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R G041 BEARJE (systemic lupus erythematosus, SLE) &L
FRA 2T A BRI 1 R E SN AR Y 2 AR E R R
SR E BB o ROk B IR Y R, A e
P2 SN FNARAG P G S IV S5 B O B8 175 5 T8 6 S DRI,
SLE (14 A v A 4 TSR T, AT XS AL 24> 4 B3 A Al i iy
HLURE . T SLE Wl RS Bk B 52 K 15 G2 il S8 e
S BHTRNRTTY I EAREIR B 58 2 88# . RNA T4 (RNA inter-
ference, RNAi) J&—F7E mRNA /K b 3E R UTER A, A Fb
VB4 8% T3 RNA (small interfer RNA | siRNA) 48 & Itk
RNA (short hairpin RNA , shRNA) DA K& NIEPERYAESiiS RNA X
ST/ RNA 555 mRNA 2565675 H AR mRNA 3R fif 5
DIREGANH] , DUBRAT ML i 3k % . RNAL AR5 5%
AP REFNE 554 SAH O I R B I, SR AR SLE 11 2 s 1 ™
WAL o ARSI shRNA Fil siRNA fE SLE 387 v 3 ]
FRIARSCRIF ST SR HEA T 2734

1 RNAi 3 EH & HEE R m

251 G2 240 A 45 A 5 R 4D ( dendlritic cells, DCs ) | LI
Y B SR AL ( natural killer cell, NK 20 ) & R 14 % 2
ML AR NS | S KA s R R AL SLE i
F RS SY A G 20 B s B I 4 Ak 35 AL R Sh RE BB
TE SLE fE R NN 32 1 i3 DCs il 3m , 55 /=4 8 B
SR T A SR e R T I A R
$E ST REYR S 75 AL 3R, I M1 (AR 4% ) 24 5 w40 i Fn M2
(L4) BYE R Lo 1l 2 981, SRR A 1L - 6 TNF — o S5 R A
ORI PH S SR, S SRR P L NK G s B g
305 4 20 A 5 1) 48 B 25 1E FH (antibody dependent cell mediated
cytotoxicity, ADCC) B ZEAL R UKL 2R 55 5 R HE A o 04 1, 7E AL
A Se RN e i A b S 45 VR R SLE SRJE 1 rf NK 41 2

HETH : HfE ANREREZERIHE (45 :19SYPYB -2)
VEZ B : 730030 Hi 2

WEEE . JRIA, 2sh121973@ 126. com

RGEELLREAAE ; [ A S8 ; ARFHIE e s RNA T4

AP/ HBUFE R CD3 ™ CD56™"NK 4y, 4= INF v
JI¥GER M ADCC P W, A 4K 240 0 3 M o, 5 802 240
P31 DR e ) R A G A0 R AR A A ZE L
Al RERNIAYT SLE fl—FsEng .

1.1 RNAi W GOIRANMAGTEHE  RelB A% F - kB(nuclear
factor - kB, NF - «B ) ZZEHI B O, AP DCs 73 AL#fEH,
TE I DCs ek LA o L #E/ G Y RelB — shRNA
A MRL/LPR /NGB B8 ) DCs H, (%4 RelB 431 /K3, DCs
JECATE A2 192 B DCs, 5 B B SOV T 40 BLE B Bk b
W TR /NBURY B R L 178 - M S N
1R 4EF585 4 ( minichromosome maintenance, MCM ) 6 4 H./E [, AJ
1 CD40 5§ DCs il ™. Hf MCM6 — siRNA 4% 2 )
SRR/ N R BER P DCs oy, BEAIR DC40 3k, 5Lk DCs I
b, B BIYE T A 5 > . Toll BEAZ {4 (Toll - like re-
ceptor, TLR)7/9 {5554 953 DCs 3 405 1 BT R, 3K
3 B 4UiE Ak A Bk, 2 5 SLE i &L SR EE
Pinl 5@ 9845 TLR7/9 — (A2 1 2R AH 6140 1 (interleukin —
1 receplor — associated kinase — 1, IRAK1) — FHE T HF 7
(interferon regulatory factor 7, IRF7) #1155 DCs F=4:= 1 B4
K27 44 Pinl — shRNA 53 5 SLE 5% S0 S 40 v BEL
Wr IRAKT 30 F IRF7 #2507, a4l 1 BT = 7E TLR7/9
E B RIS ER L DL ERRSS R R RNA TR
P DCs AHICEEIN 3 DCs 59 23k, AT 42 SLE /9 B 5 4
SER, A BINNIR YT SLE HT T,

1.2 RNAi % FLIE4IIBAY I Zhang %5 FORUE T I 1Lk &
A9 T DNA (activated lymphocyte — derived apoptotic DNA |
apopDNA) FEN. T —FIRAT AT /N B, - UE WY W 4t i 0 Ak v 5 |
KA B R AR R B Z HF 2 (absent in melanoma 2,
ATM2 ) 7 IR A A A /) BV U Wk 20 JH v 2 25 3, oK ATM2 —

FI o B 2 23— A R B 2 B (R %)
730030 HN M TN N BB BE S KRR (JEIREL)
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siRNA 5 A ZE apopDNA 75 5 f) 5 W 400 o, 00 GO , WRAIG
TNF - o JIL - 1B IL -6 . MCP — 1 45 % J 40 i 5 7K °F-, GE 6 4
DR BRI . TRAKI JH$5 NF - B {7 5 3 B 4 7F 5 v
AR AE N T2 5 SLE %95, #% IRAKI - shRNA &
N MPL/ Npr R0 40780 /)N B 14 6 I 5 g 200 L o, 40061 NF - kB £
S, FEAK TNF — o IL -6 /K 3% T SLE B4 8 1™,
IERRE 1 Fe Bl 23244 1(receptor 1 for the Fe portion of IgG
FegRI) 16 F W 40 L P 3k, 5 8 52 5 245 43 5 T 0% NF -
kB {553 % M F liF 4> 7 NLRP3, %% NLRP3 4f 56 4 % [H 1
AIL - 18 A1 IL — 18 7525 21 b i B I, i SLE ) 48 5 454
Ui ¥R TR Y FeeRI — RNAI 28 R # ki1 4 & MRL/
Ipr TR A /N B rfr, AR A B U 5 W 200 L o FegRT 3 3%, 400 4
NF - kB p65 A% S NLRP3 i B, 414 IL - 18
FIL — 18 [ RETA, 1T Ik 4% MRL Ipr /)N BUBFE 48 PR 55 5 He
45904 NLRP3 - shRNA 25 2 # ki3 51 2 MRL/Ipr /) BUA Y,
NLRP3 {23k A%, IL - 18 IL - 18 BRI , S R /N
B AR o PRI, B S T 0/ RINA 56, S0 i 400 o 7
5 A0 D 3 Ak 9 2 DR, % SLE f 48 R A E ORI
W1,

1.3 RNAQ Xt {AR A Oig MU CD3L & —Fhis 4y 7, &
FAE NK 4 T 40 b #3550 ¥ CD3¢ - siRNA DL AL
(97 RSN SLE 2% NK 418 & H, B { CD3Z 7K, NK
ZHMLE SRR MO T VR DS , T 4R 46 50 NKC 40 Ja384 i, TNF - o,
INF —y /K E 38, S S BEACK , AT L4457t CD2
75 NK A0 B 240 M40 11 B oA, 18] 9 NK 20 i 7
MK TGF - 8207 o TGFB - siRNA {RSME Y F 4t CD2 F
TUH NK 40 b, SR B NK 20 4% B S RN LA DY
AT 5| AR TR /N B0 B AR 495 5 TE WA CD2 5 S A% NK 41 i X
SLE [5- /E FITT R B0 TGF — 5% . LU EBFgE &M, 1
JHI RNA TR ARG NK 40U IR A D AE 2R &K SLE &
FaHL B T B

2 RNAI 3R 1514 5 % 20 B A 22 i

PAFPE AL LIS B AN A T kL4 i, Horb B 20
N Gy 32 Ve 2k , i R BR ™ AR BUR TE 1 B PR R 5| R F A
2 SLE BYSCHEDN 35 B 40 gt nl i s AR iR ki iy L 2 5
SLE fy &5~ o T ALIE B H BRI RE S A, R B 413
JEIRAAE SLE {98 A it A5 S BEAE T, fie 2 4k Th7 4S5
M Treg 4NN HC B 5 SLE MoBhs i sh I
2.1 RNAi X} Bk AR I B kLA i e -
1(B - lymphocyte — induced maturation protein — 1, Blimp — 1) J&fi¢
R B IR 5 A0 A St A3 S B 570 L g Blimp —
1siRNA 38 o & #iik 115 2] NZB/ WF1 AR /N B 9, 37 B 2
Ji 1) 2 AR A B 434K, BEAIR ML dsDNA 7K, TS AR A /)
BRI RE A IR, 4 2 0 30 J2 ) B bk B2 40 M f) 94 R 7 (B
lymphocyte stimulator, BLYSS) Ja& T [ifvJeg JRBE IR - C (A< 5 v
f9—FhES EORS 86 1, 32 3276 B 40 M A LA R A AR O 3

24 JE NZB/WF1 /N, 18 IR PN 7 5 BLYSS - siRNA | 1] Jig /b &b
JEIFURGE B 20 B SV AE A 2 2R B 4 B 0, RaAI 1l v oo
dsDNA &, W2 B I BRA5 103 ; BLYSS — siRNA 140 2 0 5
K 5 (interferon regulatory factor 5,IRF5) — siRNA [w] B} i il N
42 NZB/WFL /NEUA P, E LWL E siRNA H#— BLYSS -
SIRNA [RIAY P RCR B 7 o LA ERRFE e, A a4 B 40
R4S AT RNA 68, 3076 B 4 is 4L, 82 B 4l id 52 73
WA BB, ATRECIG YT SLE A AL T-BL.

2.2 RNAi XJ T4 I4E  IRETE T H F - la(hypoxia -
inducible factor — 1o, HIF — Tov) 25 0] 20 A3 1) O S 4 5%
T B A TR SZ AR AR K IRILSZ A vt (retinoic acid receptor —
related orphan receptor yt, RORyt) 50 Th17 giprRE ™, ¥
1 RGEEALHE Y HIF — 1o — shRNA £8 2 ik 569 /I B P9 103
HIL = 17 OB AT BRI, PR 11 55 90 B U 454
WS AR AR RN B 15 A AE 5% , 3R W] HIF — 1o — shRNA ji
i Thl7 QMR ARG B A IG 7 1E . TRAKI
FIREPRE S STAT3 IRl NFAT 2835 , 155 CD4 ™ T |i] Th17 4
J A, s ) Treg 20 734k , (575 i 5 40 i R 5~ e 16 o, 51
EHLRI . #F IRAKL - siRNA Fe 9 52 SLE f8 5 S0 ] i 73 25 15
FRHIIRLG CD4 " T b, isis Jsthh CD4 " T 4i i) Th17 2073
AEATIL - 17A {72 TR o SR o AR Y &sh
A H 1 (Y - box binding protein 1, YB - 1) [)£i55 T 4iiLnY
FAGRE ) S IEARSC, 7E SLE SB35 T 20 i v A7 78 R AE 1 2 BE
P et s EE L  19 YB - 1 - shRNA #% 3t 5 SLE [ 4%
CDA*T 4 3% 5%, M8 YB -1 J5 ,SLE i35 CD4 " T 4t
T4 F Bel —x1 Bel =2 K Akt 353508/, CD4* T 4 J& v
B9, 4278 YB ~ 1 J2 kg SLE S & 16k T 40 B o 25 i SC B
FOU L AR i RNA TR R T A
I3 L HRE , T8 SLE (¥ B B S SO K SEAE U o

3 RNAi 297 SLE ch iz F§

RNAi 251 7€ SLE {1l 1w B Hh I I 45 e 1 22 i BR AL
RARSEF AR, 78 & B, G R K WOk A025E siRNA W]
fo SiRNA Z£ (A PPl A, FLAS e o R UTBR AR & TR siR-
NA, siRNA 5521 ff 2 T () 52 A O (R (S 06 P 42 = RNAL 25 948 ]
TR, T SEE R, 0 B B TR AR = ) Tk
£ RNA B, T RE H B o R S A A7 200, 5 B2 7 A B A0 )
B HEAT) V2 1 36 M0 7 41 0 i , AR 8 BB E RINAG 24
Yo BEAI ARGE RNAL 259 09 45 25 390 i F0 45 24 05 SOk 3 m DT Bk
BORANTRRATIF . RNAL 25976 SLE 1 PR N o [ B 18 1
HAH A VEIE, MR /N RNA 7R P 5| 10 G0 2 S5 1
S, B AR5 [ i B, %o RS 5 72 2R RNA 4 5|
TR R 2, L, RNAL 2597 SLE 91 B R F 47 8% T
s & VF 2R, BT — 2B RAR

L LR, RNAL B Al 32 2E7E (R Sh SL 56 T 3h i S 0 R
SLE KR AL AT J5 1 , (EAE Sy — ol e 20 1 5 DR 0 g A ) 57
Bt 7€ SLE B9 Y B A TP BA BRI ) (A — 3R] .
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