target genes and related downstream
pathways, and combined with chemotherapy drugs, improving therapy of TNBC, which is of great significance for gene regulation and
disease treatment. However, RNA is easily degraded by nucleases, recognized by the immune system, and is difficult to transport across
membranes. Therefore, designing precise targeting drug delivery systems is an important goal in the development of RNA drugs. The paper
provides a comprehensive review of the anti-TNBC RNA drug delivery system and offers insights into its future development direction,
aiming to serve as a valuable reference for RNA drug research and development, as well as to facilitate the clinical translation of RNA drugs.
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57 AIT . BRIAAYT . BTG YT MR IR YT S I
PRYGITHEMG . SRTT, TNBC FARIGIT A A e 6o i
JR R R SRS AT W AURR A Y ELAA R AN
HoAth 85 R HEA T AR IAYT M 07 W s )
FAEANAL By B BhIA T B HA AT T B A
FARIGIFNE R TNBC B, = MR SIER
Jr %™, i FB= ER. PRl HER-2 321K KA,
B AT FBUZ IR BEE MR I R IG YT T B
AW R, BALGIFA EE R . Bz
A5 0 PR 25 2 A 3 RNA I il V' RNA 7
PIEAR I T RNA 1920 36 7 35 10 Bl 590
REGS I THI0E B g 20 MO 3G 58 . 088 R AR AR e iy Ak
[RIZRIR, AT RURER AV Mg 240 6 ) s 2450, 490 ] G B3 e
FEM AR T, RNA R IT 32 52 40k 80 ) B PR T 7%
) 2R T DA S S R T B VR — b
PR PEAILE], 30 w7 i T WA B2 T4 (RNA
interference, RNAi) J7 & 48 RNA 431 B i {5
RNA ( messenger RNA, mRNA ) I BH. 1l H #7% l
FEHTEMAEYEER Y, EZR /N R
('small interfering RNA, siRNA ) FIf{/NZ 2 iR
( microRNA, miRNA ) #EF73E K yT Bz ®'y
T RNA (ARFENE . TP DL SRR PR SRR AR
i JCHE LA o AU MRS, S BRI N A2 B . AR
K, HETEREY. IBRLLEAIIAKE GV RNA
A R G0 SRt U, R sk R A % AR G A
RNA #3640, 7] LUA R 1 RNA B3 R
Gerb YRR, SCPURE M AR sk, Y bR
2N I8 3 T B s e A A et 24 1 2 1

1 ZAFLIRESLE
1.1 ZHAILREN S T2 5

TNBC 7373 U7 B T8 5 5 M 280 v 9 9K
SifE S, BEAFHL T ff TNBC M8 5 k. 2021
4 Lehmann 55 "2 A4 & B9 RS L AN AU SC
SHPFE TNBC 43k 525: 1) [8] 5857 ( mesenchymal
M) ; 2) IRAEH M ABEIEFEEE! | (basal-like-1,
BL1) ; 3) BL1 e 454 (immunomodulatory,
IM) ; 4) JEJiE FEE 7Y 2 (basal-like-2, BL2) ;
5) EREIERZE Z A% (lumial androgen receptor,

PPS

LAR) o 3X 5 B0 R HA AN [R] ) 5 Do) SRR A = Fn 4
PEVE T IRIE T =0, BL1 A S 55 40 i ) 30 R0 40 g )
ZLLA B DNA H5 47 52 107 18 J ) Bk A 4 10 BL2 IR
RZ5ERKHEFFESES . R AR A AL
L ARIE RN . M O RLFE 20 i Bl i S R A
g LAR RS SIS EZIRGSHS, H
RERARIEHR AR REEE, ORI
F AL IR 1Y 5 BL2 I LAR WRAR L,
BL1 Ml M E R HA 8 2 58 vl i, {HHA BL1 1Y
J IR 5 A0 R A OG, X R IWIBR HE AL T IS A Ay
SRR E 2 5 5HABSGREEIEA TNBC
WERIAR G, MO BURRE M ERIA 2S5 b Rz (A i fe
FEDR, U5 BT D n T s A DG R R IR IR
PRI AR 6 bt G pie R g, XA RO A BR B S
2 B 24O ARSE TNBC (WA SO R1IRYT
PRALHNSARAE, ERUEIAYT R OCHE

1.2 =ML RENHEXESERMES

TNBC 94 K32 25 Sl Y T, Webb 45 1

i T TNBC diiffliz ghidyy . Q. d0iEsgsE . iF
BERETE ST 10 xR BAF5-E, e pigEfhEn
% B ( mitogen-activated protein kinase, MAPK ) ifi
% S XU ) 2R Z 1R L ( drosophila double-
wing margin nicked homologous gene, Notch ) i |
AR IS 3-147 ( phosphatidylinositide 3-kinases,
PI3K ) /%5 H i i B ( protein kinase B, PKB, 11K
AKT) /"iiFL2h#) TR A Z 4 ( mammalian target
of rapamycin, mTOR ) {5 5 il % %%, Wang % [V
J Bl MAPK 3 [ 2 15 TNBC 41 fitd 72 A 7L i s 41
MDA-MB-231 5 i A4 FE AT, FHIBTIBEI AZ2 (R
{ESFFER 3 (transient receptor potential canonical 3,
TRPC3) iHiH 1985 & 1 NI BEE I I MDA-MB-231
200 1 5 v R L PRI R e T S TR S AL A T 4
( rat sarcoma GTPase-activating protein 4, RASA4)
By ik, MBS MAPK GE %, b A B R T
TNBC #ilfifi 4137 1) TRPC3-RASA4-MAPK {555 4%,
(K1 TRPC3 W] RE# HIAE TNBC HUWE7ER YT S8 A
PI3K/AKT/mTOR i #% /& 2 5 TNBC LJ7 1 24 i1 5
THEMEZ —, PIBK J&K F IR BT 505 1 7 2RIk
43, AR (p110 ) FIRTT I3 (p85 ) Ak 1™,
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PI3K 15 5 % 5 3 % 0 P06 2 Pl A IR Bl e 44
5 VF 2 WM G 32 1R 18 24 T2 P I (receptor tyrosine
kinases, RTKs) 454G 7742, AKT B4 3006 W) 3 1 2%
R AE 2 A ARSI mTOR, {2 ik
[ A BRI M AE K. PIBK/AKT/mTOR 38 % %] 4
PRI A RSO, A B iR AR, B SR R A
P WAL . B LR HEAh, Noteh i 8 76 TNBC
JIe g RS 4 R R v B SCHEVE AT, Noteh 38 38 1of
fE VE I iz 40 i - 18] 7 i % 4k (epithelial-mesenchymal
transition, EMT ) By B 2 IR RN E, dE+F
ik T4 M ALy P i 250 . A AH SCIE PRI v K
v GBI (y-secretase inhibitors, GSIs) Bi#i
Notch SZ 1A 5L e BEHTARE[7] Noteh 8, X 2 Ft
A J2: Notch {7558 A T Z3A 7 #0E P, GSIs i
BH 1L Notch 52 {4 i) 4 g ke & #EAE - 3 1M 0 i) 7 S
TGPE. Bt Notch 52 4414 B3 BB A4 Qi 4th iy 2 F4t AT
FH Bt Notch2 1 Notch3 38 4, #11i] Notch #I5EF 21k,
SR R KA R e R 4B D RE,  SEIE Noteh 38 %
(kR R YT Y
1.3 =PAMFLARFERY G R ia 7T IR
ANBFFASE I RER X TNBC JaiBiayr i B 1 7
%, WA VIR FARIBIT I
W, FARERAERT 05 S8 B LU, AR &
SE AR KR P TNBC FARDIBRIAFRICRA R, i
R R REERS, BUGAR P {bIT R TNBC B3
2 FARIBIT IR FE0T TB, AT dy £ 44
TR BRI Y % T RIEHTFAR
IBIT . R TC R ST AR T A, T LA H
B BTT ) IRYT, BERERE R AL Bl
TNBC FE 4R E H A Z R 5w, & TNBC B
A IR P s iR L A TR IR R A
JEFRIE, TREHSERAREIS O [RIRT, 38 A A6 ) 40
TR KT, X G A0 B 1) S 5 LA H BT 2
S mRYT A e A ER . sl IR, (55
T % b AN AT T RE B 25 R T AE AT A
4 PI3K/AKT/mTOR, RTKs {5538 A G B (155 .
TNBC (A FRMEEE w367 259 S e R B SRt 3 S
W VD ZIRAHUE S . e iR 55, TNBC
FR AT A B A R A, RRAEEE X 8 5 1
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oL, SERAEARIRYT 55

2 =FAEFLARE R RNA 31
2.1 RNA £ 5= At 3L IRERI 2545

ERWEZIT I, BBl A £ 25 2

( multiple drug resistance, MDR ) ; MDR J/Z&$5%24H

JLel /g 25 P ) AR B s s O 25 T R R
LRI SN 2 B i B 2Rk, B SR A HE R
/U bR ALK 25 0 A B ERAE: ,  BMRE AT R BT
KAEAE4AD RNA (long non-coding RNA, IncRNA )
CLIESE: MDR 9 CH T, IncRNA 2520 Y
JEERE AR R 2 PEAR S RO 40 O RIRE DR 20 27 4 RNA
518 (1inc00518 ) 7 TNBC H' it 2 [ J4, linc00518
J& miR-199a 1) N IR 5a 4+ RNA, BEGLIE N £ 251t 25
M 1 (multidrug resistance protein 1, MRP1 ) #1J&
FRFRIA, b2 (doxorubicin, Dox) . K&
BRI 22 ( paclitaxel, PTX ) 57 S 40 H0E T,
TN A FL IR MCF-7 28 i % Dox 45 25 Wy ifit 24
llﬁ [27]O

miRNA (1) 55 FR35 275 5 A0 I8 T HE T A 4 it
S, A ARSI 25 . 1 miR-5195-3p 7E
PTX Tiif 245 (%) o fd 2 SURNTH 25 1 TNBC 4 il & rh &1k
AL, miR-5195-3p LI AEAZ 1S 38 TNBC [if 24 41 Jifl
XF PTX gt °,

10~ 12 PIRREZBERZER ( circular RNA, circRNA )
JEALFE P R AIRR A 7 P AR 22 s AV P A
W), circRNA J& miRNA f94HIE -+, 40 cire CDR1as
SR miR-7, HE— L A B 1 EL OF
PEEFLIRIE AN, FR0E TNBC 4 xt by 254 5-
SRR MERERYTR 251 P, £FXF RNA 43 F%F MDR #3%
M RIB IR TR, LR f# e TNBC
T 24 [ A T
2.2 RNA #i.=BItILARE RO 3

FEPR RS R e TNBC A B0AIT IR A B
R 1 0 ) R R R R R R v i T Y SR 2
—, RNA Y7 AEAM 95 200 i v 6 PR S ok 3k St
SRR BT S J7 TH os HECR TS 1. RNA $it TNBC
MIEATTIRG LT 5 e 1) XHHAR A R
£ siRNA 5 RNA i S UUEVE A 14 ( RNA-induced

HFd A oooatesH mask W
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silencing complex, RISC) 54 3% RISC, ¥#i&
) RISC 5 # bR 5L R 4 i) X 1) a2 IX R 3 IR 15 =
HEARIE PR, 2) Bt RNA SR 9] i B fb iy
% B, RNA FPABETT AL, FI7E 5" Gk
PR FEI R RERTEe . 3) 254030 ) 2 M2 802 (i ml il
W BN BT, G ST T EEIR N AN T RNA
RN I MAeE Tk 4) ShUASEA
R AR L HA 2k B BR 5 R ok
AL G A, T e xR B R A Ak ATk,
HZHM, RNA AI7ESERZ IR A ALt & o, mTEr
X AN [ 3 11 5 R PR RE il RNA 7F . 5) RNA 2
YIAAXT 44, ZHURNA 2 555% 0 T @i,
ANEUEHLARIEDIZE B 5 DNA F e 8 41 L,
mRNA AEHBAZER A, FUEBn Rk gmtd A .
2.3 RNA Hi=PBAFLRR A2 E I A Bk Ak

KNG B AR AL B RNA i AR R HEAE
AR R Z ERERT . B8, RNA 5
s, 2o B HES B RNA #EA MG, —iB4r
PR ML FNZH L RS A TR AR IR Tl R A
I3 —#R5r RNA #E A /REK, B /NERERAL T 3t
UEGERE, AT LUK AN Gy 1 AR A DR R, T
KA IRBIEPEER T BN IR B B i LR 2R
8 nm, RNA 4l siRNA K2 7~8 nm, EAEZH
2~3 nm, AIHCE/NERIGRR. BEE/NRIE BRI Y RNA
TEREME R AR, IFAE L3 21 /N A s DA A4 7Y
HE, AR L T A F 2 S s A A P A R P
HIK, RNA Gtz Z2ae U, TERmM LY oA
AN, MR RNA A R ik, Al e s
R e A C NI k7 3 G i T 58 3 o (TR £

, SN RNA [ IVBAGFRE ] B2 AR oA B2 Al
BAGHEIER RNA Ay 5K EALE, @E A
AR o e LS A &

RNA 7 i HL far FARX 43 B ok, hn b5k
WIS RGRAL . S22 . 432 HAEMIE o
ARES], X LRI RNA 254 9 F 2 g% B,
[FIEF, RNA #FA B S5 WARMESA 75 Bz i
R E A bR 240 B f o il LA N TR Ak i . 5 T8
LU, 5 A e 18] B s 7 4m i 1 e i) fot
75 (A ) 5 R as s LAk, RNA N5 i i ¢t sh 37 K
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2ol S AR T, AR 0 L T A
) A HE AR B 4R S RNA RIVEE HEA 4 S
JEATEH BRAE IR WA, A D ER 2> RNA
AE M PR / VA R P S A AT Lk ]
26 RNA PR N3 26 32 1 E R A PR, DRLIEL T 25 2
RNA 3% R WA EEL, M08 RNA 2588
TNBC i ORI R

3 M=FAILIRER RNA g X R4

B RNA 255315 240 (drug delivery system,
DDS ) &5k i # A FAER R AR (JLEI 1) o 95
BRI AR S SRR e ) (B TR 2% IR,
s BE AR AT SZ BRI o B BRSO, FEPEIR
BB OWAR . By TR AL i AR e 5 R I 5k T2
BRI GKIIORL . BE T R8T A0 4 K SBORL AN T HIL A K
WOk S HAD AR 1 38U T i T35 0% RNA,
3.1 mEHE

o B A AR X EE SE TR A A T R Rk, il
AT SN ELPURAR OCHE R Te 1, I8 6028 Ui 2
ks B, 5 B A T R FH G 0 1 e o B 3 I
I BAML . R RGEA S YO NG YT B
FreeF ik my s SR, RMBIRBEAE ™ . e
P BEPE RN A AR A ) BUER i G F A AE R B
PEPT S 20 4508, HUA/ADBU LR R AN S S
I 2% ( adenovirus, ADV ) M Ha2 R 7% ( herpesvirus,
HV ) 259 B0 Ry 3 R 16 2 14

Zhang % % Ky #E T WS B 4K phi29 A7 AE A f0 2%
RNA ( packaging RNA, pRNA ) 4>, Jf4i%E 740
AR AR T2 (epithelial growth factor
receptor, EGFR ) fll X-& 256 # 1 1 ( X-box binding
protein 1, XBP1) siRNA. phi29 pRNA uJ4f A7k
#5717 XBP1 siRNA, HARAZZYN 10 nm, 255 3%
AR, ART Mg g, i Gt T B ik SRR R
YA ), phi29 pRNA I R AFr9 251880 J1 224
ik, AE/N B B B R A S R A AR
GaE, FKES 16 h G A BERIOGE .
AN, phi29 pRNA 2451 EGFR HE )3 /& i 5 51k
#L10) BGFR i B2 KA R LR, 3958 phi29 pRNA
Jed PN B . phi29 pRNA 1] & 2 1 il MDA-MB-231
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20 0 A= < O 42 HE AL T 3 45, R Dox kB iR T AT
e — 25 A0 e g o A AR O T R R SR T A T

bRk, LIRSSRERN], siRNA 51077250k
PEIVERT, HEsR AL ITBRAACR o

RZ _FALR

R
KRR

ARSI

B 1 & RNA 22X R4 ( XE M Figdraw 24/ )
Figure 1 New RNA drug delivery system (by Figdraw)

3.2 BREMAKTRL
BEWAKSRL ( polymeric nanoparticle, PNP )

AL KRB B R A, A A] H SRR Bl i 2R
YR, EA LR R LS FIARIE B0 PNP feH
WLATE A R ECIR R 59 ((dendrimer ) FIER G WML
H (micelle) %5 ™, [K PNP HAT KAGER . (KA
PR ANRRBNEILS, 158 7Bk 0 06T,
TR 25118 15 RGBT A
320 MRS 75 ) Kesharwani 25 M 7] F 5 B i -
f% (polyamidoamine, PAMAM ) #f K ik B & ¥ 0
P Dox. 7 i 4L & (lycopene, LCP) LA M i T
A 5L N A7 3% £ (survivin) siRNA, PAMAM 17
TESN AR AR, HA ) 5541 i K 2 4 #ds 4L

( polymer dispersity index, PDI) , 345 Dox, LCP
K survivin siRNA 7& i 78 62 19 2. PAMAM B
KA B FAEZEMER FIK ) Dox A1 LCP, i

PHTLA

PPS

Wb, e S AEY RIS, PAMAM SME Y 2%
JK B RE P S Bh H: 5 survivin siRNA 7= 4= i B /R
A%, Dox survivin siRNA 44K 2% /& ( DLP /siRNA ) .
A, PAMAM SIE () 22 355 AT A3 3 ot 1A% 403 2500
4 survivin siRNA F1 Dox i3 2% 2 40 itg B, 4 9 31
MDA-MB-231 i385 EH .

Jain 25 W £ T Polo K i B 1 (polo-like
kinases 1, PLK1 ) siRNA HJl siPLK1 5 [ & -+ B 4
R Z AW (cationic phosphorus dendrimers, CPD )
F PAMAM 25 5 HIMBCR R &Y. CPD 5 PAMAM
I ] T 408 i 9 T HL £ 2 B, 4RAETE 22 Y 3 i R
W I T 5 siPLK1 # H 1F Jil; CPD X PAMAM 4
W Z IE M far, A A B A i . CPD
PAMAM TEA A LE 2608 T Bl R4 siPLK1 JfiE
WA RGBE, JEMH & siPLK 1 5 S AT H TR TI%L,
HASEFT MDA-MB-231 4l KAEH .
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320 LK Dong A5 K PSR —RE R
W N8 Wt & W e -2 & —. % (distearoyl phosphatidyl
ethanolamine polyethylene glycol, DSPE-PEG ) |41
e B HOT AR NEPEIERTZYS ( cisplatin prodrug,
Pro-Pt) , FifiJ i i 2B W) AV P45 8 1 ANl 1R
ERB T CaP fEROR KT HAHRIL L ZL7E, &n
R FH 40 3L BT g 0 o AR B AR W B DNA {852 BH
W7 71] BRCAI siRNA, BRCA1 siRNA Al Pro-Pt 435l
FARTEROR Z LA e Mgk Nz, AN
ERFRENE, AP 1L TEG I L R R A
DSPE-PEG 35 /K 1 By 113 1% 5 GE7E L0 2 o
T E U BAL TR B RS ;. IR CaP Ahst
TEVE TR IR PE S5 1 T AT, ISV AT,
MTARTERCR AR A ki, =i sl

PERE WA T I T P M BOL R AR
siRNA 1 PTX By 16 1A &, LRI A5
SR A B2 R U O, SISy Y — kb
Peik B AL R Y AR RIS E B -5e 254, SEC PTX I
SiRNA 2E3 ], Il =i i R B 200 ( enhanced
permeability and retention, EPR ) , f£# PTX Fl siRNA
TERRE TP EIER R

Zhao % "I & TRV WA R MELR IR Y
[poly[bis(e-Lys-PEIGlut-PEG], PLEGP], ## % Ifil %
N Bz A4 K A7 (vascular endothelial growth factor,
VEGF ) siRNA i Fi4J7 TNBC. PLEGP it/ i
RIE WM (polyetherimide, PEI) HA% S 2 Al
I RRILEY) b, I G IE A AT A W R A I
W, AR VEGF siRNA JE45, ([H1Z
ABGRFEROR . EYIAANE X MDA-MB-231 i
Bk, 54 PELALL, HBifk PEI ARG H 5
HLMT A, A5 EREAY siRNA JF R[] 2E K % 24 h
PAE, ARUEK RNA 25915,

Wan %5 T A 2F R GALA Ff e 22 i2-
T AR -4 A TR -1 A IR - TN A TR ( cysteine-arginine-
glutamic acid-lysine-alanine, CREKA ) & i (1) R &
T B B HE Y PET AR AIURL, K £ 2 S 1
EGFR Fl & 453026 11 4 19 siRNA #83% & TNBC
ifEE . GALA 1E A HA 30 MR EMILIL MK, 76
HPEERE S RNl AR PRE P e Ak D P 2

PPS

PERY o-BR0E, SRPUESS & P siRNA HEAZHM .
CREKA 5 {UR7E e 20 i A0 58 Jo v i) 27 4 2 11
HUARSS &, B0 A0 g S ) TR
3.3 BERYAK kL
B4 oK Uk (lipid nanoparticle, LNP) J&fix

# FIY RNA BBk 3R 2 —, AlfoEK P57 RNA
ReR 0 WIT M LNP B4R . K/ HLfar A
H N B T LB R LNP AOE PR R A R 20 i
MERIEE 1, TZ T RNA Bk

Vaidya % " & 0T %5 % £ ALK L ETODO HI
AR EIEAE PR NEALEY MEF, FI400045 (2,
3- MR N ) S H RS [(2, 3-dioleoyloxy-
propyl)-trimethylammonium-chloride, DOTAP] H
Z1%% i EDL Ml MDL i it 44 K ks, FF4% survivin
siRNA iz £ %] TNBC g . ETODO #l MEF #7f7
i 22 R olORS 2R, $215 survivin siRNA 55 YesR |
feE PERUE TG . 2040 EDL Fl MDL JRY7, /)
SFLIRI 4T1 /537 DNA 5 T A DNA &
WE /533488, AR T /NG 4T e ) AR
JERIE

Liu 55 7R T H A SR 200 2 T8 52 (A0 200 it
BEPE T IRELAHMAEOCE 1 4 (cytotoxic T-lymphocyte-
associated protein 4, CTLA-4) HL4{ M40 5 00 H 8
B 48 1 B9 mRNA S #, 8 9 5 %6 25 1 1 (mucin
protein 1, MUC1 ) A mRNA & ¥ i 2% 2 bk B2 4519
PSR A (dendritic cell, DC) , LA G fy K
i ea e S T A, % 5RPT TNBC R Sy N2
AR R 5T /8% /W 24k (lipid/calcium/phosphate,
LCP) KRB H 888 DC Rk A TH 5 bk
Z AR B, f JE MUC1 mRNA i3 2% % DC 1) i
Kb, BEIMAS EEHALHAETEE SR 128 (major
histocompatibility complex class I, MHC-1) B& i 4
(1 T 4NFESR SR ; LCP 54T CTLA-4 Sdigh &,
P DC B[k, G IRPUIE Se s NI

Vaidya 45 "' 3@ 1 Z I g % 4 I8 B ECO., #f
IR RGD JIK-PEG F14r Ak 45 BT 4 i ( differentiation
antagonizing non-coding RNA, DANCR ) siRNA H
21 %% i £ Jifr 98 $ [7] RGD-PEG-ECO/siDANCR 4 >k
TR T 42 B i% ., ECO 5 siDANCR & /F i i 4%
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4, I ECO/SIDANCR 4k ks, I3 i i ik 2
TR B K PR 5 R I 22 R % R SR A TP L — i 5
BN 49 K R a5 ECO/SIDANCR 44 K fiokz A
HA 5RO THES, BEEAEYMHEENY:, BRerS
PR RGD IKZEA, T g 408 1) 4y 5k PRI A% 34
ECO/siDANCR 44 K URLIA JT fif MDA-MB-231 FI A
FLIREER A BTS49 SRR ER 5 JR S IR B /NT 90
mm’, B EH MDA-MB-231 1 BT549 i K .

LiZ ™A THRTLNP 2GR ik
FH &5 1 A5 50 44 K ki ( polyethylene glycol cationic
lipid nanoparticles, pCLN) , pCLN H1 5 2 — £k
(49 BRI BT AT A 80 485 70 RO B TAP E A )R
%1l 6 ( baculoviral IAP repeat containing 6, BIRC6 )
siRNA #F 1fif 70 Bk A FL % 95 48 i MDA-MB-468 1
BIRC6 i) % i5. pCLN ' DOTAP 5 BIRC6 siRNA
i L AH AR R BUAR R R BT 40 KRz, 98 /b BIRC6
SIRNA [, pCLN %47 i) A g Ik S 0l i 1k & 1t
JHe 55 5 & WAL AR U3 ] ok 3 100 VA0 BRI (] ot
Hb, 38 A A S S R AR W IE A T MDA-
MB-468 4fi fifi ' pCLN f£ 75 2 ¢ YL kL Cy3 siRNA
(40 i N B AT S, e R BEIBEE 12 h JE Cy3
SIRNA £ (5 YA M o 78.7% H. 510 3 1% B 1A 1)
WOTOE 8, KRB Z pCLN #E A4, [F )
Cy3 siRNA T M\ il 4 396 3% 31| 4 B 57 . pCLN £
ZE¥RT 6 JA 5 fif MDA-MB-468 # BUR A BN T 90
mm’, BEHH MDA-MB-468 4 il i) =22 FIHGFHE .
3.4 THLAK T

TG K URL (inorganic nanoparticles, INPs )
HAMR . #E SOt R, JRGE . 454 &L
FDEARB AT AR, (EHAEIZW . USROG HRT 45
I FH 7 T RA MR R L SR, IR AR B AR
PR I (17 NI 6 o 7 | e = R o 22
TeHUA B B T5 AR S5 bR, T & A2y
Wyt AR H
A WA REMEYN KR ( magnetic nano-
particles, MNPs ) HAMAEFHBIRLYE, R HAE
SN G 3 R HEA TSR R 1) s 2% PP, MNPs R
S BB B e EAYE—E RS TR
A BRGNS R A  B T RE B, o,

PPS

Fe;04 8 Fe,05 i T HA YA AR YRR 1, 72
LRGSR TE 2R . 25 i 3% 2R RN 1y T U
TR,

Whitaker %5 ' 4 # T janus 44 K kL (janus-
nanoparticles, jNPs) , H A% .0y dE X F8 45 14 19
6 /0N A P 4R Ak Bk gl oK JB0KE (ultrasmall super-
paramagnetic iron oxide nanoparticles, USPION) ,
jNPs 2 [fii 73 1) %% %% DNA/RNA FIHL{K; jNPs — [fij
FLAWA BHE TR AW PEL AR IR, 55— 1 )
JeMEHTAR R, BARYALRME., AR 8fE
g AN 1) AR DI B jNPs AHXTRRE, A B TR
PR 4 WA 75 eI 153 kpa I, AR 4 =
4 23 A ABONE K2 75 FLAR SRS D REYE DNA/RNA 11X 2
MDA-MB-231 S F#4 AR 3 jNPs Joi FH & 7 s
4 DNA/RNA, JHER T BH & 7 H a7 375 S AMA TS LA
S BH S 1 H i i FRL 45 300 67 H A AN R S AR A AR
PSS A XL, SEIASNE 428 % DNA/RNA,

Lu 45 P2 11 T FesOu 10 HELN K AR 1) T 1 1
YGOKRIORL, ZANARREIRA B, 5148 Dox Al
zeste ¥R F IR JEY) 2 (enhancer of zeste homolog 2,
EZH2 ) siRNA; FesOs 44K ORI B A 5 1 R,
A3 i ARG S i (AR TNBC B SR 4 5 1%
PRGN AR BA MR R RE TS5, (A5 380 A g
T ] Z AN TR, 98 (R - (AR B
PR ENM; TEANAIERT, IZREYE R K
B4 IR S i BT 7 m s R 2y, A
PRI IEA R R B P S A RE PR, 0 2 $ i b v
IPROFRAR T 2B Btk

Yang 45 5 il 1 # S AL R 98 K UKL (iron
oxide nanoparticles, IONPs) , F| F Wi 2 P 9F &
< 17 9 M 7 2R 1L AL TR 80 2A 3 TONPs 7K ¥ 4 2 FH
B Y R R -L-1 R (poly-L-lysine, PLL) 5
miRNA34a (3 LA E AR, ARl &5k TNBC
M IE RS AN MR PP M AE T - T 1 Rk
342 REAUICE REGUKIBURL ( silica nanoparticles,
SiNPs ) FZAUFEICR fEA A ALAE 2 PRI 4K
WORL, SINPs HA AR ARAR . AR A A A2
MR P A W R A R 22 T R T R AR Y
Horh A AL ARG K IURL AN 22 AL R4 K ORL 2
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F RNA %095 WIE
Wau & PR T 35 R £ fL RE LR (porous
silicon, pSi) JAFHRMAE T 3-F LN = LA
Ebe, SRIG A 1, 2- 70 3k -sn-H 7 -3- 5 1R A0 ik
( 1, 2-dioleoyl-sn-glycero-3-phosphocholine, DOPC )
HPE R BT f 48 DNA 143185 #11 Rad51 siRNA,
4 7 DOPC-siRNA JIf i &, # J5 H] DOPC-siRNA
& JT VR B 6 A 1E L B9 pSi #940 >K FLIE )i PS-DOPC/
siRad51 44K BUki, 58— 254 94 K BLAH LL, PS-
DOPC/siRad51 44 K UKL IE 1LY 905K BE 245 °F- 5 7] 32
NRAEFRBERT, &35 257 TNBC i 414U
R pSiisZisr T 3B B 1 BB pSi AliLdE
S5O BN N RGE, RIS A
952 BrBe. pSi %%, DOPC-siRNA JgFiiA7E TNBC
fifrJeg v B ik, B Lk siRadS 1 A% B2 Wi I i, {2 F
Hoph S HCE TNBC Mg 4 it ; 55 3 BrBt: siRadS1
M DOPC-siRNA fig 5z 4 i B i . %38 ik 72 48 55 91
siRad51 E544 25, TNBC 1 BEE A SURIEY T I ik .
Chen % P R Jl Dox i A £ 24 1iif 25 3% (4 1
( multi-drug resistance gene 1, MDR-1) siRNA [/
WA X JE B MDR-1 siRNA-Dox ¥ 3 & &14, LU
A E R R T B RS R, T A L
3-FANH = LRI L ZE A 2, DUERERR
LT TCHL S ) ) 345 5 ) MDR-1 siRNA-Dox —
AL RE K BURL; H% MDR-1 siRNA-Dox — %1k
Tk 20 K KL A 5 24 10 min, Jo 75 345 45 LALLM
B, WIRTHRIHATAY I, XIS ARG AR
TNBC 4 ji ) fby7 R B, B9 Dox Ai1EM, i
TSR T2 4
343 SYPANTE 9Kk (gold nanoparticle,
AuNP ) BATRARFLADRARRTIE S | X A9 5rF 2%
RT3 A R a7 B B AR AR A, A%
PP, JoEE HAE M AR . AuNP R fLE
PRFRLL, AT R B B 1l e 4 RNA -2 i A s ik
F . AuNP B3 7 55 060 ] 9 5 e for FNBR K 1
PR IROR, BRI
Tung % P &% 31 T 3 F 9E BH B + AuNP [
% 1) fiE # 1K & 4 Dox-B itk 2 4 g 9% -2 ( B-cell
lymphoma-2, Becl-2) siRNAs-AuNP, HFi#i% Bel-2

PPS

siRNAs il Dox. 3"t B & i ) Bel-2 siRNA 21 %
7E AuNP FJ3K 1fi, Dox A E 44 A Bcl-2 siRNA Y
RS X VE T 5] A AuNP /K £ ; AuNP i3 3% 2 /&
THFRHEFREY, mBREYHZETE; Dox-
Bcel-2 siRNAs-AuNP £ [fi %% 45 = % £ Bcl-2 siRNA,
P B R RO I A M EEYE s Ak, Dox B A
Pl AF B T 32 A % Bel-2 siRNA H, A3 %5030 il
FLI I A0 MG RIIERS , O TNBC JRY7H 4L 1 fij 2
AL TN IE RS

Dang %5 ¥ miR-34a 5G4 40K 7 (gold
nanoshell, GNS) Z54, TE# 2L s RS ik vl 1
ARG T AT DVRS R AT ) miR34a, %] miR34a
BEii. GNS DL fbaE %0, AuNP Rok7e, J&
PHAE A5 B TR A, Wk o sl 21 ' RE S 4
JfL L7553 miR34a MG K UK SR T RS, A 50m
TNBC 4G E . B ALERS
3.5 HitiEmEHik

HP A (exosome, Exo) s KIKAYARMIAM K
P, AR N PR R S I RE Ay,
JalaliE (5 2 — P Exo B 5% RG AL RS
B4 AP A BRI FES A2 ;5 Exo A RNA 6 243 T1IK
IR . N RNEEH . RAFAEENE AL R0
YRR SRR AR 22 R R, O B IS ) RNA
kA P,

Gong 4 P 3@ i FH O I M 12- T4 SRR 13- £
T2 T R A N B L P IS 2 L, 30 Exo &2 s iR
H fiff 15 ( metalloproteinase 15, A15) A9 % ik I fifi
Ho= A MUARAS 5 PE Exo, #RJ5 A15-Exo 435155 Dox
1 RH [ B A& 4 7 miRNA-159 ( cholesterol-modified
miRNA-159, Cho-miR159) W77 ¥ mittish i% R 455
JIEL T 8 1 miR159 B K B840, $ v HORR E 1,
A 24 L PR A R S PR TR

Shojaei &5 ™ ] i i 15 4 18] 78 5 -+ 40 ffd vh
25 40 W K (adipose-derived mesenchymal stem cells-
exosome, ADMSC-Exo) , #] H 1% Exo # miR-
381 j# i% % MDA-MB-231 4. 5 i) 78 & 1 41 Jig

( mesenchymal stem cells, MSC ) #f k., MSC fiA4:

) ADMSC-Exo A Jofesi itk . RAFmyd wob: &
FEHLMIRETT, YL
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Liu %5 R Ik RS 985 5 e vl KRR
Pt -tRNA A Al -2 L RNA 1 (aspartyl-tRNA synthetase-
antisense RNA 1, DARS-ASI ) siRNA j#i% % Exo H1.,
GGG, SRS gk 1
AN, $275 DARS-AS] siRNA Rk,
SRR T TNBC g 12 K%

4 BESRE

Z W 5% % 1, RNA 25 %) 386 1% & 4t 75 40 1
TNBC 4t B 5 A g 2R 4 | il g (R 22 A5 |
P45 A B R R A Y AR D TS T Y A
JL. RNA 2591 T4t TNBC IGT7 AN TAE 5 25
FI R IV 1, B T ) S O
WHISHTOER . MO ARE S M aR E 3 B (AR R,
LA 2k RNA 9K URLAE I RIS T s T e, 12
A1k, T RNA B4k Bk an JCXH-211,
BNT114, CALAA-01, DCR-MYC &% ALN-VSP02 %,
L s TR TG PRREG , F TRy 2 Fpac i
FHEEME TNBC B

SR, BRI 1% 2 N Z R T RNA 25434
% RGPt TNBC WG RN . %8, TNBC M 5
Jo PR RN 530 [ A A P RNA 24599 7 I A i A I
PRWFIE Z 8] 22 5 i FE B AL AL . AN S 5 e
R ERE KRS, TS ALY T il 25 FAS RN IR
g O HOR, miRNA B = 0 R Sk, S5
mRNA (4555835, miRNA Al e I [fefin &
IAHRIAYHE mRNA, RIS RN . [, 2% 4K
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