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MER GRS L BB EIRFIRIE S 1 8
BILk, BLEEA R B R BI . AMA RS AT E I B M
IR REA T 18 A RE W PR EGE R A&
FEFRREER BRIRERSIERIERNES
FiE R ERRSN R AR . AT, ST E Rk
BB, R EC 2 E L T ARAIMERFEMIR
B XL R ELTE P AMA R E E NS ERR R
HEEALRARE X RAMEZEEATE EHH.
A SCRk AR B R R A MA RGEAE R B SRS BB STt R AR
—&£53R

RBRLIMEEIEER

DNA 75 5347 B R iF R 8 2 5 HMA R &
M (complement control protein, CCP ) #8 2 1% i1 ¥ 51l
FAEEHEYE. ERENAZREX 2 XRFLH
AEHESHBEAETIMEEENRERK.

1. GRE HEAERIEMRBRREANRE
REAMEKETHEA(VCP), VCP BHERFEE 3L
WS, HERERLNARS MM ENSFRE
(Mr) R 35x10° EHA. VCP HH A 60 NEHEMR
) 4 N4 358 S £ (short consensus repeat, SCR) ,
SCR W BEEK A MAEE RS L, A8y
X#RH CCP, VCPHEY C3b.C4b Z5&1E MAMAR T
B 1B FAH C3 f CS B ¥B8, i T #RE%h
REENSHERAFRER, XIHERELUTF—
sixMAREEEAWER, WEHEFEB (MCP/
CD46) , 2 % A 7 (DAF) \H B F (FH) #1 C4b &
BEA(CBL)E, XL REEARHETH 4~56 T4
i SCR, VCP # A5 C3b.C4b FIRT &S, HE
CAbESHWERMANRE Cb 4.6 Y, VCP 5 H
HF. .G EE5EAXFAFTNA T EERLER
RES5FF & (heparin )& & HETFSHENWHIEER
REAYERERHENEESLR; VCP 5FEK
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BIRFEE: B Bk, E-mail: dyu@shmu. edu. cn

HhF e aERER AT EEREENIE
A, ERREER THRNKREE, BI5EEN
ARk R , (2 Wk 1 T8 E I s I 15 vep
AEF MR ESARLA 58 1 17 SCRI2 1)
AL, % 2 ME SCR4 1), Tsaacs 2 FI 8 5E
R ikBMT LR, XS5 VCP 5 C3b/C4b /1Y
SEMILTF SCR FEFI 2 ~ 4 28], R8Tk R 4L VCP
K188 TR RE ST A AT LAYE g VCP M8 45 15 P BOIG T
PN, o R R R R G R T 1 W
B, VCP BB I H #MA (R B4 4 b R 40 Ao A
AR EEBURL (IMV) /E R I VCP REKRMEANT
B, X RAMEMEERNEEEENIRE
YEFR, T VeP AT B R ERE M B RS
MER, WA EREBHRBS - NEERTH 54
KiREEARTRKYEA BSR,BSR & 14~ Mrk 42
x 10° B SHER, A8 41 SCR, ZHEHR
A 41 A BE 2 B UKL (extracellula enveloped virus,
EEV)BISMNEE A, 2 EEV E R EFER O F
8,18 5 A CR2 —REXF #MA TSt 3 B A W HI1E
5 8

FEAMAGR TR RN S —ERERKXIE
J5 8 (Variola virus) , B 4R35 1 AN MY %M& B K 259 )
77 ( smallpox inhibitor of complement enzymes, SPICE) i)
HH, SPICE B XLRE ) DISL MR X b, 5
VCPESE ) EAXLA 4.6% (11 MYMEBEEBRFFIA
i, HE&H 44 SCR,MARMN 11 MEERSHTE
SCR2.3.4 k., SPICE HA 5 vcP MEIERE R
MEATEF I OHEFOHEAMEESE, BREX
&N C3b I I E R VCP B9 100 £, KiE C4b BIRL
SR VCP 19 6 415! X KB 11 N EREEMITRETE
SPICE L fE s P B E X BIEM. SPICE AR 5
VCP 7E45H 4 i B R+ , {8 SPICE ZE/E FIBE S .
AEMEERHERHEFES TSR VCPE
B AAME B EA

Ak, —EBEMNMERZRATHEFEARE
Fot 475 % 3 RS, 20 4F 5 7% B (cowpox virus)
) % 4E ¥ 17 & B (inflammation modulatory protein,
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IMP) | %) ¥ 78 % 3 (myxoma virus) i) MI44R E H .
Yaba ££35% i 8 ( Yaba-like disease virus) X ¥ 15 #% 8
(swinepox virus) I H , X E AR ERFH L5
5wz MEREEO KR RN VCP AR
FEleT,

2. BERE WERBEEZHEF (Herpesvirus
saimiri, HVS) 5 [H 44 9 ORF4 Hl ORF15 R 7= ¥ /¥ 51
HiMkiREEABREY . ORF4 4555897 9 8 Fx
S #b & v8 ¥ 7 ¥ 2 B ( complement control protein
homologue, CCPH) , 5 VCP RAMERIEE AR IEM
AR E T 5% 8 (MCP/CD46) . 4 & A T
(DAF) .1 B F (FI) #1 C4b %54 % H (C4BP) . CR1,
CR2 EEERITY| LA & B R, CCPH A& 360 41
HEMR, 5H 41~ SCR EF. ORF4 ZEEMERLIK
PrEMPH L AR, R HFH 9 CCPH mRNA B
R4 E H (nCCPH) , BHER mRNA BiF 44
WEH(sCCPH), #74 CCPH 098 ¥ Y 40 Ha RE g 1
# C3 MRS T, AR FEK T4 MR C3 4
VLA, %8 20 JL otk 8 40 B4R R LT,
REAZ R BN ORFIS RIGEBEMR N HVS-15, 5 A
CDS9 A 48% R, 5B CDS9 A 69% [, 7F
P25, CD59 T 5 C5h-8 AP K 8 44,
RHiE CO 4 FHOBLB , NI C5b-9 B AKX 4 A
MEIERD), Bk, T WAL RIS % miS A
2 EMERE EAEMEETER 2 AR A%
EER.

R B R AH XA 2 % B (Kaposi’ s sarcoma-
associated herpesvirus, KSHV) X I A F K15 8 8 &Y
(human herpesvirus 8, HHV-8) , 24 EB /#5565 1 1~
PORFIMR RS RE, HEFHWF XY ORF4
Mg 5 A MEREE A (CCP) BE KA R R .
HFPHES R, ORM HBMWEHE 3 M TER,2 4
K550 MEEMMEESERD, 1E 517 ~ 545 EAER
W 1 ANEREX 55 1A R WA, R A B
BEX, X 341 EEAFHHN KCP(KSHV complement
control protein), KCP 5 A CCP K ¥ #) CR1, CR2.
DAF.MCP.H B F X C4bp B 44% ~ 55% W [FIRH,
&8 4 4 SCR #£F, FR KB ER KCP #
SCR13 5 DAF #J SCR2-4 [ #R ¥ & &, {H DAF #)
SCRI [X # # 8 & #MA JE 72 BT T/ B9, iX & B KCP
() SCR4 Xt AT BERAM B #MEFT FEE /91, KCP
FAME RS RTE C3 # Bk il 2 AL
M C3 8. — FEEREENEL ISR C3
HHEBMOMET,. 5 EAERN TR FRBE Cb M

Cab B T4 €3 S B 'Y, Mark 2 g 3f
RE/RE C4b &4 .C4b HAHIHHE FHERREL
n#E %V A#EE SCRI-3 X, i KCP £ 5 C3b i
HEAER+TFHE SCR4,

BN R % % 7% F 68 (Murine gamma herpesvirus
68, MHV-68) & 1 " 5RKEAMALKEFR UM
KRR E, C B WE A MRS ORF BEHRIL Y 4
4~ SCR EFMER, WERGEBESE SR 2 Mk
RIWR, B0 T A BAMEBUE WERBR B MHERR
%[610

LR F CCP W # & A IRl A b1 4b
HBYYEH i?‘ﬁ;ﬁ%ﬁﬁ%(herms simplex virus, HSV)
1 8.2 RUEREE AR IR S B A C(glycoprotein
C,eC) M C MERFMAERAEHFARLT
A AR T I R A 2 B 18 B A5 S vk L P #RRE &
B, FA L RABEWN - THENEFE AT,
HSV-1 Fl HSV-2 MM E C(A AN L1 F
fCOTERFAFH L EREMRIHRE, £% AKNER
HELATHREE, BENHNSIMAEERARK
TR RS, gC1 F gC2 HBE5 A C3.C3b.iC3b.
C3c 55 . MAE Cd4S  NAAREREN Y,
HE CIEER Y C3b B Z 4k, (Hig TR KH g2
5 C3b A REMARE oC1 /10 51, gC1 B 8E
RELUKT % #% & (properdin) Fll C5 458 3 C3b i & €3
HBRME AR, (B 2 WA HINEE. ¢Cl
HABHEAFME AR E QBN R BERRZN C3
FEHLEE(C3b, Bb) IR, T J2 f#E C3b #1 Bbh
fi# {8 ¢C1.gC2 BB HB | B+ F C3h 3 C4b
MIKTE . BEHARBRHTEER 1 LA 4D
7 X, gC2 A 3 /NSr KISk C3b &0 A,
X C3b AN AN FHEANDRINE, o]
NI (33~ 123 EHEMBE)HALERE C3b LS, M
RMHSEENCG LA b IIFEN, XERI
XIS EEHELE TRHBES CS A Cb S
G185 . Lubinski ZEUSIERFST oC1 KI5 4MAMIE
YERRT AP C3 &S X I CS/P FMIX E & E, #K
C3 456 X7E HSV-1 #ME R 5 FEHAL, C3b
HEXMEEA E(gE) B TegC 44 X [F) ot X AE 84
HSV XS RAMRHE B SR A AME R B0 LU S
REKREHRIS L, RNFEEIMEBENE B
EBHIfE R BAHEIRN . HSV i) gC1 B2 bR 1E
HRABHNER, BIRR gC1 SHREMEEN,

HERB/REENMEBIEER
— 6 3K B B i MCP (CD46 ). DAF
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(CD55) .CD59 e RATEMFLS AR R E# 1B E 4
e TFMERE 51 & B T80, 1 — 3B A R
FEHRR A MAT, BRI | A E A
R FMA TR & A AR AMA R B . XK
IMAE 4R (HCMY) SR E A TARAM
PR | ”I(HTLV-1) AR SR REEAE 1| B (HIV-
DUABIRGIE R EHRE(SIV)ER TRERFER
R E, HAMAREE QSR ARELEAEH
HAKEHS, EERN—-EHRCLH L ERW
HIV RIEARE BRSNS R ESRERS
RHFHARMERAEAERE MR — L
FIBRAG & 5 i R BK DX 3L, 1t IX 46 48 K 49 AR 7% (lipid
rafts) . HiBEBEBEALAE (GPI) # F HAMAEIZ A
CD55,CD59 MK IE L S X MASHA X . BAXME
VUEA Fift — A iE 5L, (HIE ) — S B 5T R AR
AR EE B FEAR HIV A b CDS9 &),

HCMV %5 8 0B 9 #MA R TS E R 2581 F McP
5 DAF M5 £, X Fh iR Y54/ FIRE 8 MCP #0 DAF
PR R R LR BT N B AR R R X &
BHTREIMAN KRG, EE MCP 55 DAF B35
MRS KR T3 FMAZE S WIEHE. HIV-I N £
M 2R A BB AR 158 #MA IR #5 & DAF #1 CDS9, A
A KPLAMA N S A RE R IERMEE S, It
Sb H B Fild SRR BE A MM E/ERd B R
7 HIV-1 e Z4MER B H B FHIELR 5
HH gpdl B 20 HEMER, ZROBEFH HEF
BFFUREER BB, HILV-1 fEH5KE AR
KIAMATRE B CDS5 & CD59 # A KR, AR
PR BERE L LZ G B8 25 B2 SR BE AL OB AS B L AR A
SEWI CD5S 5 CDS9 BE4R M #hME 1+ S M5 7R B 1E
ﬂg[n]o

UM SO BT T A TR

WE AR HhR FMA T SR B I BB A A b
EBAHERZ &AM, BRIEMZELH SR
BRREE T 5 MEZ R TR ARE MM,
RFE

EIMEZ R T EHR TR LR ELE EB R,
ERET CRRBR BARS FRMMR, 5 CR2 44
FRERE EFERBERQ 350220, 5 CR2 W4
HRE C3d M, gp350/220 5 CR2 (9HT 2 4
SCR #FFHEEA, MR RIS, il
IR E RS %R CR2 7 gp350/220 E KIS
BUANTREBEANE 1 ~ a0 M2 EBRRE

M. ML C3 B, CR2 5 gp350/220 % B /i B & A0
1, X FEBIMEZIRBE T AT T F gp350/220, X
MRAN R TTRA TREEFHRE B A
M, BRBRER S — N HF MCP 1E N R IR FFIR
BREMBIF RS RENFARHENEOEEAD
H 5 MCP HEAERN S8, MCP 5 g REANKX
B E#IEE AT 2 1 SCR £ %, M SCR2 #9 N-B 8
BANEREESNEEMED", RKRSHES,
NFZRE 6 B (HHV-6)LF] F MCP 5 —/ 41"
Zik, —F5 /N RNA R EIER iR, FpEAT
WA A DAF B A — NIRRT Z A&, X 9%
BENERA R IR T W5 DAF £ AR/ SCR
BEF44. BRIWAA N, DAF 5RBE S54GRS
HAEEHRKERNBEER, R CRERE
5% 2 1M ZES 0 FHER MXEREHEAREEH
MExXg LR, 2 EEE C3b WELK HIV
B WUORL R A 5 #ME 324Kk CR1.CR2.CR3 1/ A B9 RE
71, B 7E 20 42 80 FE R KM IEA LS ik F%b
Phab ¥ 9 HIV R B RE S B HIV R AE H A9 b,
BIE L R A N2 RELT M HIV AR TR 5HME 2
BRESRAEBTRE CH4 KBHHEA SR RS
IREPREAY R EBR TARLE.

MRABBEANSTE EIMERGER I MAHEE
L AERTLAT iR 335 M 18 £ R A Mkt
B, BB TE T T R B AMA R A 2 FAEMIRRAE,
MRS —EEERES FURRFHBEENSY
Aotk A FIHTRER B 8,

#1 FAMESEHABRORE

=
weak m e G e
L mE EBV &350/220 CR2
RIKim & HHV-6 £ MCP
WRAE 1 B MmEER MCP
B/ RNA SRR RARE ESl DAF
FESRE XA DAF
7337 HIV CR1.CR2,CR3

) ¥ SHMAREAR, HV SHERENGERH FRHERFE
G RBEMARAREES SIMAZENEEER.
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