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JNFE LR SIE, 1980 FAHIEAIC, M H ICAF-AES
LEML 7 F LT, MBL 2% L A 220
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T2 D% LGN ENTOKIIE 35 ST,
BIEFRE~TA (KO vUR) Wik~
DOFSBEIZARBATZ 57275, 1989 4F Super Hi%, MBL 2
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H ARG RE A A T 222 AL LIZD THD, £
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CEPERE BT DD TA NV AREGBH R A3
BT TS (X 4)8 9, IEHIZEDE, MBL i3,
AL TNEATANADL2OD T Na—T K 7Y
B ThHH~T I NF =2 (HA) L/AT73=4—F
(NA) ITfEATHZEICE- T, BN PRI
AT ZEEPIBLANIL TS 9, MBLIL, EH/EH TIX
R ATV =0 LT AT BT A LRI
AL, BB~ 77— I L TIA LV ADE
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TAVAFR HINT & H3N2 (2R U CHRRE A2 B 3
HIEMHOLNITI o TWDDN, Zhuid, 2-o0T R HA
I21%, high mannose %, hybrid % o> Bl 4 1& ffi 3 5k
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E4. av2Frofikiaya o 2RREEER

attachment %[5 T 545 R THLHZ ENHERI ST
%9, —J . PrNA FUAIL, VAL A budding DERIZH
iR e L TE<A, Ml L, MBL I2b AL
budding FRFICEDTFNEMEMEN 2H DT &Z B 50
[ZLTWD 9, G O F R 72 4 T, 1990~
1995 EFE DAL T NVT A VAT H3N2 4y Hf
Bk 67 FRICH W\ T, MBL O FITEESL T HI
IHMEEE  (hemagglutinin inhibition titer) (3,
0.31+0.67ng/ml T, T MBL ifi. ¥ 1-2pg/ml
FOBIERL 1ZEA L DoAY, MBL (2% L TR M
DHHZEARLTND 9, L LR n, HI (&R E
75 2.5pg/ml LA EO S BERRS 67 #R 2 kD2 & 10,
I DAL I F U HEDA T VWA 25y B
D FHIMEA L TN T ANVAD FIAFAET D]
REMEDHE SR TS 9,

2009 4, #HiH HINT O/ FIv/ (7T
PUALA (AHIN1/pdm) 2HEEZIRD VN, D 72<
&t 16,000 ALL ED AN TEL o728 WHO 7 HLR
—FRHTOD, ZOXAT DUAVAE, iE 50 it
ITLTZEm 7 AFEAE D A PURZRA L
DI, RKIATEARILTZEB 2 6N TWD, ZDOIHITHE
OB R RAE RSN AL, BT A R GeE
PGB G- T 2703, B REZLIZZDR T Iy

15

AT NP TA VAL, MBLX® SP-D 728 maL2
FATK T DREZ A TER L TV ST
W5 12 @ OFEIMEA 7 V(LA HINT
(T HA I 3~5 [HOE#HEZ AT %7, AHIN1/pdm ¥
ANAT 1 EOFEEHLIMRAL TR T, ZDED
(Z HA (THESHMNRAD LT RE R, a7 F % HA (TR
BCERLARY AL T F U RHFRFHLIRD LI <
PRoTzZ A RIB L TUD, 2009 4F 4 A/HIN1/pdm
ZxHL T R o A 2 B3EZhIC B SRR LR
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S EBESEANTEILAY, ZDBRICZOAKBLHEIL AT 2
DN HERE T D & TIOR3 2 % Wl HE
PER BT M SN TNWD, AL F U TlE, B DMAE
W DREGL P F10A 7Y = AR D B B FFEZT T
LI TF U RIS LD MRTE AL 2355 35, ZO4f
RIEMAED EmNL L TRIDE, RATICRIEZ D
L. B G Bk SED | Z DO TOMAED DHERR
72T T, SHITHMRE FE IR A TLEI LN A
T =ALNE Z HIVTWD, Ling BIZLSH ATz
POANZERIZ 1T 58 E T, AAHIN/pdm &
Avian HIN2 |25\ T, MBL &, B7A VAR AR
PEIZBD DI, =7 AD A L ARG 51T DI e i A
BFEDIRNZENHALNITENTWD 13, ZZ T,
MBL OB <7 201E57, MBL KO =7 2104,
il DRARRIR G DIRNZEAVRINTND, Z0> MBL
AR AT KO TR LT A7V FoA
VARG LDV AN A L FEAEDE LB, SRIEMY
ANIAANCEDETIRIEDEAL, (KE D, EERM



WG O RN ARSI TV D, ZO A T,
MBL 728, A 7N P A VARG BN T, £
IRBEHHCIE72<18 EITE > TP risk factor L7235 FIHE
PEDSHERI TS 19,

3. BHECHRG EICRB I DaL s F L O

BUE, HERCIIAR L/ 2000 BILL a1 TS C
BY KB BO—RIRIBIR 7> T0D, i
FERR DAL T, AR 1 FRA R EHEET,
SR AL E S5 IR OER D EAF A E L b
FAEECET, BREH YN, 5 (- P RE A |
SEEMAPOG | M EY 72 S I R D S RE R RN S
V. BAE 3 2 A% DIE, PHIEMEMSUE SCRAEWERE
(BOS) CBMAEMMISREEHIC, BEESCTALVA, <
AT TIT L LD EGDEN MBS 725, SP-D &
MBL %, 2O iife il © e D855I 2K U 5 Al etk
DIRBEIV TN D, SP-D i, i ITRHI )5 53 i S
NDHEBEEENDRDL 7 E T, SP-D #i5 T
(COLEC?7) \Zz—R&#1, Metl11Thr, Ala160Thr,
Ser270Thr D7 /FRAEFZ(ES 350 SNP ZFfo,
25 SNPICE - TTELAEM SP-D %, LIZLIEHE
BROBETREDR T A5 S ittt HENSh
TW5, Aramini 51X, SP-D @ Met11Thr .
Ala160Thr DZFIZHE H LT, SP-D O#fs AL
AT D 230 T4 OV COARBIM AR ST 19,
ZOFER, SP-D 2Ry 11 DAF A =2 ORERINF—
IS Z ST 7= NiE, AL A =2 DRFERRF—7)s
BT NI B L T B MR AE <4 (CLAD)
RAEFENBWFERD AbNTZ, — 7, 2k 160 T
1. FFIZ SNP LB T2~ DR EITRD DI
72o R —Jilio> SP-D BAnF SNP IC LD BAH T #% D7
BT BIESN i BEASND SP-D 23, LB
VROIRNT SR GIE RER 1D | TS 1% O i PR ot
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—77. Munster 5i%. MBL OEEAHETH7 0
T—Z I 27— RO SNPs LfifsHE A
&, Mihits BOS FEAEIZ OV COF BEMEZfiFAT L7
1B, @, 3 DOV T — X —FURO ML LT3 LE
fav L/H, YIX £ PIQ BXW 3 D7 —/7 L 48IKD
SNPs (Arg52Cys. Gly54Asp. Gly57Glu) (28T 5
FEHTCIE, 27— 3> SNPs & LX 7t —4—
SNP (3. MBL MR E AR~ 172528 HY 7
2E—4%—SNPIZMBL A E L ~UL ThHI LN S
12722 TS, Ll R F )T X)Lt s
ZHORN T — Oz RIS BE N B A EEL
i fE%: BOSIZOWT, BWF#HARLIZ 19, LL,
o> MBL &2 #lE 7%, L v'xhd MBL #/is
AT, BAERS R BHHBADFRD NI oTo, 2D
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IRVNED DY, AR T 14 % 1R E 2 ALk 0 15 5 &k
FEZ N 2 P REMEZ RIE L TVD 19, DFED | BAES
AT AR IZ T RIS LR 2 B S 2
MBL #REDY, IifA T 12> TH AR TRV TREMEDS
FABND, [FAKIC, BBAEOERICH, K7 —0 MBL
KR BAIZL ST, AR THLT —FNIVARET
JLRENDIEFHIFHA TH BN/ > TND 16, Ll
IRHD, TTIERRBAER DB AR 35U T, i MBL &
F VR R 7R B G O A 1% el B IR AR o S FE A
~ERLT K MBL AR | SRR 8%
JAE T ATREMEDN G SV TS 17 18, —ffZ aLy
F AT TR IR L T H R BEEH T
RGN BN TR Z ST O E 7R AE~EZH LT
DD, BLFFERIDR DL THRIATE ML 2B R 275 E S
L& WITE D ROS RS EICELWEEL B X
Ho THERK 722D ATREMED B D,
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HIEBMESNTND, Fix DRIKICE>T, 25D
FLFRI RN B Z D08, ~ T AR T B0 i, &
Iz 3B DI - FHFEE T L2V T, MBL 3%
£ 528 T FEMMBOBE AL ITER T DT LN
BB o TG 1920, S FD | AR ZEEALAS
MBL #/£R <210t MBL KO <7 ADIEIA, /)
X2k, F7= MBL B4~ 212 MBL A<
MBL #5 & R EME 285 2L ALV NS
HZEDFEASH TS, B, BEROFE % Olifgc 3
T2 MR IEDE FHIFRAE ISV TH, MBL B s 1
LN L | A ZEERAT O FEFH AN R E S AL DA D3 R
DAL R FRFLNRIED X — 57y M 72D ATREMEIE
EHICETS 2,

4. AL ITF U DFTIR A TR RE

CL-P1 {Z, avrF o7 N—T7 O ClEMe— DS
(B41) T, ZDOR AL A EEHRREITI AT~
VX —Z AR SRA LEEILTRY, Eis T
(COLEC12) REENDHENT 2L, BUETIZAI N
P —Z KK THD SR-A DHERE LA D — > TH
HEEZLNTND D, Sk Tid, vV A, kb
&b M WY DOk x AR BLIL THRY,
SR-A D~ru77—VhBLTHRELITRE AR -
TW% 22, ERTORENZHSOWTITER B A TIIRAT
BHHM, ML~V OBFFE T, B MILE N B
BT CL-P1 2HBLL THY, B D7 7329 A
R ETDZENHLNTRS>TND 29, 3
HIZ, ZOARICBIT D EMRER A AL, 2T — 7
TR D B far B AL 03B -9~ ZEMBIHNZ ST
BY, AL I F O EREGHEN AL THDHEHGE
OB G- DIRNZEDVRINTND 29, EHIZ, ZDA

NV

— A
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TRV e — S FRARKEORERE L, BIIREEL DR K ¥
HrEz2N TS OxLDL (B UAREE BEVRZ L 23
) DR A= AZHE 35288 CL-P1 ©

FEBLENL LA Fo T IZ 1T A R i sEL L T,
A TSNOREN AT HIEBHERS A TND 24

25)
o

— . f@HELIE, ERL L Th CL-P1 ORREIC
DNWT, BT 774w vam®T VLT ERET->T
WA (X 5)20, 777t = CL-P1 ORILL, ~v
AR ORI BLE IR pof TIE, 1T 2 A sk
WCRBOBIND, WIZEN T AV AV XTI A TR
(morpholino oligonucleotide) %z AV 7= CL-P1 i&{x
T I ZORBROMER, /I AT R TIE, IR
BIR, RE S O KB, DFRFIEE LD RSO
ELWREEENED O, ARBAIRE ) CL-P1
mRNA R G, BEREED AohHTLn
5., CL-P1 BN G- 2 AT REMED S
MITHe> TG 20, &5(2, CL-P1 #ifs /v /&0
F VT 2 I B K] - D FE Bl
ME1TV . VEGF mRNA O FRBEsh, £7-
CL-P1 #fx ¥ /v & W VEGF mRNA o[
HAZ XD RERE OUCEM M 2R Td, ZhbD
FEEAE R I B RECTHLIET T T 1y 2T,
CL-P1 3 I AIZ B W T A FEZE AT 5D
BERREZ R T 2L RTINS =
EERRIKICIE, EHE CL-P1 23 B8 57 5#%ik & VEGF %
T OREN DL LEHER SIS 26,

Y777 4922l

DT F AR
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VT & 4707
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WRE—NTq (Clg) &, KA TD
FFEUTHRINTN EFEDOT AT F DR
WFZENBEE D Clq \in 13T TICFT AT VT AIAT
TETDIENABINT/RY AL 7 F  OHELDEFE T
HERREICH AL T Clg B F 2N HBILIZb O Tk
RN DN RS 29, 20 Clg I DWW T, A#)
7@ Bulla, Tedesco HiL, ITHFIEFIITZ=—7 720
Fea L CWD, LUHING, #2513, Clq 23, frigii
MRICAFIEL , PR R ERHA R OFE F O HERFICRE 5975
ZEEHAEL TS 20, Clq s - KO v~V AT, ¥
R AL T DL IR OMERE T HIEF 5D
DIpd L BIFBIE DN mRITH AL TOD ATREMEN B 2
HND, 2, IR TO Clg KABIZXY, IRk
BT IED R JF R AR § 508 TE /e
0. IRBEORERENEZD, TORBFOLEFTAR
BRI DHILERLTND 2129, DX fEbIE, Clg
PEAEDS, BT A IO SO T BT H1E0 0 T2
<, C3 X C4 DB E72LIC, Clq ZOHDONMAE N
(BN Tl A BT A 2 LT D 2 &AMl L~ /L TR
MITLTz 29, Fo | =T ADRIEHRIE T VBN T,
Clq BT KO <7 AN, AMEEALIZH LM DOTF
B AL AMERNZ &R0 FET~D Clq #5128 &
BrAENEERTLZEEZRHL TV, 61T, RCAIE

LIrnEn
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NREHE o e FYONR
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13 1415 1617 18

BEET VOBREE | Ty aeflio7 R ThiEHL T
% 29, Tl d, PER, PUADRTRMITHRE G LE D% b il
e DA TE AL 2 2 3 BRI @B< o 472 L T
? Clq ZHEELTE, ERRITIE, Clg 23, C3 X
C4 DORFIRE T LML L TZ D51 B KT 5
BN 7- &L T, SHITHRBIE ARG R A 1 &L
TS, b THERBEEIZL D0+ TH DO ATREMEN
HEHEND,

512 2011 4 Rooryck HIZLD, #iRR D 7-704%
HERTHENSNZ(X6)30, Ziix, 3MC
(Carnevale, Mingarelli, Malpuech, and Michels
syndromes) JEMEREEIEEID YRS VEEEN
DTOEM D F R BT 28 AR TR T, A EN
CL-K1 H L% MASP-3 (MBL associated serine
protease-8) Hin T AERIZLD, EHLEN—FDX
NIERBPTRBIDIERHLNICES N 39, 3MC JiE
BRI RE Ok~ R RE R . S FEY, mRFEEE, IR
ZOpe/ IRRg T I, BRI AE ., 1AL RPN
PESRE A EF LR ETDIERIE THD, T, A
BAREE B O B 35O TEN T REEA R~y
EL T LB CL-K1 & MASP3DW&IAT
DFEBLN, ERDERFEAEICEE THLIENHLMNIC
SNTce DED, AL T TF U F LR ENS D MRS

M IRECARBRER

-
D R%

D =B R%(IL—LLTH)

CuBlL EGF CUB2 CCP1 CCP2 #YLTRFF—HFA(L

H6. 3MCEERICBITACLK], MASP-3S#EFRE (A) LHRMER (B)
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PEALZD B DN, b N OREOIEREI I E %72 5
H&24 5 REEER LTV D,

IR S (3 CL-K1 i EEIE D 7= 8 0 ELISA
EEAITW, BARANICE TS CL-KL e
0.34£0.13pg/ml T& Y, MBL O Ifi
pg/ml) KV HIRNZ L MHEERERIC L 2 EE
ZF7anZ & MBL Ol F i EE & OFHBIEA 720
ZEEHELTWS 3, R, EifEbid CL-K1
ELISA Z MWW T, 7 A U B OREARM: 5 PN ik i
(DIC) #B#F T, CL-K1 EFZRHLTWD 32,
DIC I%. ZlfsstEaeis & @V e U R AR HER
PRBT, RIIOMWBRPEEZ)R, BUED & ZAH M
IRNA F =B —DPFE L2, RgdiE,
CL-K1 £ & DIC O DEfRZ R L7 WD TDH
HTH DM, Bix 7 DIC OBWIEENECBHER
RS THHFET D720, & 672 5 EHERA 7 LA
RNMETHLEEZDND, 61T, T<HKIE,
A< CL-K1 & CL-L1 7% hetero complex % 2%
LCHET D et shn s/ & 39, CL-K1
oy L ARG L DO RENZ SV TIR & &%
DMEE | A% B RO LY ERIRERE DR LS TR S
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(1~2

MBL, SP-A, SP-D, CL-P1, CL-K1, CL-L1
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- BB BT HIEK
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5. fpEkoavLrF o R

INHOaL T BT OBREIL, RO LR
LAERPIEERES VD . — oA REIR TRV g
FEAbND, BT, FHEEMW ORI NT AT
TAZEBWT, 50ED Clq ks 1. 66 D=L/
KRG T, 41~98 O 7 2V ARG T AFAEL .
3 5> MASP J&in+ LA RBEH S 2T ADLFAED
HBDNI/2oTND 28, F ATV A B, 2 [Bl0iE
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FHEE O ) DA FERE RNDIT BT 2> T
L, ALIF O TR, MiaLsF o ThD SP-A L
SP-D (&, MR ATE AL L7\ MEIS A 7 A TS M
fEavrFrThHh, fillk, Wi FcsbsnTng
DT, ZZTHEDORIESUSPEIDE, i RIZRE
I A=V 52 THERAR2IZKD DT, b2 THE
IEPE(LREZ FER S CL BRI A 7Y = o
DAL AL I | EREZ PR E ST W REME Y B
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. RATC B W TR LTI — R @<o L
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- MEHA
- FEREFE AR
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- FERRME L PR EIAE (R
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