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Abstract

e Complement and complement regulatory protein are
present in the normal human eyes. Many studies support
the concept that effective regulation by complement
regulatory protein on complement system plays an
important role in pathogenesis of various ocular diseases,
such as keratitis, uveitis, age-related macular
degeneration and diabetic retinopathy. So, further studies
are tend to get insight of the roles of complement
regulatory proteins in development and treatment of these
diseases.
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AME R GRS R RGN A NS, =T
22T I 3R AR RIS G 3 A, 2 T T A SO i R
55— B2, I ELTE I 19 S0 5 AR RE Jy 1T e 4 T AR
Mo AMERGAEARN L 3 FR@ 20T & MR 12 4%
WRMANEEERBER. BRBIEBERBISVIGE S A
6] B ESLEEGE C3 BHLA 30X 3 AR AR 30 #MA
BT, B BAE UM R THE BCEA A M VR T I &2
49) ( membrane attack complex, MAC) . 15 I #MAE R 4t
S0 RITEN” ,— 5 1806 AT LA B AL B 18 A, 7
— WA FHL N, FEIEFELT,
FMA FR G 1O 2 TEAMAE Y 3 1 ( complement regulatory
protein, CRP) { /™ #% 45 T i#47. {H/&, CRP [y RikE T
il 1 I P) AR £ A MA R B8 S 8 O , A T B0 EAH
Hifho ik, 5T CRP 7E 3 B G F A AE Jy 18 7Y %0 H
JIF R R T B LAHS Ay BBl R 7 IS0 Bk 8 &2 . IR IR
P 5 CRP ARG S o bIE o ik e £k s
1#MERATEAR S ES5ThEE

CRP F 273 NP2k - IR 45 & CRP R ff 4 CRP. iR
zE 4 CRP 3 B 4 4% 3 4% Jin i# [A F ( decay-accelerating
factor, DAF/CD55 ) , i %# 4 FH ( membrane cofactor protein,
MCP/CD46 ) , £} & 32 & 1 ( complement receptor 1, CR1/
CD35) FIAFAE T W5 15 Zh#11¥ CR1 A SCHE A/ 2 11 y(Crry)
DA e S s P 15 i W 4 IRl 7- ( membrane inhibitor of reactive
lysis,MIRL/CD59) , % CRP A AT LA BR i 1 3% A %k
TR0 |, i RE I I R A O ORI s A M, 22
A5 #MA K T H ( complement factor H, CFH) , #MA K F B
( complement factor B, FB) , M4 [K] T T( complement factor
I,CFI) ,C1 #4k X -7 ( C1 inhibitor, C1IINH) DL J¢ C4 %545 %
[ ( C4-binding protein, C4bp) ,

DAF AJ LA B B A 1 9 00 0T , PR 47 400 i £
ZAMAA T A0 MR A o DAF J& — Rt 3 10 5 5 ok
JULRE ( GPT) i 7€ 25 11 BT, HoAE AL IE e 44 5 — 4, &
BUZ M C3 A CS e A Y 5 748 DL LA i 5% A6 i 1 TR
8, T RR i C3 F1 CS 1976 Ak, MCP B 40 il 22 1 Fr i
S BE R, R — R I ), a5 C3b/C4b 554 R
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— P R8BS AR TR S B R AT B 0 S I ) S
JEAAR, I HAEA I AR F A - 09 M Crry SR 1428
SHPREA BT B A, 5 AR CRI B AT [A] P54, HAE R
CRI A, (H2 A PR e, CD59 )& & GPI
B E THM A, E 2L 45 A C8 Y 3L f2 COb ke 41 i
fR Y 58 6 %) (membrane attack complex, MAC) HJTE i, A\
T VA1 B A MASOE S AR I 2805,

CFH F 258 1 530G 1) C3b 454, Nk C3 F A Lhgny
e P C3 3G, B v [ FB SE 4+ 5 C3b 44, BH Ik
C3b 5 FB WAHEAE R, DT Bl i 3 #2ik 12 C3 B fL B
B, Rl v] 5 CFL AL [F VR, BHAEAMA R G o BLoh,
CFH A #MATE T Z S Thfe, & nl 1R —Fh h 8 A,
54 MusE & & Z K CR3 (CD11b/CD18) #H%5 & R ¥ ik
. FB BfEH WIS CFH A J , FB af g% D X124 R
KM Bb B B /INE) Ba FBE,Bb FBES C3b 4545 )5
AJE R C3 % AL (C3bBb) 8 C5 % L (C3bnBb) , fiE #F
FME RS E . CFI R 2[R 28 K — & fk C3b i
CAb PIZLH G . CUINH' L Fof 22 52 1 26 11 I 400 1 51
T B AMA LTS (R B B, R AT 5 Clr, Cls 45
A A IGE T C1 A& AL, DI 5 fMA R 48 1 25 4
it Cabp & CFI f4I N 1, 25 C4b 456, L
Cab (124 030 (A REAE —E FEEE 1) B 2KIE C3b,
2 MEIBAT ERERMRES T

AP IR e i e d B (R XA EIRE B
LA AME RS, AR CRP 76 IR i) 4y 47 t A FF A [l o
Bora 2% Cocuzzi %" BF 5 % B DAF 5 A K925 B8 1 Jz |
GERS LT EANM A B ARSI B BEARIA NGR)
IS A P Ji S5 v B804 ik, TS ME DAF Rl FETH I L 57K M
YIS PRI b B, b g R A B R R R
MCP 27 N B9 A B b B 3R 3K, 76 #f I3 o 1 A 5 4 g
FeBOGANM A #6357 . CDS9 T TH Bt L 45 165 L 11 st 1
B AR (A BB ) e R BR A ik 2% i A A0 o i
AR AL U A ek, 1 H W 5 S R Pt R BT
Crry 1 CD59, Sohn 2™ 58 i 688 B35 (07 MR S2 T 1E 3
NHR PR ( Gk FIBE 54k ) £ MCP,DAF F1 CD59, Yang
%[5: FA A1 BA 38 4 real-time RT-PCR, Western blot F13i 3h 4H
JLE %505 7 vk 5 B RS 1 2 b K2 (retinal pigment
epithelium , RPE ) H1 i 5 4 CRP (1) 3R K 1700 , & 3
NSS4 CRP 72 A\ RPE 40 Jifd v (1) 3835 1A T AN [, H:
JIF R CD59>MCP>DAF, A [ 545 4 CRP 76 ¥ ¥ Ji o
FIRMME WA KL MCP 3 37E RPE [ LK i %15,
DAF N FEZAE e L 27 4 )2, CD59 i I fif 22 21 4 )2 Fn
PR AR ZE A2 S A2 W LA T B

PR B WSR3 0] CFHY 3 354E RPE h3E ik, (H 5
RAR b Hz AR DL b 2 SE A 4t & 3L T CFH,
HA Y5 CFH M AE AP FB WIZETH W  ULEE ) RPE gy
FEE L Luo 281 A 3 B WL 0 JIE B ik 2% i 2H 40 v
BT CFL ik, T CLINH" DUFE A i # J55 BOG 40
NAZ 2 P28 70 Kk 45 B 76 440 A8 J2 0 Dk 245 B 44 i & 358 Joit vh
WHRE, MEHERA LT Cabp fE NKMMA LA LXMW
i .
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THIE S5 S M AL T IR I R R 2, BRI 25 T
T FE Y IRAC A7, T TR IR T A A MAS
DIfe ] AAE— & FE B LR s . 3558 b FETH I
S N A A5 IR SR 45 BRI 2] T CDS9, DAF, €3,
C3a,C3b,FB,MAC S5 -MA RS> A AE ", T SE R 52
HE— 25 UE 52 T MR R AF AL A7 S5 PR AR K P 1 R B
Peltonen 45 77 4 5% T B 1A P05 11 £ 45 ok B
HHWK C3a 7KV, & I 2% % T 25 181 PR 45 23 52 el JH R b
C3a 117K F-. Mondino 45"y A P 1 06 F-RMA 5 i
PO R BESE , ATHER B IEH A A 53 ) 7 5% T 1R
Z 4 (lipopolysaccharide, LPS) | 4% ¥ i B FR G = & S 41
HC1 1 NaOH,, 75 2 5 T 3% 26 K 28 1) A S v Al oy 1 ok
FEEEY)(C3a,C4a,C5a) ,{H;E MAC HfERE T LPS
FGPE I A VI A I PR 3 1, ZE R B AL F A £ 1 v i
A LI MAC, XEExF LPS Fl G & A 9 i G e I 4 R AR
BT B s S A (s 2 BRPE B B BN

ER, T SRR 2 Y R MA 2R GEAE X D 4 56 2% b 43 3
PR AT R o b B I TS 2 S EUIR R I R A B
MCP,DAF,Crry #1 CD59 %5 CRP fEHR £ 39H £k, 2117
DATRAF IR 3 8 B 52 MK A 52 10 S 2 B £, Szczotka
251100 3 3k X e P G A A 114 1 NS A A I M
AH I BT 1 B 3 W T DAF (7K, & B0 A B4 il
BiAH K IF & AE (CLARE, GPC HUR 1 P4 £ 4 ) 1) £ H
THWE  DAF KA AR A e, IF B 7k f AR 8 3
B DAF TREERI R . I8 A 058 & B, 40 0 2 7 A o s
BT iR /0 B 41 S 2 T ) DAF i CDS9™
X LEHIF ST R B, o D A SR e w5 IR AR ) SR T P B 25 1
CRP KA TR, P EUR LB & 4. SR, CRP KA1
U/ B S R T IR B VR P AL S e B AR, U5
BHEZ RGN TIREER S CRP R WHIE, G
I IR P T BT R
4IMEETEBSEFER

IR 2 R T AR, RO R AR, ) 5] — g
FIFARREIN N B T G IR R B BE AL K I 55, S BON ]
WP R I R B TR . WA
MR Ty 5 I A B 1 B B S e M0 , 11 Beheet i | Vogt-
s 2555 1 ( Vogt-Koyanagi-Harada syndrome , VKH £
BAE) B R A RS 1 BAR KRR BL A B (H R MA
RO e H P EEREENIEN . C&f LAt kiE 14k
KR GAE B B G5 R4 4 I 48 kR RSP i /E T Tha
2 PR AT BN 0 3 205 B B O A PR 6 2 R SR JEUR
& SEEG M B B e s M R 26 I R (experimental autoimmune
anterior uveitis, EAAU) Byl ¥y A1, 45 B % I 7E EAAU )
[i] , HR A A 22 8 4 800G (33 Western blot £ iC3b)
15 FEAMAR I B2k 25 S 30 EAAU 19 &5 et 1] DL K e
g (14 o A B AR /D 5 I ELARMAC SR 25 /1N BRU% TFN -y, TP-10,
ICAM-1 il LECAM-1 7K F-#8 B S FEAR , 3 S #8250
FMARGTE EAAU (1R Rl B BRI . ke, 3041
AL VF AT DL b 26 Ty 32 R 410 1) AR 28 G2 1 T DA T 91 B
ZRPIR I KA
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CRP A LA Bjj 1k AMA 28 42 3k BE 0 , B AR AT 0F 52 1
] DURCTE CRP BRI T A A I o AR B A i — 2L 4]
BAELZSTT R T 2RI BESE, 40 Tha %™ 5EHF5E T CRP %}
EAAU (520, A7 4 B84 EAAU & A B, HR 41411
CRP 7K BT, IF B BTSSR IR T 20 40 i, PR S 7
NIRRT b5 (1) 98 AE 40T 2% LAJS 3L CRP KPS 9K 75 it 4h,
4 CRP (I REER A BN IS, EAAU 1% LA B S ™
T H R IER . Read 25 i3 5% B LR /) BRUZE R R0 st
FIRVSAEE Crry , I HREUS FEARSE g0 1k I BF ey P 2
# (experimental autoimmune uveoretinitis, EAU) ] % %5 &
AR X BB L RN R EAU - 380F 58 @i il
XA RESE P O e Crry 1Y 7K SF- BG40 4D A R 58 T o 2 1Y
Crry 7K A%, Kure 257" %} Behcet %5 i # 1 CRP 41 CRI,
MCP,DAF 288 5% % ¥, CRP 7£ Behcet ¥5 B 3% 1 BH B [&
i, T H: CH50 1 ACHSO DU B {5 &5 % BRAH, 33 AT DA
Behcet 875 IUAMA R 48 5 5 800G , AW AT HE S CRP 1Yy
(S P

XSEHFFTARUESE T CRP 764 45 5 4% 1) & i AL il Hh ke
BEREWEM F, AT RIS T ik — 2K S
CRP 7% B 58 v BAARAE LI Ab, 6 75 R CRP
SRR A TR A B R, Ry R A TR 08 YR T T RE T 1Y
AL,

SIMRETERSREMEHTE

% 4E 1 B BE AR P (age-related macular degeneration,
AMD ) 32 50 % DA F NHEAS Af 390 1 v A0 ) 488 535 10 i T 2
JE R b, AMD B 3 T (IR d ) AR (B
) PSS, TPE AMD DLUPKZ8 5640 1ML 48 e RPE ™5 2%
A6 F1 3% K O R AE, H LAY Drusen——I5 51 285 2 U0
Y——%E T RPE § J& Bruch’s JE, T4 AMD 0 LAk
28 I H A= 1ML 4 ( choroidal neovascularization , CNV) 2 50 A 5t
A AR AR T I FRRAE . AMD 1995 X R & o Bl
PG UE R AR AR R0 L I s WK B B 35t
FHIE AR N R . BILVF 2RI, R MRS K R AE
RNEAE AMD (A BL b R EEAE R, 725 AMD %
PIFASEHY Drusen J CNV ot fETEVF ZAMASE M2 CRP, 1
C3,C5,MAC,CD46 45122

UTAER X 20 AMD By J8 P 1) PR A IR AR TR 22 25 1
(single-nucleotide polymorphisms,SNP ) ¥ iff 5% if — 2 48 75
7 CRP X} AMD &A= (5200 o 22 10057 i A 98 20 43 ik
T CFH SR 2545 AMD RA KR ™™ RO T
1932 Jetafk (% CFH JERR A8 5 fEAR 1 9 | 1277
PR IR T—C 28 5%, 73 CFH 4 402 i/ 2%
FIRW L Z IR I (YA02H) | iy K R (B2 ) 2 5y
2006 4F- K RF il JE 2 — . Edwards 252 1 P BA i i 7E
AZH 20 S7 5 451 0 BN TP SNPs, 7% 1 CFH. g i ik [A]
e 402 17 28 IR 7L A R , HAESE 402 5L IR 7 ki
FA-ANHARY SR 2.7 5 AMD R KUK
Hageman 45 /5 3 KA IE3E— B UESS T CFH Y402H
AR5 N AMD F U B A G . Haines 257 I it
1q32 YA fR 1 24> SNPs 5 AMD #E47 5G4 #r , UESE 1
1q32 fF7E 5 AMD AHSCHY B R AY, 2 B AMD 5 rp i
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P YAO2H A% S5 () 4 2 L b 1 % % B4 & 1 £, Klein
22 A FSE AMD 5 SNP JE R % B CFH JE [
LTS AMD 9K A SR AE K, C S5 JE R 2544 AMD [
FEUR XU, 2l 5 1 RBU XUBS 3 Jm 7. 4 £% . Thakkinsitian
2123k 2005 4F & #1843 TF CFH Y402H JE[R £ 2544
5 AMD SCER W FE AT Meta 2387, %50 Hr 2 B CFH &5
AMD 58 4 56, CC I TC K [ B 4 58 2% Hp TT 356 [ 8
AMD ] BEPE 43501 55 6. 0 A5 FN 2.5 £, $ /R % st AL B X
Syt AR R H CC/TC 3 B 78 i A RRE IS R 1 6 1 ok
58.9% . HGE RGN bR T CFH b, oAt A Bl 43 1)
JER Z A S AMD 4156, Gold 4™ 4fif T FB,C2 &5
AMD (¥ AH S, e B0 L o f I S 40 2k R AT A £ B 1 45
fiJER 5 AMD 43, 54— ST AT tfiE 1 FB &
C2 FRZAME5 AMD B E" . Hughes 25 % B
FB [ 32W (rs12614;T) 5 AMD #H2&, H vl DAy /b AMD 1y
R . RAELEAN A A Fh b, CRP 6 9728 55 5 AMD
R AR S A I 22 0 AFE: iR R 22 B Tk A s A
% CRP B8 HYHR-5 AMD R A4 R R B UIAR

L CNV TR E SR AMD B9 7E H 5 AMD
KIRH) 10% ~20% ,H) 75 5% 0 5 (A0 7, i HA7E 38 =
WEPE AMD R0 LA 2 UL, f i VR 2 408 BR , CNV
RS MERG A HEEVIMKER ., 156, FZ4ME K CRP
ULE T AMD [ (9 Drusen % Jk&% BEgr 2k g op =Y L b
HVF 2R BN TEROEHE S0 CNV iR CNV 1)
e 5 #MA LTS, T H &5 C3a, C5a K& MAC % Y #
S5 Lyzogubov %8 3 i3 O T/ L CNV B SR
WF5% CFH 16 CNV JEBF IVE T, & BL CFH 19 A 7630t
PG E A 1d S BT B FE U IR 56 5, 7d R RS R, T
MAC WAER 55565 1,3d BT 5 28 5,7d
BT B (K AT & T AR B 5 0 /N B | 4 Sk 4 ol
CFH Rk £ fd MAC YUAS N, I HLEOEE S CNV 5
PG N CFH R MAC X CNV (TE A %5 2R,
H. CFH AT LI CNV BB AL .

IRWFSTERFEH] CRP 5 AMD [ R EG LG TELR,
P14 SHaE L XS CRP 5 AMD & 95 i B2 S ML E 17
5T, 1T DL B 4 6936 77 AMD A3 1) 43 1, W34 08 i
CRP #I il #MA R G0 55 Vs 2 UM AR A W 71 893397 AMD
MTFBL WA B i X 356 R IR AR 5T, A A 2R AT LA X
AMD & fa N T A A R AT, O IR B — K
A, (5T 22 N 432 2k B 1) P o T LG o
6 IMEATEA SHERF TN ERE

PR 95 P A ) i 95 A% ( diabetic retinopathy, DR) J& B
W UL AR B LA , S 50 2 L B A BE EEECE IR >
—, SR A AR S DR Y HEAS S B AR, D 40 I A Rk
FL MR 18 TR N K2 18 U BT A I T RN AT 4 1 A Ol
Mo B —Sepge R M AL R vl Re SeMA R G th A
KeF, Gerl ZEPHRIELE DR HR Y k45 B 6 40 1055 77 1 5
W B AMAS I G 38 O G e 2H Ak A B AE Ik 45 S T A AE R
MAC 1 C3d, 53 4h— ANl S BF 58 s 78 DR HE 35 11 100 190 it
Hh R B MAC il C3, % W58 36 % B DR 8 2 0 190 55 v iy
CDS5 1 CD59 T, 45 /8 o R UK T BE 5 CRP (6 ke 2k
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PEAMA R G A K T 1 B R R
DR KRR, AFF 8 HAMASH , & BE DR K B i A S0 14
T CD35 F1 CD59 #1y /b, X gk — A iFsZ T CRP 5 DR
Z IR A Garcia-Ramirez 257 7E 3 /1= 1 DR %
MBS R B T FB, I8 A BB B AR i €3, C4b
1 CO KF-Th i o X LERFFEERFR BT, CRP 7 DR i
MEZAEH . FrLA, AT DR BIEYF AT AT LU CRP 35
THESE, MGYT DR R4 2 B b i 7% .

WFFEAMA S CRP SRR C 281y —F i #. #h
KRGS — BBy £, 1B & 7E CRP [/ A% i 45 T
SRARIFHRAE H A 2ok A IR A0 o FEIEFHOL T, 1
WS R AH S B AF AR A B ARMASE , — B A AR S
BUARAE S LI , WMATOE 8023 48 m , DAHRAER B 5 LA 1
PR AR AMA R G B , R AMACH A TR
MR ZH A B B HE Wi A5 P IR 2H 21 K% S 2 A i ) A8 TH RE
X AR F B™ EE R T X BT B CRP R &
AR R IR A B e E . — Sl ST RIS
R4 CRP 1352 S EUIR N RAE I & A= 50N, X
AT IEW] T CRP B G474 FE 0 McLaughlin
GBS R B CD46 55 RPE IR BN Bruch’s AT
5, Bt CD46 BTl LU /> RPE 41 g 26 [ T Bruch’s [, 7]
DA CD46 BEfS i RPE 5 Bruch’s 5 % £2 05 /i 5% , By
1E RPE B P FE PR . PR, 56 T 33X S8 505 1Y VR T
Bl A CRP AT,

25 ERNA AR R OC TAMA R 425 4% 2R IR P (N Ay
HRCIPR A 2 A8 XA 1 W DR AU 1) 0 7 55 ) 8 IF 5T
Ok 2, I HIRAS T — & B CR, #5002 6 T CRP X T
AMD FyZm 2 AT AR E AU LB,
PEIT OG5 10 BUBPE AMD 4 11T i CRP
VEAILAA b 32 V81 15 1 B A AR 4y, SR Z IR #R A K
F R XHR A S0 202 1697 3k IR i) — > S
H o H TR L A AT X6 o7 S 56 1 IR A B
Hi g, CRP AT L bl #MASEO , 5, CRP 85 4 (4 W] fE 2%
BRI IR EIRTF IR ) — A8 Jr 0 MIfE T CRP H4
PRIIIFTENs 2 BAT B ORI 1 95 O —Fh T T %
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