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B & Ak

MG F Clg BAMEZ MBE R E W E S EA . BA
AT A% P G0 A0 I B N I BE S . B B B T HIL AR Bl AR
RIS —E BT LR T ELS 515 Bk B B 2 2 AR T 40 e 45 76 7k Y
B HE AR TE IR P R A SO L HE R B B o g T 52 45 T TR R T
YER . UK AME Clq ZhRE K H 5 R G BRI (systemic
lupus erythematosus,SLE) {9 # 3¢ M — 2534 .

1 #M& Clq REINEE

A& CL R —A Clq 2 F B A> Clr P4 Cls 418
KAFEALZGH. Clg 2R KIWFMER . B Cla 54 T4
SRR G B A VTS Sl EOE 3 AR A BR Dy A AR T AL & R
7, Clq &FENEM . Clr #1 Cls REEMEM . Clqg & W
AR BA TR B AR 1 BROIR Sk T (eCla) ke Jit B 45 44 1Y
B (cClg), Clq @it cClq 5 Clr .Cls Z5 &M i C1 E 4
T (C1qC1r2Cls2) il i H gClq IR L S MM e ZE Y
(immune complex,IC) ] IgM ) CH3 X 8% 1gG iy CH2 X,
M % CL. 3% 19 CLr2Cls2 it M Clq B B JRAE IX 35
% .10 Cla 3R 8 5 1C W45 & RETE M C1q2IC K43 ¥, #Ei
Ji B 2 ORI AR . S 5 MUK TR A W B AR BN R G 5 R
YEM.

HURNFEAEZFP Clg Z 1K (C1qR) ,Clq 5 ClqR 454 .14
WEM AR RE. H o2 E NS A T R 2
gClgR il cClqR. gClqR J&— A RN E H . R 172040
Fe s JLF BT A B4 i L s ) A Bl #R A eClaR, BEBR T 454 Clg
Sh BRI S BVF 2R TR DM A 8 . Peerschke Fll Ghe-
brehiwet" Al gC1qR 7 HL {4 & Yo Rl 4 ¥k S i o & 42 3 224

. EWE ZR.TAFZT FR (WEAARETRA GBS PO ERERA 257034
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A A H B R A Rt — 5 . cClaR A776 T 41 i N i
P e, B e 1 T RE A A g R T PN IR A S R AR R R PR AR
ST R H RN CaT ads. BT T A &
WEHA cClgR BSR4 X W] BE 2 9 T M 43 7% 38 BB I,
454 Clq R A B FHUA T4 B ez ik,

Clq MR U5 = B AL A0 - v/ i b B2 200 i RG  5 Jok
A ER Al A=A Clg™), B W 40 it mf DA 7= 28 KR ) Clg, 3%
AT BB N SR T Al R Y BROR
AT LA B 1k 40 B P 25 90 1 ik U » 107 L 2k R LR IE 0 S v
P& B LEE, Ogden %0 BUBFSE R B AMAR LAY Clg ol DL
Hz A2 E B W 40 ARk I T 40 B B k. PR & Clg JE
B8 T 0 L BT LB S oA A g IDC i i - 6 A SO0 20 D 3k
B HAAWE T Cla P83 A 7 T 40 MR 2538 & DL = A &t
SN XA R T 4Ry A B i 20 Clg vl it B4
A VR T A M B R BT IR 3R 3K TE TE A I Y P B R 22 4 i
W RSB RT.Clg T 5248546 . A5 Clq Wi
DC O AR 20 M) 211 1) Clq 52 44k A 3 0 T2 40 i 1) T e . 72
XA AR P AR AMAR 2 MR AR 1 H0E L Clg BB T“Hr 271
YER . Nauta 51 Y HFFT 25 1 50k — 80, FBHb A4 DC 40
FE = A 0 3 — 8 LAY CR1, 4T Clq 3 DC 77w i - 4n
Jitw (4 AL TT B S8 a CRI R SE Ay . BEAME ] LLJE o 7= A=
C3 A E AN TR T 40 ) 750, B IgM 5 - 4145 4 . Clg
FRRA IgM, TG fb 2 M3k 12 . PR PLIR MG 00T, 45 4
PO R0 T 41 M 1] A4S A Cla AT fik 2 AMA R TG 1B . &
LI A% BB 7 A KRR C3 [ B, n C3a.iC3b, C3a g2 4
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1k DC 23A T4 f Br e 568467 . 17 1C3b ] DL 748 5 94 1= 40 g
g AR HE DC X I8 T 4 MR A L i X R A S S 0 2
iDC T 57 1t % B (tolerogenic phenotype) , W CD86. A 2K
Y ffd 470 I (HLA)-DR . CCR7 &3k . #MEZ & CR3 fEX A~ 2f
FErp RIEE AN iC3b 454 T DC 1y CR3 /] LM g £ 4
BB TL-12 98 B A6 IR 1~ CTNTF-o) B 77 £ o 5] At a1 30 ]
CD8O il CD40 {35, 278 CR3 A W7 WA I T 4k 15
DC i 22 P g, X B & Clq mllad C3 5 B & #5 W E 1
FH » B 328 5 W A FH 00 40 i 2 4 s i

2 SLE W24

SLE &2 —Fh B R Z R G0 ZNEAE 10 A B G MBI o gs
IR ZEEL I ZE T SLE YR &R o B, o p R AE 2 — 3
AW FAMERGE AL, T 400037 55 B A i i 3 34 4 7
A K B B PLiR BB R e e B A W a A R . &
RO F R T REE S YL .

2.1 SLE BHEFZF A Gk, Pi ik . s st . W
HE DNA Hifds, Pral & (b i, Bia i & B hiiR, $t Sm P ik
A DL 34 JE P 20 A% Y B (B D A . LAt o A 4 4 i
BUIR BT Q0 PUAZBE R BT L BT 0 20 i 2 TP A P 1B itk
B 41 M 2 B0 A DT 40 40 BT AR B I /AR BT A S

2.2 SLE FZE—F LG . X &g A8 m0mE
BEHLE . AE 70%0 4 BT KB B I R Ik TP RE A B o A
U, ZHSEMHGELe 2o E 4R TnERE5&,
A H s R O B R L T Y IR Y IOV R R R A B g
G . BB A Y IR F BB DNA FiHt DNA HLATE R .
2.3 AR RS TE SLE PR EL K A BBk A A
PUFPER B T U B0 MR B B A S B . T bk L 4 i 4 X
HE R/ H T S Bh A0 A 4 LR A i T B 400 A b
A T4 /T8 Ho i 2 8. SLE 2 — F 5 5t M 2 g » A Al
S S i T RN ]

3 Clq5 SLER#EX%

T 20 L B PR 3 R AN ASCRT LA B Lk 4T P e i O L
LA F4E RN IE & B f 8 b 28 O E B, A I S B
0 M 5% % 19 OB, 3 2 SLE %5 11 B Gy M R 14 % B AL
X HER SR S W B 52 & B, Cla T R T g 2 5
XFELAIE B L 4l dE B B AR 8 L Clg BRBA B¢ 2 RE I i 5 J& SLE
R sl H R . FHik NG Clg 407 i & 5 Rk
A BN AT . Clq BRFAA BALYER 351 Clq Bt
WA 2 B, — Bl st i Mk Cla BRI, 2 F R R A R Clg
(60 Y0 1M 7 s AS s Clq W B IR P 5 55 — B Clq i b ) 2
BT &R T IR Clg 4F (40 %) , R T B4R AT K3 5] Clq
FIPL I AR Clg DIRBZRAL . i % Clg ThREBRFG . JLT AT A 1
Clq Breff B 60 B A T & A WP . 3 W oh SLE Bk #5 1R )
o 5k B INERE 4L D BOR B M Clq B 2 AT PR A 7 B 40 P
SRR 0 i 2 I 4G L G B (5 R 5 R AT T K A WL o R A R
At A EETERER. REESWERNELERZBT Clq
B S BE 1 R G 2 A TR L 1 e g A A W LR T AL 40
A7 T 35, W 7 13 Clg KSFErl#5i8 .

J3 A0 1€ SLE JR38 H il TR AMA TS 7 4 1) Clq B
W Z, T3 Clq BB P e 55 5 J5 A X (CLR) & 8% . I B
AR R Y 1gG B [ BHURRY Clq Hidk™ . 2 im i h Clq Prik
KRR Clg Pk 5 Clg MR FE X 456 T i C1q2Clq
WAEZ G AL REN TR S RA L. [ ik 5%

M A 28 G B TE 6 T A 9 8 A 5 ) B R T/ VA RE AT A
BB S BORM IS

B8 G TAMAXT SLE K4 & JRAE MTJE AR WT IR A . &
B Cla A5y 28 MU 1 42 5 — AR B A7 L 1K BIL AR A A S 2
SRR T =Y R SRR P R T EEAAM. M0
B Clg Juikms . Cla ik 5 Clg 0 7/ CLR 457 . S5
G 8 5 W T TR I T R Y R B R LA S AR
Gy 2 PR . IR I B

& ik
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