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WE: FAEE SLE W2 Rz —. JLFTA SLE B4 B4 A [F AR A AR AZ . % B & (upus nephritis. LN J&
RELGYRFE R, EERALF/NBREAAUMNME. B/ ERE AT M5 B /N ER R B E (glomerular mesangial cell,  GMO) |
B /N BRI B2 40l (glomerular endothelial cell,  GECO)MULANML, L WBF 5 KB, F/NERIE A MBSO e 38 T LN &£ K
&, k. WFSEE/NER B A A0 A A 100 B HL R BE A U — 20 T LN FTRESN LN SR TR B A . ORI JLAE RN
HhA & GMC GEC 2 40 Ml 45 45 75 LN A AL b i ik 5 2 et AT 2508 . D9 3R LN 0 ML ) A o 51 L0 S8 B
KEWE: MAEER: BAKRBAHM; B RN LA L

RESES: R593.24 XEARER: A

SLE & —Ffh Z 8¢ B 2 209 8 B 505 5% .
JLUF 1000 B EAEIEZ R, 49— FMEE KR
AR B & (lupus nephritis, LN), MRyEGEE &
YIUTRAE /N ER B3 67 A i, LN n] 432 6 7,
B e 2 AP ET dsDNA FUk 5 B Nk 5 A 40 i 25
AR LN EA KR, REWEA MR EES
BN Bk &R OB 4 M (glomerular mesangial cell,
GMO) ., B /INER N F2 40 8 ( glomerular endothelial
cell, GECFIE AN, 58 /N BK [ G 40 i A& A=
W HLEI AR 9% B 4r T LN, Wl RECH LN B3R
VI LY

1 LN B % f5HlL )

1.1 BRREESYER WRELZSYEEMA
Sy S M SURES A, SHE LN & B B4k
EEAVZIUA P Clg SUATIHLE D ERGUE . 3T
dsDNA HT{RJE fe # 2 1) —Fh . JL-F H BLAE BT A7 26
AU LN eh 7 EL R 0 Bh BE A DDA OGT . 4t
dsDNA HTiRER T REMEIE B 2 & WL T 5 /)
B L BES F/NBR I A AR M2 T Cln R K 2R H
[T AT o JE R 3 2 ) 7 A2 58 SRR - X /0N BK [ A7
A B . G A Y A S BN ER B A
M) Fe 2 R455 . b Cla 4 W B9 b A 22 S50
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wAR, PRk N T Coa SR, B
OB R RE R g A WA 1gML IgA
N 1gG 3 2%, MR4E LN LU AR TE . PUFT
BNERAAS TR RO T AUAN I A LN, SR &Y
FEPRARBX; M.IVAVE LN, fEE4
VI HUIURFHNE T ERE T VI8 LN, gl
YT T A NER,

1.2 BREBRENE ®EEAYETLSAH
/NER 545 41 i 2 10 %) 555X 1) 32 A (pattern recog-
PRR) 5| & [ A i %, TLR
J& PRR 9—F, 25 8 5 fe 5ok W SLE 1y &
Ak, A PUNAE RS A B TR SR AT G R
. AR BEEONE Y R GE RN, fE LN . TLR3,
TLR7.TLRY Fik#gn, Hb TLRO 5% % 2h &
RIEMET . s & A W i 0 A G 4y TR
DAMP) 5
BE/NER [ A 40 M0 TLR 454, 4 8k B k&9
R, BRT R AW . DNA il RNA 840
A 4 5 /R G g M A2 ARG A, SR RBA
FRERL . AMIETE RNA 5 GMC 1 BB 0 £ 5 4 1k
% 2 H 5 (melanoma differentiation-associated
protein 5, MDAS)#54, % [ A IFN #¢)m, 5
GMC ) TLR3 &5 4, S8 CXCLL #hn', Xk
RNA 5 GEC 54k W g5 5 3 X 1(retinoic acid-in-
ducible gene 1, RIG-D 454G, FE [ # IFN F1 1L~
6 H ™', DNA Fil RNA 8405 £ 41 TLRA 45
A R RPER TR RS,

1.3 BRREMMEIBIE B RN T2
o E AR E B . NZB/W /) BUB IE B B R R

nition receptor,

(danger-associated molecular pattern,
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PEPT dsDNA H 44 () e 32 41 il EL A1) EL Q& 41 B 2 7
s LN [ B R 1 2% 40 i 3= 2 46 v 7 B
T 1 v, JU RIS AL RN AY LN, [/ &
JSE A e 40 L B A A R R LT 40
Th17 5 Treg W6k fif 76 SLE () & 9% e %5 & 2
PERM . 24 DC Ay 3t 26 Ty %1 a8, 5w 40 i i 30 7
el . LN BUEAR. 16 LN i, CXCL1 %k
B AESE o ks A P ACE IE . JE i DAMP B
TR M TR B 1 P 2828 (reactive oxygen species,
ROS) 3% B W45

BB AR TIR . 51 S 1 A 52 1 2
AR VEAR L2, S BOE /NEK A A,
KJEH VIR LN,

2 GMC {5 7E LN i % 5% #1 %1

GMC.GEC 5 A& 40 Jitd 3% % e 2 A4 B 1 H /D Bk
MITNRE AL, GMC J2& R0k Ay 7 19 LA ML, 1fn 8 0%
PER 7 (A Bk R [ MM KR DB LR GMC
a4, TR Y T 0 I A i U Sk A I Y g i T
AE. B NERBEE R, M GMC B A & Bk
(EZ R P dsDNA HT O f 2 & 4 ¥ CXCL13,
1L-6 ., TNF . & % #i] 1 [H 7 1 (colony stimulating fac-
tor 1, CSF-1) R B, 7 A IR R I, 3 Wb R &
RUEHET . SECE /MBI 22X S EUR %
Hr, HU dsDNA HUiRE 2] 1 = Z M 1E .

2.1 #udsDNA FiEFE M REE G WX GMC B
5 T E R A AR BE | (deoxyribonucle-
ase |, DNaseD) ifVEREARFI YL & BT LA, SEOR
P dsDNA Frik i B ER 2. PT dsDNA Hi 4
55U T BB A R R G 5 B 4 A B U
Y, ERTIBRAERIBEIX Bl P g 2 i 1] IS 5 7%
g, GBI E I, GMC 232 a8y
ORI O SN 2B A TS R R N <R 2 O =R
H 1 (human monocyte chemotactic protein 1,

MCP-1) .CCL5 . ®: i 4 )& & [ i 2 (matrix metallo-
protein 2, MMP2), MMP9, # 1k /- K B 7 Bl
(transforming growth factor g1, TGF-g1).IFN-y
FIL-12 %, Ho MCP-1 fl CCLS REf5 51k &
MR s MMP2.MMP9 B2 05 58U /N BRI
PR fige ' s TGE-BL BE &% 5 e B /N Bk 4T 4k 5

IFN-y FIl 1L-12 fig 46 5= Th1""', GMC 52 3| o i
EEWRRFR . B 21K I 2 (B-cell lympho-
ma 2, BCI-2)#ll Fas/Fast &ik#hnts, 5ig GMC
G R PR TS s SPRNER PRI, FERE

B 915! FA R
2.2 $i dsDNA #HifE 3t GMC HI#15  $1 dsDNA #%
WHRTHRARE SR REL G, ©&F
20 0 5 B /INER [ A 440 it 3% T BT R R AR A LR . N
o MU AR 1 2 45,
2.2.1 amzh&a o lEHEAAFET GMC FiE
M, —3A 4 AR, GMC R4 Ry
3R 1B 4 B, 41 dsDNA ik 5 o L3l H
FIKEZ IR, 5 GMC B « MIBIEA 14545,
SHIFES M AR AR M. o M3 &
I H /N B B B BT dsDNA BT AR 38 Jin L 1B/
BRI AWM E S R4,
2.2.2 BBEEG 2 REKEM 2 28 OB
BEIR4S A, Rk T HEE4NM.GEC il GMC %
i, 78 LN H1, IgG.C3.Clq SEEEH 2 45/ 00
FF B /NER 51 40 M T, $i dsDNA $ifk 5
GMC R M E N 2 254G, SEREBKER 2 £
KB AR 2 MUK, BT dsDNA A Fifi
ZRRAE .

76 LN . $t dsDNA Fifk i B il 5 5% 2 &
Wk S GMC 454 #i4 GMC, 5205 /N ek 3E

3 GECH#i{s7E LN & imHl &l

GEC HA7 445 B /N K B 40 1l 58 245 44 50 38 1
PREEINRE, EMIES W HHA & LA . 78 LN
L REESYIIR TN T, 51# GEC iELF
P05, BB TR, N BT SR IR IX 40
(R R AE R, M A B bk R AW KA
208 53 0 1 A L TH 7 A GEC i, GEC Z 2145
JEHIH, fEREE GMC 1S 58 AR H AR 0T 1
51 T 0 A B AR B LN,

S GEC #i45/9 A B T4k 5 A 5T N 5 40
HURFIHT dsDNA BT . Bt N K 4 i 4 14 7E L 3l 2
IR 2 2 3% 8 A 09 4 R i i i 7 kAl
fil. FRiET 506 ~8000 Y LN M. JuH 2 5)
PE LN TP B 40 M B0 A 5 90 16 2l B2 25 DDA G
I H & GEC ThfEZ AL — A i & 245 4n Y . 45
N Ez A4 R F A (vascular endothelial growth fac-
tor A, VEGF-A) RKFFMEGIE GEC iife, S
1L/ # U5 A K BB 7 B(platelet derived growth factor
B, PDGF-p) # %, 5l GMC K 48 Ml 4 F it 1
Ay R 1 Arimdgn ., i ik ok ng i e g
B 32 #1 . 4 TL-1a, TNF-o F1 41 % H # GEC
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i, 5 GEC 454 M5t dsDNA HifA& %1, i
PRGN K A B PTiAR™ A= . Bt dsDNA Hriim ot 2 Fh
J7 4 GEC & e fi: (DB MR 2 AP
WEF s (25 GEC KM ZIRLE A . M4 dsDNA
PriRR GEC B, 18 240 Bl 26 B 73+ 1 (vascular cell
adhesion molecule 1, VCAMI) ., 40 v [8] &5 Bt 70 7 1
(intercellular cell adhesion molecule 1, ICAM-1) Fl14H
Jfa R (IL-1,1L-6 . 1L-8 . IFN-o Al IFN-y) 38 i,

2 LN, S 8 5 WM A S Pk (2240
PR 4 MR AT dsDNA Hit k) #i i GEC, §5
B/ NER ISR R B SZ 0, fEHE LN ke .

4 BHEBEBGE LN FRHERFINE

FE A2 v BE A A B B AR A, A
HRKMIGE ., Fro R, RIS T AL
ZEZ I8, 55PN B A0 B R DS R — A A R /N 3K R
R, LA LN BEMAEAK, JTHEN
RIAV R LN 8. A S U A7 b5 b id iz
LRIV E S G ) O R VIR DO R SN =
B R R AR AR IR T R, RO 2R
A R U 5 . B 2O R R
4.1 BSREXNEABRABRG U dsDNA ik
SRR T o WLBh AR 4 455 O #MACE 18R 40
M. REAK. 78 LN & IF 8% 5 A 1 /Y R
FH. BRI IR E S WU, BT ds-
DNA $i 1 55 5 41 i 12 285 4 s A A0 L 3 45
42 BEFRERENERENENEHABORG

RN RE % A e e A M Y &2 K . MHC- 11 \B7-
1(CD80, T 4 i 1 A BT 75 #9731 Fl FeRn (H 5
PEEMMAZ A, B4 E T MHC-1I A1 FeRn
XU IR AL B, 2 i MHC- 11 282 5 %) JF
EfATHE RS CDAT T 4, 7E R BB AL b,
Fra2guffl iy MHC-11 . 2 240 i 09 $o 5t 48 52 6e ) B
IR REBR 2 40 CD80, BB % 2% fif LN [ 4
ARPY, Ichinose %577 & Bl e LN . IeG g4 IE A
AR S O AR ARV R R 4 (calmodulin
dependent protein kinase 4, CaMK4)FE ik m, S5
SRR A A T A0 MG A . B 2 40 CaMK4 3%
fLRE ZE 22 LN By i &, & 40 M 38 3k 45 Fh &
PRR. %2637 {4l i DAMP B J5AH 5C 73 18 X
(pathogen-associated molecular pattern, PAMP)
SR FAT B B, FEEA TLRINOD £ 52 (k%
A 3(NOD-like receptor protein 3, NLRP3).
RIG-1 F1iE 3 B 3 Ak & 7= ) Z 4K (advanced glyca-

tion end product receptor, RAGE). & 40 2 19
TLR % TLR4, F LPS §lli# /5. #id NF«B
(5258 §. fli CCL2.CCL7.CXCL11 fil CXCL13
Fik T &Y. NLRP3, ¥ 12 AH ¢ & 11 ASC #I
caspase-1 853 LPS a8 ROS #il i J5 # ik L #8°;
RIG-1 #£ LN |1 32K Fhis, il NF-«B {5 5 38 #% il
3 HF TP E P55 B F 3(transcription factor in-
terferon regulatory factor 3, IRF-3) % /& 4 ifg 4t
#i"s RAGE 7€ LN v ik I+ . 3 i i 0 4 2
L85 1) T S5O A0 A 7

Bt dsDNA B A | A7 G5 K i Iy P 52 I 24 % 2
AL AT . TERUEE R R LN i,

5 %iE

HBPUik (322 R 5 dsDNA B 44 1Y B £ it
(R =R 7/ RTINS INE ) UNES I
A4 02 A LA B 5 3 A8 8 RE S Al /N BR [ A7 4
M. Sk LN, Hoh % 524 Wi DU 530
INWEZNRE., 78 LN f1, GMC 3z, #ui'H
ANERI IR R GEC Z 46, 520 B/ Bk JE i B i
fe; Rz m, MBMEAIR. ACEEXGE
T BF /N ER [ A A 53475 i ML) AT 2504 . AT
LN 367 S 5T B8 i
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