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[ Abstract] The lung is a vital organ that is in direct contact with the external environment. It is extremely
susceptible to a variety of exogenous factors, which can trigger a series of inflammatory responses and lead
to varying degrees of tissue damage. With the development of genetic engineering technology, silencing
specific target genes through RNA interference has become a new strategy for the treatment of lung injury.
Small interfering RNA (siRNA) is a crucial role in RNA interference that can bind to the target gene
through base complementary pairing to inhibit its expression, thereby producing a corresponding regulatory
effect. Due to its specific targeting and low biological toxicity, siRNA is gradually becoming an ideal tool
for the treatment of lung injury and other lung diseases. This article reviews the mechanism of action of
siRNA and its application progress and research status in the treatment of lung injury.
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il 53 473 2 — 25 PR A P9 A0 A R IR R R G 2
o B IE R R s 0 B ) i S AR RN A 4 b
A5 B B R s B 1 AR e 4 B B, — RO O &
B U W R | FR G 05 RN Ak 2 1 I A
JIT 51 () 5 B2 Pk AR B, 1 TS BN 5 40 A A A
AN AL R A AT BE R R o TR e e AL Y R
FAE I R AT = AT AR 6 il 5 40 00 R S 25
SRR X PEIG YT RS, BT EEGE S PR e
Yy K - W AL B R SRR T Ok R i A 43 1Y
o BELRE IR - 4iE 28 o AR (LT RUR B o Atk —
A4 R A A5 B I AR AR

RNA J7 75 J2& 38 i 7 S e A% R 1y 9)) B #2475 H
T B0 B0 3L A b, DT T 5 B £ K A i 5 o
A7 SRS T I S PR AR IR YT L B0 g — Rl 2k
WA IT R R o AR AR RS D TR R Y
AW BT, JE g i RNA G 9 & J /) 18 5 4E
5V I T, DAL B A RNA T 3 v B W e
PB4 7 . ST RNAYT LY
A i i RNA rf, B A 004 5 Pk o | AT k25 30 4
Z 2N RURE B2 TR ACGE R LB /D T 3 RNA (small
interfering RNA, siRNA) 25 %) # 1\ 24 /& RNA 259
TERWF T BEE WS IT R 2 AL
3 3% AL 2 AE 1 S5 BRI R U, O A 232
Uy b o siRNA R FRUN % Qe s s (25 A
FIVRR S 1 ik B A 9 o7 28 AR A5 A0 A0, 00 AR R SR ik 4
PG yr g e T H . ARSCZEAR T siRNA 16 A R 24
T i 45 403 36 97 T B T BT TR L K sIRNA A DAy Ji
03367 259 BT 1 I 0 Bk AR, LA SR I 46 47 96 9T A
SIRNA 241 I A $2 3t =%

SiRNA W IERFLEIFAIRZ SR Rk m fig
FECZ P PTBEZ AL, PE IS R A R . RNA
TH (RNA interference, RNAI) /& o siRNA 5 #
K 5 485 A 5 ik & 5 RNA (messenger RNA,
mRNA) F fift LB A 2 A 85 19 — Bl RNA 70 115
AL ® )8 T 0 7E 1 5 S e SRR 4R AL @
SIRNA 2 /1 K JE ol 21~25 bp A 1E X85 F1 2 56 5
of B 5L BN B X I B B AUEE RNA (double strand
RNA,dsRNA) . IE# 1§ BT , N L B2 sIRNA
TE 40 i 5 AT AR K BE dsRNA 8 % & K45
RNA (small hairpin RNA, shRNA) % Dicer [i§ 87 4]
M. siRNAZE4H 5T 5 Argonaute 2 H FI 4545,
R RNA T 3 U0 E & 1, Bl il i siRNA Y

SCAE TR B B AL mRNA Jf 5 K S 5T
mRNA ) 1) FF R ek LS 3036 R Uk

TE siRNA 25 ¥ Z i , ] X #% 1 B2 (antisense
oligonucleotide, ASO) 2§ ¥ & RNA J7 & 19 &£ i 2
=, AN T AL Ge /N4 ¥ To A B ] 1) mRNA . 4R
M, ASO B RS 8 PR A7 4808 5 oAk 27 181 % U0 A
%, 19 4n &7 A B R g (phosphorothioate, PS) [ & 1fii
A4 = ASO 5 Z R0 8 1109 25 A0 g (B[R] B S 22558
HZi T . M T ASO, siRNA 1 PS & i 5
b HARSRAT B B3GR . ESE R b SIRNA Y
SCHE 5 mRNA 19 B AME 2T 5 L sIRNA 254
LA v 1 A S R AL O A R, T AR B
B E $8 mRNA P 51 2 A7 81 0 1R T %, DL S8 BLXS
mRNA (K5 RS ) A TR A YT L sIRNA
XTHL mRNA B 1E H B A B DS XA
i Bl B R R P . BB Ak, SIRNA &
BN T 2252 A% 0 40 6 3K 2R G N BB Y AR 1 AR A
4l A0 TR AR iU /D R 5% 24 ) 8 F e O U T AR
FIRURE

o R S e R R RV RN 2 KRR A Y
SIRNA 25 9 1E 3% i /il RNA J7 32 09 £ 0, V6 9718
[l A D DL 4 20 08 1 RN R UL . I S AR E
A 63 sIRNA 2593845 56 5 FDA L, 73 5 T
AN TRIBE G WG I7 X T E 12 s R Ik e 1k e
I 1 F B R A BRI RO

SiRNA BT FAEEU MR ERBERMBER
MR 20HE B i (acute lung injury, ALD J&
P A BT 422 A 3R 5] ) i v b R 4 e N B
I N R AR B A 4, B R e R S K A M T
W 5 38 4% A 1E (acute respiratory distress syndrome,
ARDS) , fin 5 8 & (0 Rt R AR T KUK . ALT/
ARDS (1) % 93 52 3 & ol Jifi 9 80 X3R4 52 e, A ] 119
S R A ALT/ARDS HAT A W] 55 AL 7, 3
SR N BB ALT/ARDS Y G 48 & i LT
38 A FIH R S SIRNA X 4801k I 330 o 356 A1) 4
] P8 45, T U AL A T M A oo i AR R DA SRR
KRS RE B R R A0 L O T A G S, T
ALI/ARDS %% 1% . Jiang %" 8 13 siRNA il il
NOX4HEH AR T Me 28 5E ALT/NBUI ) ROS, T8 i
A AR UK CaMKI/ERK1/2/MLCK i #
OGB4 A 19 3R GA8 DLAERR I B2 4
o B ) e AR M AT 5 T ALT/NER A£G %6 . Cai
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R AR ALT/N UL A siRNA X NOX4
B e > TR R A Y R 48 M (pulmonary
microvascular endothelial cell, HPMEC) fJ ROS 4=
B M P T 0 L NOX4 R O 1Y siRNA 1 1k
BT A R ALT/ARDS VAT (35 7 1] .
NF-«kB {5 5 #% (14 35 22 1 3000 B 28 Ve 4n Jifg A
d’CLEZﬁﬁiEHﬁaT&EALI%&TB’JEE?&%
Bl 2z —"" o WF9E & B, ik 4 5 PR SIRNA #E ) 17
%ﬂNF-chfﬁvﬁ%%{%ﬁ(ﬁu{}&%m%ﬁéﬁfi@,lﬁl
R T 22 it ALT/ARDS. MBS T —5
# 1) /N B NF-kB P65 i siIRNA |, 0] fil 25 [ A% e 35
ALI/N BRI Pe5 1 MMPY i) mRNA K & H % ik
I, I U i 4 4 8 Tk A0 IR W AN 9B . Chen
Lt o 9B 25 B 14 I (focal adhesion kinase, FAK)
Z 5 SIRNA I J5 , 5 5 Ak A4 K R 7 - B 16 L Sl 1
(transforming growth factor-f-activated kinase 1,
TAK1) WA BAE WSS , BT LPSIE S/ ALL/N
BRI 9 NF-kB {5 5 38 [ 19 15 1 L R 90 [N, 4
T AL LPS Yol i A BE 71 o Qu Sl 4
i CAV-1-siRNA 19 B A8 ¢ 9 3 20 14 4b Bk 35 E
ALT/NRUG , M2 3] CAV-1 £ K2 H], G 5 NF-
kB 5515 5 30 Y BTG D55, O I I AR A0
PN AR /0N B il o 2 2 0, ek 20 R 4t i VR Vi
I A i o BE & 8 . BR T NF-«kB {5 % i #% ,
MT()R{HH—LE%[“ TGF- BJ_E%' "Rl PI3K/AKT
T (7 A A 5 48 RE A AT DA i sIRNA () #E i)
JE 45 DL ZE f ALT/ARDS.
ALI/ARDS W &R Ll 52 Z Fh R R 52, B 1T
S B R S 5E T4 L SIRNA I 7] DL 3 52 i He
AL R K VA7 B R M ALT, Hu 242 1, siRNA fE
1T Bhihe40 0] 30 AL /Iy B4 Bl 36 B 0 40 i o4
To. Liang %™ & B, siRNA X YAp1 3 PR B #0161 2
R F 1 0 400 i ) L2 B A, AT 2 i AT Liu 45
K, B sIRNA AR MBD2 (1) 36 1% 7] 4k £ 240 i 4
FIRERR A, T ik 38 TLPS 75 S /Y /N UM 9 | 1z 40 i
FT- M ALLIG T . LiuZ % B, HPMEC £ 1£ LPS
V5 S B o R DPP-4 3143 W TL-6/8 , W1 it i
N EZ 9 9 JF 4G 5 40 M 38 O 1, 0 sIRNA AT
DPP-4 %4 £ ik 5 , HPMEC % #4 1k I 7 B il F
P (R A A PR DU 32 B i A, SR DPP-4 36 TT
) LPS 5 Sy v R A0 5 P R A0 Y B
PMN #afb L S i85 N B2 32 % . B AT UL, By DPP-4

A8 LA B ALT/ARDS 26 N 12 T fig
TEIRIT WS .

ALI/ARDS J& & 2% B llfa R 25 G AE , HoAZ O K i
B35 Ko Sk N 28R B2 0L 40 I O 1 4 22 Ao
PR FE A K i R RURGE B 2 5 Hoh, JF A2 4UE
P& K1 3 2 R0 4% o SIRNA R by — Pl o 19 5 K 34
£ T H 38 53 80 0] NOX4 NF-kB FAK ,CAV-1 %
SRR AL A RIE 5 308 s, AT 8O ) 1 R AR B ORT 58
FCRE R T B Bt R I 8, DT 2 A Jiti #2405 o I
Hh L sIRNA I # T 0 425 Wk 4 Ji i Ak 8 B8 7 12
A RN LU T AR R BE— D R T K AR ALY/
ARDS & 97 1y B A . ROk nl ik — 2Bk
SIRNA B iH BB ik R4, IF R R Z ARG 0T
T

SiRNA B If#EE R & k& -E RE L
Wl B ZE BhOLF 4 4k 3 R Ml £F 4E {1k (pulmonary
fibrosis, PF ) J& — Pl L 5 £F 2k 40 e 385 51 K K 2 4 i
A FE i (extracellular matrix, ECM) UUFR A BRAE (19 A
A3 B N M L T AR A R 28 LA ) O 4k
&M PF filFE & P PF (idiopathic pulmonary fibrosis,
IPF)"™ ., TGF-B/&E 2 5 PF /8t 4 M & & ) 72
9 N AN P e S = N 7 < 5 - |51 ) g 2 £
(epithelial-mesenchymal transition, EMT) #% 1A & f&
PF R W5 19 — A~ O # 20 B8 . kT SIRNA HE [4]
TGF-p s H | F i 2 B LA B AS EMT 8 40 0 4 2%
PF B2 BB BUG T ik . QusE IR R T —
A siTGE-R1 W4 Wy b WAA il 3t Z5 A WA S, o] 4
ST B ok B R (bleomycin, BLM) % S 19 PF /)
U TGFRIFEH , -9 EMT LA 37 fili 41 21 % 3%
BLM P42 3%, DT 5 25 0l A /Dy BRUAY S AE 21, Dk
55 ECM UL BUF 4 @ /71 % . Cao %5l 1f ol 85 7
i B 1 48 oK 4 0 4R AL 245 W IR 75 R A siTGF-B1
[F) i % 22 TPF /) BUMR A 78 R 5 320 3 P SRR
FHPRAP il b Bz 58 B R i [R) I, siTGF-B1 4 2 0 i
AT HE AL TGF-B1 A9 3K, 100 ) Bl 2T 4k 20 i 16 1L
T 2 20 i 43 Ak, 9 ECM 3 BE T AR, A K Ml 42
w5 T IPF (3R 97 0% o JR 2R 45 32 11 38 iF siRNA
XF HOXB7 B3 i vl A7 R B A TGE-B1 175 5 /Y fili
EMT iof F , 3E 1 90 ) FC£F e fb . 2% 2477/ BLM
W55 1 /0 BLPE A A oh e B UE T2 40 i 25 1 e-FLIP
(L) i 5 26 38 al i ¥k TGF-B1 1% % 19 Smad 15 5 18
i QN B 71 [ - O OO\ O I B

I 1 1) P



886

HHAAIR(ESED) 20254811 ,52(6)

SIRNA Xt c-FLIP (L) 1 it 0] 58 PH W7 [ 34 3 B% , e ith
DU 3 c-FLIP (L) %8 1n] EMT (1) J# 4% 7] B8 J2: 4iE 2%
PF #E R 1A 20K W% 2 — . Cheng %™ & 8L, TGF-p1
A0 UHRFE1 L] 3@ o W5 S G 8 7,
4 A W AE 6 2R 1 beclin 1, WA T S 2508 £ 4 41 ffd i
A FN PF . 38 o 7 Dk 33 20 UHRF 1 siRNA 1Y i
JE AR, AT DA 3 R % /N B SE B M PR R AR o 4D,
SIRNA X} Acp5™ | L Wik CCAAT /34 58 7 45 &
F1 8" \ZNF416"" fil CL17/CCR4™™ %5 ¥ 5 1) 45 5+
PEA ] R RE T DL AS i TGF-B1 4 S EMT, #E i
IEL 7 i 8 41 20 200 0 A1) £F A A R .l b nT I
i SIRNA X 35 PR ) 18 45 LA ik 2 ECM T AR 0 4100 )
EMT & #2 /2 %€ 2% PF & J& 3 BR 7 F Bz — L Al
B A P A A SR 25 W n] i — B 4R B IR YT ROR . ]
M F 2F 4E 1k 48 (9 R ] 3 M, sIRNA J8 2o 41 il
EMT ML 75 1 49] PF b (36 97 2808 16 A W

32 S8 RE 1375 S 10 M2 B 5 I 40 i 1 ok SR 4R
A RE 5 PF Y F B 25 UIAH G B B2 ) TGF-
b, B T sIRNA X B W 20 i 55 AT 43 b A6 4 T 1 %
P25 A0 i E AT R A R 5% PR OE R T k2 —
Wang %' % B, MBD2 1£ PF £ 3% #l BLM i § iy
PF /R i B ¥ 5 5 K 20 Mbd2 siRNA 1
Jig T A 3 3 A A A 2 2 1 /N B Mbd2 B Z )5
MR TGF-B1 19 2 3k Iyl A fili v M2 5 248 Jifg
BB B RPN B 52 BLM 51 (4 fiti 463 45 F0 £ 4
b Luo %R B, 2 5 F W40 i b Ak 28 B A5 1
1 2 filh & A2 1 -2 48 IPF H8 5 RN BRUBEHY v g B 3R 5K
H 57 RMA L F 3 SIRNA R E RS 46 2
e 400 8 AR Sk 2 A2 TR B T STAT6 i
I DA R 2 e e 4 IR AR TR - 3 UL 3
S 2F Ak B 7 R 3Rk HE T A ] BLM % S 1
Jili £F 4 Ak A M2 B AN MR Ak . Yan 557 & B,
Plekh{1 7F TPF 555 Fl /N BUBE Y 9 it 20 2 b i K3k
H 32 TL-4/T0L-13 il 38 b 98 J5 3 i 3 38 PI3K/ Akt {55
545 5 DU A0 i M2 B Ak I in R i 47 4k A
SRS U T B Plekhfl siRNA Y8 B ik e g A5
R S Plekhit 23K, IF 1 32 0l 2 fili 8 M2 2
s 200 M 1 2R A, DT AT 80 PR B/ BR S &2 BLM 5 i
F14) i 453 47 1 2T 24K o

1 Jifi 2 — b g TR0 R 68 7R R LR R R 2R
B2 v BT 51 & 0 R 1 4t Y R s A TR G T T £ 4
B , B 1 W 40 M T 1 0 e A I 1 AR Ak

AT S 350 48 26 T2 O B T30 A W i B 2, 3 itk — 20 3
9 SE ER N Y ARAE SNE ,  fET IE E A E f M2 A Ak
A R 5 24 240 it R 14 88 I, 328 T T G 2 I 6 1) £
HEALRT . Hao 2548, AT 3l 3 siRNA /EHF
c-Src ¥4 B I+ 0 PIBK/AKT 8 ¥ 09 # i 1k A
TGF-B1 5 5 4 18] 70 it 2 A4 % — A AL Rk 5 1
PF. Zhao 58" & B, W9 B % Y& siRNA 1] & & i
il BT 4E 40 i 1 % o Ak, JFBRLASR TGF-B115 3 1Y
PI3K/AKT/mTOR i # 19 3 % , 9802 5% Jifi /Iy 5L
il 45 405 FZF 44k . Wang 55 8 B T — 48 Ak Rk 3 34
it - Bz 240 Jfl 43 0 T1L-33 I3 3o AR Ah s ERK/AP-1/
NPM 1 {55 530 B F — 25 8 2 il ki 2T 2 48 i i) 355 A
K5 AT # B ML, A H] 7 8 NPM 1 siRNA 9 iig B2
(USCEISCIRTE X AV R N v = 57 )
PF. Zhou %" W22 24 Jifi /1N BRI 21 22 i) v 440
JHL 5 PN B2 40 i A AR ELAE R L 38 sIRNA 92D 0 4
JEL ) MM P12 3 35 1] DLl i — S AR RE SR 1 Y B2
i M B E R TIPS 8 2 (1 CDHS ity J
B 2K 11 occludin B 2235 , Xt 9 Bz 40 B B b ) B &
e B AE

M2 % W 20 i 78 PF /Y & 95 AL 1 Hh i ¢ B AR
FHHGE 4y W TGF-B1 R 8 AR 4F e fb B+ B
PR sh e ke o WF ST kB, R ) I A0 A Ak A
KHE Y sSIRNA YT 5 AT f 3 /0 M2 L I3 41 Jif 2% 4
K de b N 7 ik, T 28 f# PF iE 2 . Ik 4t
SIRNA 38 o 9 2 W 41 fild MM P12 %3k 18 5 0 %
it B D) R, B il A 9T R AR TR U . X SRR S 4R
R T SIRNA T8 52 55 5 40 i 1% 1k K AH 56 15 5
FEIRST PF 2 AR TT R B HE Ty ) 22—

SiRNA & #1 & . & 2477 12 15 PH 2 % i &%
% 18 M FH ZE M Bl B8 9% (chronic obstructive
pulmonary disease, COPD ) J& —Ff 47 M 5 95 , i 1
B AL BUAS T, e S 5w B Y AR TE H R AR
T3, 0 2 BE 0 At B 1 & A B R AT T
U™ COPD Ry & 5 BIL i 52 2% , ¥ A 5 DX G 4%
%2 B L E S P SIRNA T COPD R YT IF Z i
B R B A B 5T 5 1) 22—, Bigot %YL il TS A
ORI, W A R S R R R OK PRI E S B
WA s COPD JK ~F- #1120 21 45 11 Wi S (cathepsin S,
CatS) G P 5 B 56 o 7 20 M ASE 780 v A U 52 & 0 A
% £ B ¥ (cigarette smoke extract, CSE) 7] il i
mTOR/TFEB {553 # fil & THP-1 F g 248 fg 1 94
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CarS I 3450 il 1 5z 40 M A 38 35 1, 1 38 3 siRNA 1)
il CarS Jo W V£ 51 1 1z 40 B i B o o) e A5 Tk &2,
T4 CarS J& COPD BRI HE 2 — o Wang
SR B TR T A AR ZS 0 N U P I 4 A
Z HAE bR 27 B A0 M /b, 28 20 I S5 36 Fn 4 s 21
W 43 Bk, CSE 3458 1 B Wi 41 i 43 Wb 26 11 -5 B
& & A8 H-2(bone morphogenetic protein-2, BMP-2)
X AT B E A M o i siIRNA B
BMP-2 [ 3% ik W] i 4 4E 28 COPD 1 & % ik Ji€ .
Zhang %" K B, B 24 5 R 8 1 D (cyclophilin D,
CypD) I 5 235 5 COPD 3% 193 b K 40 M 2%
BRI 455 A7 56 L 5L v B8 R () 48 Pk | 38 i siRNA
UUER CypD 7] i 2 %% CSE i 5 19 b Rz 40 o &
LR A5 05 I 10 0 20 B R T, DA AR T AR S
Chung "7 & ., sIRNA X NLRP3 3T 2R 25 9 /b 2
#& T CSE fl PM2.5 1y A SZ 3 I F 4f Mg iy £ T Of
WAL A METE S0 Zou 5" & B, Wnrsa siRNA A] LA
FELT Wanrsa/INK/NF - B 3 % F: sl 20 /N B3 S
JUL4H L ECM 4 1 A8 18R A 28 09 40 0, A
il PM2.5 X 438 - 18 LA i 27 24 Ak R 98 E B 52 )
M 28 fift COPD 19 [i] Jili &5 4 iE PR 2% 7K LS JL ot
L, PR KL - F A A BT R B, 2 sSIRNA A
il il 41 40 HMGB1 3 35 7] F i NF-kB {5 5 i [ 1
PE U8R CSE % S 59 COPD /)y BT 38 48 4 [ 1 B
EMT #1174 22 95 0 35 J' o B 1 BF X 48 0 [ B AN
ECM Ji& J5 % 43 (9 30 i 41, Han %6/ % 3L, COPD
99 BT R R 5 0 i 0 U0 AR OG b AT] T
AT FOXO4 siRNA, I3l i [ 4% DNA 94 K45
HEAT %5 245, DA R 5 8 02 2 40 b i) FOXO4,
WFFE 45 R E B, FOXO4 1T 2R 7] B FE AKX T BCLXL
)35 F1 BCL2/BAX L3 | B8 BEBE 1 15 bR o & 1Y)
T 440, 35 FIGTF COPD B R . Wei 2542
A SIRNA #IH OMA 1 RE 8 3 55 F 37 Js
BRI 5 E 1 COPD AU I Bz 20 M Y AE £ 0t
R PRI N AT B COPD Y I R 15 -

COPD ) & 9 3% Z Fl ]9 A0 R R 52 ), o9 B AL
il (0 52 2% M D T I R IR YT SR S 1) 2 FEME . sIRNA
25 W1 Sy — Bl B A RNA G YT 560, COPD |y
TR R TR R R T B

B % 1 R G 3R 5 siRNA 25 ) 72 Bifi 33 45 38 77
R SERRZCA B 24 W e RORT M Ml % 2 AR Y
P R A 2 8 O L E o R EE T 550 . B

T I AR 32 ZE LA A 7 20K sIRNA 259 B 455
6 2, A 4 I 1 L T A R T A Y T
AE T DT 2 /55 25 0 1 R M AR R R BRR
Y R R NI N AR X (B N N R
() 5 SR, ELAT AR 2 5 Y 20 A A B e A0 40
PN B, D s 8 B 30 114 23 4 S R S sIRNA 259
3 3 i 3 3 A A 6 T L O YY) A AN AN R
Xof T4 2K B B AR A 48 1 SIRNA R 42 5k /N 1) ok 25
DRI P 108 8 i+ 7 TG 1R O RR R AR o K ) S5 AR
FE b PR 38 T e DAHE o R AR 100~200 nm S 38 i
Jit 58 34 A% 2% AN oK I IO AA B 28 11 SIRNA 25 9 11 e
HEE B, 13X — R0 A2 0T A KA HE 25 ) 7 B 3 X 38R Ot
BRI 5 0 B I 2R 48 0 B TRCT, DA I
T b W Wz B R 3R 4 )5 BE £F B iz Bl g BR . 1
J T AR il 3 X3RS ] 3 3 240 R R A 40 i
PR 2 sIRNA 259 8 1 v il 225 1R 0 55 — A ) il
SIRNA G # 7 A i B F Rk, Nk, 77 2
15 B PR S 2 A 3 2 48 A 5 40 R R i AR A
DL A 7 ik A gl . #F A 415 | siRNA I 7
T2\ PN TR A 20k 3 B 40 T R, A R R 4 0 BR A R TR
mRNA [ IRE ', [, siRNA 25 T & i e AN
ATE T8I 250 T8 4 T SIRNA B A, 3 45 475 K5 1 25 4L
[ 3% 1% 2 48, LABA AR sSIRNA fE 8% 18 I i 2% 2 1E
AT

IR 995 T L A S 95 7 R S i R S R T
2 R R T A L e R
TR TE B0 M A ol S BRI 7, AR A R A 4 05 1
TBIT o BT ZS 3RS il 481 005 3R 97 h o UL ) siIRNA
AR WA 2 B BT 7 1 SIRNA 34 2% 40 K 48
PR A AT I HL T R S A R 1) £ LRSS
i 2L w5 A VR IR B AR R 50~200 nm Y IS 5
1A, 5 F il 2% 04 T st T AR 47 sIRNA fo 52 4% 198 i 1)
if it A0 IR 4 9 B, L AT B B YL R . Zhao
SEVG T 28 Bl A AN R SCRE K R IR I S
WA L JE R 2 TR A T LA K 2 A
fe B BRI AN i 5 PR Y R R 48 oK R (lipid
nanoparticles, LNP) , Jf¥ E Wi 4 Jfd ¢ - PEHTiR F4/80
2845 3 LNP 2 187 LUB 8 200K X8 vk 200 i o 3 1) 4
RPN S5 R R, 3 T TAKL sIRNAWE &
LNP £ B Ji 25 245 0T LA 230 b 8 ) 5 058 40 6 O B 3%
A3 I | R 4 A 452 4%

516 AR, BH B 1 SR A 0 TR R o T DA it
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L R B A T 55 sIRNA [ 2 238 ol 40 K 80K, 18 BH 25
T2 RAKE S WK B AT R R B AR R e,
O TR B2 FLIE 27 B33 sh i g B, B
BRI, LS 7SR T 24 2
B SR AL TR 55 DU EE cor2-siRNA 258 DL (] M1 W
i, Bl By BT 1T TPF /)N BRURE 2 il 52 5t v 5 5 40 i
P BRAE DT BEL 1k T B £F 4k 40 ) T Ak T 2% i
Wi o Zhu S5 0N S 20 R I 3 A O IR VAR T T B R
SIRNA f9 5 (B-Z B R ) Ak I, 2 1 e -3% W] T 1R 1)
H, i S5 i 2650 7 A K 37 WY BT IR 1 A ) 8% BEE R BT o i
THEMFWRSBEE . M E S 2R
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