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A SR SRS (R - BRERERREE)
BIE R =
S AR S D&Y - FIE - TIE(LD 4 TH%H%

EAHTRE wARE ENEREREV S —

BIRES 2003FEDOSARS 77 R 7 L—7 DEIZ, WHOIWL LB /e — LT F— FDORYIDE DT &7xo
foo REFAENAST AR, T VTR, X N AESLE AR PR & OXRERRICLY . AFF
197 ADBRE « HEfEOBME N 215, BEER, MR EBLN, PR 16 FELY, ZoRBZHAY
. SARS ORI - FIE - BEREAGICEET AN FERET I OO0 TREFOMELER L TE 1, £k
AFEET., I 5HIZ. SARS RNA IZ LB RIEMEY A P oA L ORBAFEIZONTHRAT LTz, THETDHF
BARSAREHC L ¥ . SARS OEFE(GICEET B FEMREF & LT, MENEEEFICBIEDO TR ACE BI5F.
LB —T 2u il L VEEINTH Y A VAVER 2345 MxA, 0AS1 OB TFAEL SARS & DR %
T, FRLOBEIERIIBENERELETI I EROIZHLNIZTH Z &R TE T, HLAIZOWT
T, N FAANEFTH., INFETRESRL TV, 7 UL EDOBBENR® bz, —7K., SARS DfEE
ML 7 —E LTSS NI ACE2 & LSIGN, JREEDGERMB~DEFOBRICEE 251 & LTHDL
N5 MBL, FiOREEMEME T, AMMiEE L OBBENER SN TS SP-BIZ WX, SARS B AR
REEATT LS RBEFERITIRWE &N o, SARS OFREIZEIDL 5 0 70 REIZH B 2NTR > T

X BT A NVASEDOBRMER, EBICSBOMBIIICIVALIRLIbDOEHFEIND,

A. BIEEM

2003 4ELAME, SARS i3, ERZE L~V OEFREER
X BAKELTWRWED, TUTHEEEDOEE
FEEFEICL > TOH, FOBELEHATEXLHD
EBRbnA, Fin, EVIER, R FTBERYED
OREIIBATAIERIBLAOILENDH D, SARS X
EEE CIT, RN b0%AEBZTRY ., ANEER
EThHHEVWIEEELEL, ZOBFIIEHBRS
nTnRY, ZhoWTE, o ERMROBA
HRE DO ZALICEA L TV B TR AW b WS G
ERIETAHALEND D, TLBEENOHRESINE
HLA O & A A2 & o TERIEL LTV &V D RER,
F 72 SARS L7 H— & LTRIEI NIz ACE2 D&
FERIZE ST, VA NADBBEEZITIZ WEE
NEETHOE I &V oTomid, b DA
B FOERERTE L, ERIXBBEFTIZ L - TH
HECRB LD ETFREND,

SARS DRELHL, FIE DRI X B R ORI T1&E|
MREWEEZBND, —IRIZT A NV ARELO
NI, VSRS, BRRERPIFE LI Z
EBUETH B,
INOLDEAEEE AT, DFBREEN, REEH
7piREt B 4TV, SARS DB « FIE - RO T
BEHRAOLNCTHZ L2 ARNIHRET 2T T,

B. Wik

2003 FE D SARS O RAIHITEIZ, XM T AICE
WTWHOIZ & B MBF DFREELHEIZ L > TSARS & 72
EN-EFIZ 626 THY  FD I BT LI HIE
RENFAATEHARN 3 FIERWEZ OS5, EFl
WL ARBEAELN 4 FIRNAREICEML T,
SARS B & DHEMNH o1 EFE X BN DA SARS &
RAE LR Do R A Z v 7 103 B & B ERAEE
L LTHEER LT, &I, SARS A & DN £<
RMolr b EZLND0FbLRGHRE Lz, £2Toxt

B3> 6 EDTA INRASM 2R U, BS, #as L, @
p b4 ) L DNA BRI LTz,

F7-. SARS S EEFIL V. GU rich DA R
THL, =70 77— UHERICEAL, INF OFE
ErEELR,

(REE~DERE)

AFRIZBIT D e MEEE AW BB FRITIC
LTI, WEhb =48R e v/ L - Bis
FIREATI 22 B A M BRfE ST I LSt ¥
—DBEFHITICRD A HBEBSZORRBELXITT
W3,

C. WreER
1) SARS BJERE L BHE$ 5 ACEL D D 7 ) LD

HENER
MEEEE TOHEIT LV . SARS BETik. 1KEER MAERE
(PR LEER) TD T VLVOIRERENRER
WZEL . BYART 4 v 7T K> Th, ACEL DD
7 U IVITEERR, MR, BEROBE LML, Y
AT Ty IR —ThbB I ENTRENTZN, REL,
ZODT U ADOBIEMEKRY, b MRE X M,
v MMEEIROENEMR, b MBRMERIZBWT,
RT-PCR-RFLP % FAVWVTHER L7z & Z A ACE BIE T
£FIDD/1~T 1 OEE KO nRNA DFREBLESFIT
45D 7 U/LHE nRNA DOIIHRE D/ (D+D) 1, W
PRb 0.5 ETHY . I 7 U /LENE mRNA ORBLE
kv, BEZEL, £, BMERO 0.61 «(Zx LT,
S BRI 0.77, MENEMAT 0.79 £ &

HIZEho T,

2) HLAEIZF & SARS e & oo BEE

HLA-A, B, C, DRBI, DQBl B xFH A BFF M &
7 UC, SARS BREERE & HEfRIERAEE B, FEREMRN
BREE A FNFNREBLIZE ZA, WTROERIC
BT, DRBI*12 D7 U LHHEEEA SARS BAERETH




B 2@ < | DRBI*#13 DA SARS A B CHE K
Mo,

3) FOMDBIGF & SARS & D BEEMENT

TR DS R~ DS OBICEE R+ &
LTEbhsd MBL, Mo R EiEEmE <. S
%= L OREE N FER STV D SP-B.SARS O 2 L+
TH— L LTHESN TS LSIGN (22T,
SARS RRIL L B EBEA ST XD RBEFERT
RuniEanihotz,

4) {EMAL~s 0T 7 — 281D SARS RNA |2
L AREMEY A M hA o ORRFHE

SARS 2 EEFIH D GU rich DGR oligo RNA
ERIEE LT, w7 u 7y —UHlagk) b INF 23pE
EENDZEEPLNILEL,

D. L

AN R ADA SARS FEFID 9B, STHIERA X v
7 F I ABRBE N DRSNS — A TH -
7oo N NTLADEFIFE—T A NVARIZBE LT &
EZbN, FEUANLZAOBREBERAGEITEY , X
TEREEIC G 2 A BRBROER IRV —T
HHERDND, S LITAPFZR TIILER, £ &
LCH—THAIRMTFAANDR TR E L,

SARS A EEE CHE LI LLEZ A, ACE
DD TV NOBEEE, BRBEELERICEWTEEI
B, ZOZETHIEICED D b 0 L RIS s,

HFHI 72 SARS FEHI O B EAT R IX diffuse
alveolar damage (DAD) & BEIEIL., FOAREIE. I
MENRZEFREZOEELEZ LN TVWD, ACE
DBEEFRIDD OEMETILF D 11 OfEE & s LT,
% ACE LU 2 {5 TH Y | ACEL IZ L » TEH#
EAESNAT VAT v LIk NHEEER DIF
2, MERNEDEE, TR — A2 FETAH L
BREINTBY ACBLBZDOL YR AT =ZXLT
i DEMMBEEE, HEEMICEE L T 5 fEEMEN
Ezohll-o, FEBIZ.D TUANE hT, BEE
IR EREAETDILOTHENE I D BR
L7t ZA DT UVNABEEDOmRNAIZT 7V LEED
mRNA [ZHERT, BEICHHANTTE L TWD Z LR
Ehic, ZOTIVNMIEDREABOLRWL, REY
MR LY v MIEANRRRE X BRI SV 5,
A AR CRR IS A DN Z LT, TRk L D
HEXBIIRBTH L0 EEL LN,

F 77 2005 FEIZ, ABODACE & ACE2D )/ v o7
7 A U R ERWZRIZE Y . AtEEDRE
I RFTC 381 5 ACE & ACE2 @ imbalance {2 & - T,
KREREBPZITHZ LN, MESHE, Zhid,
TIRIBITARETH DN, Fex D FTORE
HENZEMTA LD E o7,

T3 FE TIZ HLA, LSIGN., MBL BiEFOEME T
& SARS DREEYE, FIE, BIEL & OREENR L SN T
WhD, Fxh, ThbDBEFER L OEEY
KEFERE LIz, HA I2oWTik, ZhEToHRE
L R72 7 DRBI*12 ORABES M, DRB1*13 DKL
HIMEA H4E X7z, DRBI*13 i3, BEIFA YA L 2D

RGO IRPMEIZ B < FrREE S W < il
INTEY, BERZEN, LSIGN 3. 7 /B0y
B UBFNC X 2Bk ED 4 BIEOERICER LT
WHEEZLNTED, YK LEDOE AZ (VNTR)
2, BREES CIHEKRBERZEL, VA LVADK
. EBICERIE EEX BRI, Fx OBE
Tid, BEEZEIES D272, MBL B b I
BERUANZADRE, HRCESTHEEZLN
LM, Fx ORFTIE, ABELRFESRES & LUCTEE
HEnphmoi,

B2, SARS DA L AMD RNA IZhE, HRAEMEH A
NIA L DRWERET S L5 REIRIH 5 Z RN
RENT,

E. H&m

SARS A INRIZHT B
BIRGE., THRERENRES

L RAaEE @

SARS A LR e
N TYESE T YL

82 e, n»i@%ﬁij Y
e s

A8 —-7z0 REN

WAL AT

0AST D MxA &

e . 3
SARS R ,<:J/ szﬂ - = f&&&%
\

AF. RIS, SARS i, BELLRETFSHLOMIBEOR SAHT
THROME. BRORKT. BEORLAE, > 5F

SEORNMLABEBU T, 65 150 ATWEA
- BEEOSIMEG 1215, BRER, mikEE
BHZENTERE, ZOREZRAVT, SARS D&
Yoo BHE - EIEALICBIET A DT R RIET 571200,
DF BRI &2 326 U C & /=, SARS DEIELIC
BT 2B aF & LT, ERREEICE#D
BRWACE BIn . A ¥ —7xn X VFESH
THU A NVAVER % 3T 5 MxA, 0AS1 DBIZTE
HSSARS & DEREZ R L, Fi b DBIGFE BRI
BHERZETAIZLEERMICHL NI THZ L
BTz, HLA IZOWTHL, N M2 AERM T
INFETHRESN TR, 7 UL OEENRED
bilc, —H, SARS DfEEM L7 ¥ —& L THE
Ih7z ACE2 & LSIGN, JRIEB D AE R ~DE5
DOBIZEERSFL LTHabN D MBL, o R EiE
HHE T, AMREELOBEENEH I TS
SP-B{Z-DUNT X, SARS Rk - B EnBlh#E AT &5
BREEFERIIRWEER 207, SARSIZEED D
BEROPLY A N RISBEORRMED, EHIZE5HED
BT L DA LMD b0 BN 5,

G. BRICHE (SARS WFEICHEEREDL S b DDA LT

#)
1. Hamano E, Hijikata M, Itoyama S, Quy

T, Phi NC, Long HT, Ha LD, Ban VV, Matsushita
I, Yanai H, Kirikae F, Kirikae T, Kuratsuji



T, Sasazuki T, Keicho N. Polymorphisms of
interferon—inducible genes O0AS-1 and MxA
associated with SARS in the Vietnamese
population. Biochem Biophys Res Commun
329 (4) 11234-9, 2005.

2. Ttoyama S, Keicho N, Minako
Hijikata, Quy T, Phi NC, Long HT, Ha LD, Ban
VV, Matsushita I, Yanai H, Kirikae F, Kirikae
T, Kuratsuji T, Sasazuki T. Identification
of an Alternative 5 —untranslated Exon and
new Polymorphisms of Angiotensin—converting
Enzyme 2 Gene: Lack of Association With SARS
in the Vietnamese Population. Am J Med Genet
A, 136 (1): 52-7, 2005.

3. Nishiura H, Kuratsuji T, Quy T, Phi
NC, Ban VV, Ha LD, Long HT, Yanai H, Keicho
N, Kirikae T, Sasazuki T, Anderson R. Rapid
awareness and transmission of severe acute
respiratory syndrome in Hanoi French
Hospital, Vietnam. Am J Trop Med Hyg, 73 (1):
17-25, 2005,
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JEAESRIFI ARG CE - BRURIYENTERE) SHENREE

~ R AIZ381F % Mannose-Binding Lectin D& {mfI25%1 & SARS coronavirus YL DB

+75 E=F ESLEREEE & — T MRk R
GyFRRSEE Bk BEA EERRER Y 7 —W50ET MR ERR AT
Tran Quy Bach Mai Hospital
Nguyen Chi Phi Bach Mai Hospital
Hoang Thuy Long National Institute of Hygiene and Epidemiology
Le Dang Ha Institute for Clinical Research in Tropical Medicine
Vo Van Ban Hanoi-French Hospital
fEE R ESEBRERE ¥ — AT MR AR RARTIEET
il & ESEREREE & —HEET FERERR AR
BRI ek EERRER Y ¥ — W 50ET FRRERR B
MT BE EERRER Y & —iF5EET PR R AT SEET
K& NE R KEREBRELRIGR BB NRRRFEE
0 FRkE ENERRERE Y 7 — iR BYERTERTZEER
it B ESERREEE & — T
EHFE ESREERY 2 —h5EE
FEATRAE R Bz EyERERE 57—

=1

AR S ER  (severe acute respiratory syndrome: SARS)iE SARS coronavirus (SARS-CoV) DEEHZ & D
RFET D, SARS-CoV B EEET 2B EMEFOMEN N 29 HdHP T, BRRE CERREEZHED
mannose-binding lectin (MBL) D&IGAIZAL & ORBENFHE L AR DG ST D, 48l FxidZd MBL®
AN L SARS-CoV B BE S AAK &~ M AOFRFEIC & 0 3T L7z, SARS ZAERE 44 A, SARS /8%
& B U7 DNRIE L7 T- B ERSAERYE 103 A, FEBMMSERIERE 50 AZ R E L, & bICHIIERAEREZ Mk
DHL SARS-CoV HikDEEIZ L0, YIRS 16 A LIRS 87 ANy Te, MEEOFKMME V7 L2ahh
Hi L. PCR-RFLP IEIC L W ¥ A BV T 54T 0T, BHTORER, A TiL SARS-CoV BUEE DEMRLN TN D
D BEITELNED - LOM, MFRO MBL BENMEL R2EXMON TV IREFHEET DL HOD
SARS-CoV BULERE CITERLERE L W ZVMERS R bz, 41, MBL O REDOHEENKHE & Bbhi,

Mannose-binding lectin (MBL) is one of the key molecules in innate immunity and MBL gene polymorphisms
have been associated with increased susceptibility to some pathogens including SARS-CoV. We assessed
whether MBL gene polymorphisms were associated with SARS-CoV infection in Vietnamese population. The
polymorphisms were genotyped in 44 Vietnamese SARS cases, with 103 healthy controls who had had a contact
with the SARS patients and 50 controls without any contact history. Controls with contact history were divided
into anti-SARS CoV-antibody-positive and —negative groups. Presumably due to the small sample size, the
frequency of the genotypes associated with low serum levels of MBL was not significantly higher the
SARS-CoV infected group than in the non-infected group. However, determination of serum MBL concentration

deserves further investigation.




A R

HIEDMERPRBREG R (severe acute respiratory
syndrome: SARS) (X SARS coronavirus
(SARS-CoV) DRI L 0 RAET 5 HE R YE T
%o SARS-CoV YLz B4 5 15 £ K DB %
HETfTbhTWad»H, £0OH T
mannose-binding lectin (MBL)&f&F(mbld D%
Bl OBENFERO I —7 D, RO I N—T 2)
MOIERVTRES N, Ei2, ZOHBOFEHROY]
DI N—T b OEE T 3), EFEN LR i
T OB R o Te & &,

MBL = L7 F > (collectin) DO EDTH D | AT
JETEREN, MPIZHWEND, MBL it CarE
KM D ¥E R W 8] 1 (carbohydrate recognition
domains: CRDs)%& Mt U CHRRAE IR I OB E
Lhctgiz, (1) ESOICHEEEOBRE L LE, (2)
MBP-associated serine protease (MASP)-1,-2 DJE
PEALZ B U CRIEROTEMEL (L7 F R E) %5l
SERIL, BREZEMSEL. o, @) o+
TI=E LTI 2SIV ERBBEA~OEY A
FHEHTR, L\ D 3 DO HECIRIEAE OB
B, BRGEEZHEIEERNSFTHS, £ bom
I MBL %, 35F2 NGO AT A T8-Sk
BTORB o EIZ, 27— U 8EE (V) v
NIOBZTLICERYIBEND M 7Ly NES) T
BEANY v AEEE O Y, IBIZFy VEHT
RROHNTTE HEEEARNN, & 51 N
WRONTEERBFER) ~v—2FH L, C iAo
CRDs MIED L 51207 F A X —% R LI-FE 1
RA CRETINOEE LD,

MBL @ — i £ % A (single nucleotide
polymorphism: SNP) & MBL DIt TR 4, B &
O IR EYYE & DBBEIZ R SRS TEY, 7
T TEHa RN 54 DT I BRI UnbT A
NIXUBIIERT A IO ER a7 — 7

ERENTICA) Tv—% A TE /2 B variant,

TuE—F—D-221 K GH CIERLTERAE
METT 5 X variant @ "->3F 2l o MBL i
EETORETSHY | SERYRELBETS ESh
TWb, FENPOLOWE DT, a2 K 54 0FR
THHBDOF+v U THSARS SBELTED, Ab5
NHOWE DTHREBROBENE LN TWS,

AT, B i3S b A L OERSERRE TR bR
T ek i & RN IRAT L. MBL OMIEHZS
5 & SARS-CoV Bk & 0B 2R3 L7,

B. 5k
2003 & SARS OHFHTRITRFIZ, X M F AR
WTWHOIZ &2 SIFOREELEIC L > TSARS &
B SNTIESRIT 628 THY . D BT LIZS
Bl &R T AANTIHRNBBIERW 54D 5 b
EEIZLHRABEZEONT 44 BINAKFFEIZEML
Too BRPVRGMIZ £ 0 SARS B LK L Cu - A
(2, EOREBTIZEIFE L TRV, SARS B L DRk
B> LBZHLNDHSARS B 3RIE LR 1-9R
BEA & > 7 103 Bl & EftdERES & U TR,
S b, SARS BH L OBEMMNEL ol E L
HNBBIDHBED AL v 7 ThHDH 50 Flbstgs L
7o BTOXGE DL EDTA MR M 2RI L,
D TEOOBEC & o ThBk & Mo 724, &
R, kL, MER25 45 A DNA ZHIH L7z,
xR0 Mm% KO ELISA %= THSARS-CoV
PEDREZAT o728 Z A, 103 BIOBEMIERIES
. 16 BIOHUEIEIES & 87 BIOFUREEMES 4D
il PiEBEEE L SAR-CoV 12 L7z 233
fE L72hroTz Ll L, SARS ¥ 44 Gl & T
SAR-CoV IEFE60 B). Hikfates 3 b
2725 SARS-CoV IZREHE LU 7z SAR-CoV FEmL
REBHGTHNE LTH-oT,
TUTNIBWTE, MBL 71 %— & —fiR
D-550G/C, -221T/C & +4C/T (FhFh H/L, Y/X,
P/Q variants L FEIZND), =2 V2 1 @ 230G/A
(A/B, codon54)23EFE SNPs THY, ~NFus A
X HYPA, LYPA, LYQA, LXPA, LYPB o 5 fffHI=
FRE SN THMIFER I CTH S Z LB bh
T3, LYPB 264 5B BITERERATY O~v—%
R T E e\ oz MBL BEIXE L <& 42
b, F7o, LXPA [ZIEHE R FHEED MBL %k
T5H0D, fH MBL #E X HYPA, LYPA, LYQA
EHBLUTERNZ ERFHNTND, LoT, 4
DN BT LANERGETHREFTTHE, YX & A/BD
2 1 Pr o SNPs @ & iz ¥ A % PCR-RFLP
(polymerase chain reaction - restriction fragment
length polymorphism) ECIRET HZ & & LTz,



PCR 794 ~—¢& LT MBLs (5- ACC TGG
GTT TCC ACT CAT TCT CAT -3) & MBLas (5'-
CCC CAG GCAGTTTCC TCT GGAAGG -3 %M
WTY/X & A/B®D 2 HFETD SNPs L& A& 1 623bp
w2 L DIEEL, HIEEY % H REEE Bl <
ML U= RIZ T e — AP VERIKEN 1T & YIX
540bp & 83bp IZYIEF B DTt L X il
T2 623bp DEFTHHZ L EFALT, YX D&
IEFRIMIE#1T o2, £-REEIC, PCREIEEY %
HIfREEE Ban 1 THE{ET D&, A IFEIBT SR TIC
623bp DEFETTHBHDIZK L B X 536bp & 87bp I
GWrENsZ EEFA LT, THr—X S VBRI
T A/B OBEFRHELIT o T,

C. #%R

SARS JEW] 44 B, HEfkIERAEE 103 F, FeHEfihE
50 B CHRBIFERE R 1ITTT, £z SAR-CoV
YL 606 & FERLE 8THITEL N RER 2
Rt Wiy, BRERRPoT,

# 1 SARS JES - BEFRFIEFRIE = > b o —)L - FEHEHM
oy he—ABEZIBIT A MBL OBRFEIET UL

B
SARS Controls
with without
cases
contact contact
(n=44) (n=103) (n=50)
MBL genotype
YAYA  19(43.2%) 31(30.1%) 19 (38.0%)
YAXA  12(27.3%) 39(37.9%) 11 (22.0%)
YAYB  6(13.6%) 23(22.3%) 11 (22.0%)
XA/XA 3 (6.8%) 4 (3.9%) 4 (8.0%)
XA/YB 3 (6.8%) 5(4.9%)  5(10.0%)
YB/YB 1(2.3%) 1 (1.0%) 0 (0%)
MBL haplotype
YA 0.64 0.60 0.60
XA 0.24 0.25 0.24
YB 0.13 0.15 0.16

# 2 SARS-CoV e & EMYLE IR 5 MBL
OBBFEET VNEE
SARS-CoV
Infected Uninfected
(n=60) (n=87)
MBL genotype
YA/YA 23 (38.3%) 27 (31.0%)
YA/XA 19 (31.6%) 32 (36.8%)
YA/YB 9 (15.0%) 20 (23.0%)
XA/XA 4 (6.7%) 3 (3.4%)
XA/YB 4(6.7%) 4 (4.6%)
YB/YB 1 (1.7%) 1(1.1%)
MBL haplotype
YA 0.62 0.61
XA 0.26 0.24
YB 0.13 0.15
D. E%

AR FAANZBWNT MBL ® B 7V VOEEX
012 £ WVWHMEDB L 0125 LWVIHREELEH Y 5
EDFHA DORBOFKRLIFISATTHY, TEHE
DD 0.13, b 2 0.135 LW H#HER L LRAZETH

—F. RXREFTLAANTOX TV IVOEEITRED
R Bax DRFDHOTTHEN, £0.25 &)
MR FH DD 0.2, LR DD 0.14 LW HFERE
gL TROREENmWEEb s,

Fx ORI BTV AL XTIV EBIZ SARS
FEIE. SARS Bk &l OBEIIFED bhvidol, L
L., BEEORE 1)D SARS FEH 569 Fl, =2k
1 —/L 1188 il AL IR D 2) D SARS FEH 352 41,
oy hu—)L 392 B, FEEOHE 3) SARS JEF
17961, = br—L 2004 (WFhb=a bo—
T —RER) LU T, SEFERA DR E L
R AN SARS BFH - BIEEIIEDFERT TR0
Z &, MBL OBEHEE L SARS OBELY &
ETHHDTHARY,

LaL, MfMF MBL ORESRIGIZIEVNZ &2 F
HBENh5D YBYB, XA/XA, XA/YB &9 Bin+H
EETHLDEE LD L, SARS FEFIT 7 H#i
(15.9%) Izt LEfiddERIE= » e —A T 10 #l
(9.7%). SARS-CoV E¥E T 941 (15.0%)%F L FH ek
YuT 8 1 (9.2%) &, SARS JEFITH SARS-CoV



BLETHLFOEEREVVERAABNS, N
LATIHMOT TN TTae—F—%R
ThHDH X TINVOEERELS, XhTAAEHAT
MBL DE{FE L MBL oI E o REE R~
MBI EL R, LoT, A%, SRExEE L
FEGF O M > MBL B E 4 EEIZEIE LT, MBL
BEFELE OBEAER RS & L biZ, SARS BEXR
SARS-CoV ¥ & MBL RE & OBREZ BETT 244
ERbbdEBEbhi,

BE R

1) Ip WK, Chan KH, Law HK, Tso GH, Kong EK,
Wong WH, To YF, Yung RW, Chow EY, Au KL,
Chan EY, Lim W, dJensenius JC, Turner MW,
Peiris JS, Lau YL. Mannose-binding lectin in
severe acute respiratory syndrome coronavirus
infection. J  Infect  Dis. 2006  May
15;191(10):1697-704.

2) Zhang H, Zhou G, Zhi L, Yang H, Zhai Y, Dong
X, Zhang X, Gao X, Zhu Y, He F. Association
between mannose-binding lectin gene
polymorphisms and susceptibility to severe acute
respiratory syndrome coronavirus infection. J
Infect Dis. 2005 Oct 15;192(8):1355-61.

3) Yuan FF, Tanner J, Chan PK, Biffin S, Dyer
WB, Geczy AF, Tang JW, Hui DS, Sung Jd,
Sullivan JS. Influence of FegammaRITA and MBL
polymorphisms on severe acute vespiratory
syndrome. Tissue Antigens. 2005 Oct;66(4):291-6.
4) Madsen HO, Garred P, Thiel S, Kurtzhals JA,
Lamm LU, Ryder LP, Svejgaard A. Interplay
between promoter and structural gene variants
control basal serum level of mannan-binding
protein. J Immunol. 1995 Sep 15;155(6):3013-20.
5) Song le H, Binh VQ, Duy DN, Juliger S, Bock
TC, Luty Ad, Kremsner PG, Kun JF
Mannose-binding lectin gene polymorphisms and
hepatitis B virus infection in Vietnamese patients.
Mutat Res. 2003 Jan 28;522(1-2):119-25.

6) Loke H, Bethell D, Phuong CX, Day N, White N,

Farrar J, Hill A Susceptibility to dengue

hemorrhagic fever in Vietnam: evidence of an
association with variation in the vitamin d
receptor and Fe gamma receptor Ila genes. Am J

Trop Med Hyg. 2002 Jul;67(1):102-6.



A BRI RMEN S (TR - BRBEYLEDTRE )
SHEMRRES
FUXFT L HEERE (Angiotensin Converting Enzyme : ACE) DBRAIZHIDS ACE DFEHARIZ
Bz HEE | BEIEAMMELSSERERE (Severe Acute Respiratory Syndrome : SARS) & ODBEE

Y MIES (B SZEBE R v & — W FRpTRR 28 R AT F0 8T
SyHERTIEE BREA [E S ERRE R v & — ATk as R AT T

tHERT [ S E R E R v & — BT R 2 IR AR ZE

A8 R [E L ERER Y & —HF AT PR 28R A ZEET

NS E L ERERE Y & — PR 8RR AT FTRT

PN HR KPR B E F R AR B G P NSRRI T HE
EENTEE A E EyERERE S —
MARE

BEEIZ . b F A0 SARS AHEEIC I\ TIEERLR MAERE & ik U CIEBER MERE Tid, ACE &fr
7.0 Deletion / Insertion (D/I) DD 7V L DEENEEILE N L #H®E Lz, D7 VD ACE DR
SHFTH Y, FRICELS T VAT DOERAOHEMEN LT, SARS BEMICEEEZEZD LV IR
WA TET L LD ThoTo, SEEL. ZORO—EERIET 5 BRIZ, /I ZRBR~T ofEE&HhTH D,
prk v MRS LM (HBEC) 45 /. #EE b EEERIRMILE R MEE (HUVEC) 6 7V, t + A
mER (WBC) 3 B> FAEMA LT, o7 An bt L7z total RNA DHIZE E4L 5, ACE O mRNA DRETLE
AR 5. D/I SEUCOWTO D T U L nRNA DFEIREL D/ (D+1) &, RT-PCR-RFLP #EIC K W BIEL
2. D7 U ADRBEREOEHT, WBC @ 0.61 {ZxF LT, HBEC X 0. 77, HUVEC {X 0. 79 L A L@ o7,
SR ERRMBNE L Vo BFHCRWT S, D7 YA ACE OFERBRETH Y . D/1 £FD ACE EHIZE
% BEEN . RAICNE, EREVoERIEEDBIZBVTRENWI EBNFRR I NI,

Tk

Last year, we reported that the D allele of the deletion / insertion (D/I) polymorphism on the ACE
gene was associated with the severity of SARS. Our hypothesis is that the D allele causes higher
expression of ACE and then higher amount of angiotensin—II (AT-II) formed by the ACE D allele leads
to severe inflammation of the lung in SARS. This year, using RT-PCR-RFLP method, we compared the ACE
mRNA expression from the D allele with that from I allele in human bronchial epithelial cells (HBEC),
in human umbilical vein endothelial cells (HUVEC) and in human white blood cells (WBC) from DI
heterozygotes,. On average, the proportion of D-derived mRNA expression were 0,77 in HBEC and 0. 79
in HUVEC, which were higher than 0.61 in WBC. These data suggest that the D allele leads to higher
expression of the ACE especially in epithelium and endothelium, the sites of inflammation caused by

SARS.

A. HEREDN

BEEEE 123k & 1%, SARS DEFEILIC ACE DBEME
BINEE A 5 2 TV AR 284 Uiz, ACE i3
FEORGHED | D THEL=V-TUXFT ¥
% (Renin-Angiotensin System : RAS) DK
FTHY., TrEATFLVUIETUXEFT VS
I (Angiotensin-I : AT-II) WZE#THERTH
5, O AT-DIZiEEREHEO—F L LTom
EIFREA LA, M BRSO RAEMEDRE %
HET B A NI VRAOERND D Z 05, HF
NI 2ood 5, MEFRMEDITECRKIEM
BB & S B8 T, EIE{L L7z SARS BRE DD

RHE T &b B 2MEFER 8 FEMERE (Acute Respiratory
Distress Syndrome : ARDS) DIEEHEFDO—TH
bHAD, . ACEBEFITIIA» bu 16 {2 287bp
DOxRYFEAN (Deletion / Insertion : D/I) AN
Ho ., ZOXFEOBIEFE DD OEEEET 1T OEE
BE L B LT, RMEMIETR O ACE OBRENEEICS
WZ e, DT YNNI ACE OFBRALEZLN
B, WEDZ &2 b, T ACE BEZFOD/1ZH
DD T YNNI ACE ODEFH L Tk AT-T DY
A NhA v FRVEROHEIE A LT, SARS BAE/LDE
BETFELRDEVWHRBAENLT, XMTAADY
FNAE BT L& 25, SARS FEKARTR M ERE



L L CERBRMERICB N T, 0O D T
VILVOBENEEIZEWI ERFRENEY, 20z
&1L RAS 23 SARS D EJEALIZEE 595 ol REME & . RAS
DIEEZEN SARS ODEEEICHELY 52 5%
AEL, FOHFLE L TEZORFELTET S HD
Tl

SEBITZORREZIT T, RAS OEFZEN EE

Bl HBe 52 58F0—HEHLNIT B0,

D/1 ZEIMHKI L~V D ACE DRBLUC 5 %2 5 %8 %
WE L7z,

ACE |2/, somatic ACE & germinal ACE @D 2-2®
isoform 23d B, R L EZ LB gD M4 7 52
MUIZHRRE S RER & UTRIAL, MESCEMAE
OREIEHE LT D, BHETEICEH L, 450
BRIcEEL TN EELZLNRTWS, £, MK
I B IREAE S8 ACE D SHRARIE A & 7l U /- 4y ul iy
ACE PFIET B4, MIRF O ACE TV K

—VARED—HORBDOFRE Y MRS EHE DD,

MAERMAEF O AT-THEE & DML . EEA
REZRITH LTI,

TH, EFEIERT 5 RAS LIS L- kL~
VD RAS DIFTE L ABMEBE., 7 L TRA~DESL
DRFFE SN TV D, ACE A& WA B 38H L
TWAIZEBWT ., ARDS & - RAICKIT A1
L1 D RAS DB SRS TWB, F7-, ACE
BEF D D/1 B & KA MiR T @ ACE i & g
FE<HMLENRTHSbDD, ML~ D ACE D3
HE L OBETH LM IR TV, SARS EiE/L
DIRKEIZ & > TiE, FIORIEDE TH 5 MBS
FOE ERICEEL TS ACE R AT-TL A3t LAEHE
ThareBLLND, £ ZT4ENT, D/I SHEIMHE
ML ~/vD ACE DRI G 2 5B A2 mat LT,

B. HiE
ACE 151 D/1 £HIAT u BSOSV T,
ACE @ mRNA DRBELRIIK TS, D/IZRDOD 7

U JVH 3R mRNA DFB R A BIE Uz, Z ORI,

HMEEMKE X EEMBE (human bronchial
epithelial cells : HBEC)., & v bE# kM S
PN #AZ (human umbilical vein endothelial
cells @ HUVEC)., b hAMmEK (human white blood
cells @ WBC) &V #iH L7z total RNA Z24H L7-,

HBEC ik, EMERERY 2 —DHEBEES TK
W SN RE IR, A v & — IR ERANEL D
WHEBEORBOT T, FHICL v OIS
IPOEEUEEZE L, DNA i passage 1 fHBEH SH0H
L. total RNA |X passage 1 & 2 OfIfasHHH L
7z HUVEC {ZAHSZ L 7B LB b difR o 12 4
VNV EREFE LTz, DNA & total RNA O#fH X, HBEC
EREI UG L FETITo 72, WBC I20oWTiL, &%
ART T 4T 1080 HRBIMEEE L total RNA
EDNA BRI U7z, £ TOH o iz onThd L
T DNA Z VT RITEE O & [F UFHEIZ L D ACE

BIRFDODIZEBDE AT 2{TV, BIGFEIN
DI ~T S L HIE SNz 7z o0, B
TOREEIT- T,

ZOBELAEDRED OERRE—HKE L
reverse transcription (RT)- polymerase chain
reaction (PCR)- restriction fragment length
polymorphism (RFLP){ETITo7z, £ k1612
BETHD/1BRDE 2O T U LD mRNA D5
2. D/T B LT E 2/ EE R A OBMRICH 5
TV 15 [ZHFET D A/G D single~nucleotide
polymorphism (SNP) (rs4331) Z354E - L7=, D 7
UNVILSNP D AT T U ViE SNP 0 G & IEGAR T ¢
»H5B, 7TAv—{Z random hexamer #{E -7~ RT |2
£V, total RNA % cDNA &AL L7z, #5< PCRIZ
. =7 V15 OBEREES ETA/GSN Vb5
R SNTZEH T T A ~—L . =7 V17 kiZ
et Lo, HEX BAEZCEM UBHE T I A~
—ZEH U7, PCRE®O RFLP (2%, A/G SNP 1233
WT G ZETEFZHIL L, A ZETeEIITHEEL
IRV BRE%ESE Hae O & Uiz, A & 0B 0 PCR
HNEEMIT 242 bp, G ZETelCF 0> PCR HEIRBEM I
FIFREEREGIZ L D, HAERER 7T ~—D
133 bp &, BIEAFRDORNE D 109 bp & 7425,
RELP % > PCR & E ¥ 1% polyacrylamide gel
electrophoresis IZELVEEL., 1 A7 F 74
P—2AWTACFERHELT, &7 ) LVEEXD
PCR IR EY DR NE % JIE LTz,

C. R

R U7 DNA @ ACE Bz FD/1 &R E Lo
DFER. BIEFRD DI ~F AT, HBEC 100
Y TNADH Y 49 ) HWVEC 12 B2 7o
3B 6% TN, WBCILOH L FAD5E 34T
Th-oTz,

RT-PCR-RFLP-PAGE M B2 INT, 242 bp D/
FO#EIEEIZDNADD 7 U /VE 0D mRNA DI EIT
T HOT D) & LT, 133 bp DA ROEE
B I 7V ABEIZSTS0T 1) & LT, ACE
D mRNA DB E2RIIRTT2 D 7 J LE K nRNA D
RMELE D/D+]) & LTEH LKL, FORE,
HBEC @ 9 H > F/L & HUVEC D 1 > 7 )V CRIE
D U TED o 7o, JBIK & LT RELP DL RED
ARRMENRE L O, TRHDY I ONTIE
Hae T & 132, SNP(rs4331) @ A %5 TeEL5 D PCR
EEMZML LT, G 25 TeB 5D PCR EMITHE L
72UV RRE%ESE BstAPL % AV C [E)4% 0 RFLP-PAGE % 1T
77, HBEC D 542 F)L & HUVEC @ 1 % > 7Tl
FEEEL D/(D+D B2EH L CTEL R 2B AFR &
s, FLAS D HBEC @ 4 B> T AT DT
FBFRTE holclzd, 20 4 4 7V 3HES
BN LT,

D7 U)VEIRD mRNA DRI B NEH L TEW 2
LR CTEZHBEC D 54 7 & HUVEC D 1 >



INEEDRR T, YA BOREEDOE
¥J5% HBEC 1% 0. 77 . HUVEC {X 0. 79, WBC i 0.61 T
Hotz (1), WBC OFERITIBEDRE? (ZUTpl$
BHOTHY  FRIZK LT HBEC % HUVEC O#ERIZ
BN RREENE T, BREENEHLT
B ViE, D/T SRILISN OB B D TRk
NHDEDOT, ZNHERINLUTES LR, Z0%
B H FNEOEET HBEC A3 0. 75, HUVEC 23 0. 76,
WBC 2% 0.61 T#H V. WBC &Lkt LC HBEC & HUVEC
THEREERLXEL o7,

D. B

ACE BIz¥ D/1 SEI~T u Ao T V Vi
A nRNA FEHLBLOMSHI AV Z DERRIT,
Rl—&M0MIaER O nRNA OB EZAIET S
DT, nRNA DERFIC 52 288 L LT, TV LDE
WS DR DBEROEEZHN—EBTH D, TR
b ACE BinF 7 U VR nRNA ZEIREDE VT,
D/I &RiAEEHTT VIVEBEOHMEDENE XD
TEMIIRKBTDEELZLND,
AEOWBCIZEITH DT VILEGERR nRNA DRAE
i, @FEOHRED B L, Fhizxst LT, HBEC
& HUVEC DFREBEIITHALMIE N -T2, ACE Bin
F D/1 &5 ACE BELUIZ 5 2 5 BN, [EX LR
RMERNEK & Vo ZRFTICEBWT, ZhETIZEZR
LR TWZLL BT KRE WA RSN, T7R2b
5. ACE {EMEOEAZET, BROICNE, EREW
STEREOEIZEBWTEY KEL, D TILVERT
HEAIIACED LV EW BB A UCARDS 2B L

TWAZENRBRING,

2004 EDF A DHWEY D%, ACE BimT D/1 £
& SARS O EIEE OBIEIZ HWT ., FEk D BE L x5
HEHTHRIT D, ZORETIHEEIITENT
Hot®, LrLoREICLDE, vV RADOEMN
MEEETT VT, ACE BBFMN/ vy 77U Mahiz
< U A TR OBENER L, ACE2 BBT0/ v
T REN- U ATITEEKLL, EHIZIDHE
FEALIT AT-TI D L 77 —DRERIZL Y ME Sh
724, E7, SARS DFRFAETH S SARS amrF U A
JL A (SARS—CoV) O spike BEIZ X AWIKIT. v A
NALEFH—ThhHAE2 ORBEELET I F
ROVBEENM Lz, £LT, ZOEELD AT-T L&
FE—OREFRICL VIHE NS, b AT
IX. RASIZHSVNTACE & ACE2 DT L5 L ANEL
AT, FNHICL > TEOFHGN SN TN D
AT-TII, ZD L7 H—%N LT, MKDOEEIC
BEPEZ D EWRENTL, ¥z, UANVALE
7 — b L TO ACE2 [T SARS-CoV & H54E L 7-85 RAS
DOD—BE LT AT-IDBIIEESELXLZ LIZLED
SARS DAMEFEEDEIELIZBEOL D Z & NTAR S
Nz,

B DAL, RAS A% SARS O EELICEE TS
AREMEZ R RFTHHOTHY, —EDOFE 4 O
7ok BT RAS D{EAZEN SARS DEHEEIZKEL &5
ZAHAREMETHE LTS, 5% S SARS HAEILIZEE
15 RAS OFZBIZBH LM LTV ETZL,

1
094
08 i
D/(D+]) i
074 .
0.6-
0.5
HBEC
n=45
iy =077

HUVEC WBC
n==6 n=3
E4y =079 F1i9 = 0.61

1. B9 TLORBHODHE. Yo TVBOTEYERT,
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SHEERES
AR ALIZIT D L-SIGN DRIBRIZERY & SARS EfE{L oD BE
KR E L ERER T o F — R MR 285 B 28
SERrRE BREA E S ERERE T 7 — R R R A RFZEET
Tran Quy Bach Mai Hospital
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THFERT E S ERERE 7 — TR 2R R AR 20 E
PR EHE E L ERER T & — TR 5 B 7R
RTEE E L EBRERE ¥ — R R 2R R AR 20
FEEAFRE HAREZ EERERE - F—
WREE

SARS % SARS—CoV DYz L 0 BIET D BLETH D . ACE2 RNV ANA LT H—ThdH, L-SIGN H
ANALETEZ—L UTH TEEENRE SN, F/2, L-SIGN BLEFIZIFZIZ VY 4 I WIR 355 Z &
DEENTEY . ZOZEOREESEN SARS-CoV ORISR L TIEHMTH S = LM &N, 5H
Fx L, ZOBEALE & SARS-CoV B DBE & N b A ADORREE BV CTHRET L7z, SARS FBEEE 44 61,
SARS AR & it U7=2338E LR Do To IR IERER B 103 Hlaxtg & Uz, BERIERMERFIIP SARS-CoV
PUEDAEEIC LV | RIRIEFIERTE 16 5 & FERIYLERE 87 BTy h L, SARS RERE L BILIERIEERHLZED
ﬁf@%%ﬁ&bf\#@%%ﬁ&mﬁbtoﬁ%%®*%mibﬁ/A%%ﬁb\%R£ B/ IS (i
RSB DRMIERIT T2, TOFRER, XM T AANORETIE, SEFESED SARS-CoV BEYLIZX L THEGHET
& éﬂﬁﬁ&iwu&) 62’1’7’;[375"3 7,:'_0

JECOER

The SARS is an emerging pneumonia due to infection of the SARS-CoV. The L-SIGN, a novel C-type lectin,
is possibly one of the virus receptors of SARS-CoV and recently it was reported that the homozygosity
of VNTR on L-SIGN gene exon4 plays a protective role during SARS—CoV infection. Here, we assessed
its effect in Vietnamese SARS cases and controls. The polymorphism was genotyped in 44 SARS cases
and in 103 healthy controls who had not developed SARS but had a contact with the SARS patients. The
controls were separated into two groups that were anti—SARS-CoV antibody-positive group and —negative
group. The antibody—negative group was considered the non—infected group and compared with the
infected group including SARS cases and antibody-positive controls. The frequency of the homozygotes
of the VNTR in the non—infected group was not significantly higher than that in the infected group.

A. BIEBH

2003 £ RANTHRAT U= EIE R VEFER IHEE
Bt (severe acute respiratory syndrome : SARS)
IX. SARS coronavirus (SARS-CoV) 3% D EIER
wmELTREEN, ZOHBTHRNIZ,
angiotensin—converting enzyme 2 ( ACE2) M
SARS-CoV DT A NALETFHZ—-DOEDTHHT
EREENT, &5 2004 FiZiE, liver/lymph
node- specific ICAM-3— grabbing nonintegrin
(L=SIGN) ¥, SARS—CoV DA NV A LT HZ—L LT
1) < FTREMEHRE Sz (1), 2 < DU A VA REYLE
TiX, VANVALETH —EEDOREBICBWTEER

2B & B3, SARS IZOUV T, ACE2 % L-SIGN
DEBERIFENG L L>TND,

L-SIGN #&f&Fi% dendritic cell-specific SIGN
(DC-SIGN) L BRI A BIEF L LT/ n—= 7S
N, BEWIHEEERST 713%, FERINETI /8B
B TiE TT%DRRENED B 5 (2),, L-SIGN & DC-SIGN
LRKEI, CRIL 7 F N2 E SN D, DC-SIGN (148
WHRIZRIR L TR Y BYORBREORME & ME.
BB OBEECRESE, BRI S T U 2/ BkOF
HYERAIWCEDLD Z R mbTn3d, —5 TL-SIGN
X, FFIBOERANE AN, U 38, 2 Biffile Bz
i L RO MBENEMEIZB W TRIRALTWAHZ



EVFER S (1, 3), THBOEIRTIXY v/ BRIl
FEIZBEET A AHEENHE I TS, £/ L-SIGN
{Z Ebola virus ®° Sindbis virus DA VAL &7
¥ —T&H B A REM R, Human immunodeficiency
virus—1 X° hepatitis C virus & DFESENRDH D Z
ERBEINTVWS, LirL, U/ VAL Z—
LT, BHVEERGEE L TORELEDT,
L-SIGN OH$BEIX 40 1T ITMEIH STy,

L-SIGN B1a 7 i %l ¢l 19p13. 3 (AT L.
8oDxT Yy VU NHEET LN, BBEEN 5 mRNA D H
HLEBEREDFT IV 1I~T DT DDy YT
B¥T35 (2,3), FERENZZ o7 i%, NEOE
@iy Ry ThD, N RIBRIEEKES ZHBRYE
lizZe& ML, REBEENAE &R TR, neck
fBi & carbohydrate recognition domain (CRDs)
DN TWND, F/o, neck flkZ 22— FLTW5&
BADZY V2 4T 6 RO B — R H Y,
BN T 23 T B0 IR LESIE 2D,
L-SIGN [ IHMEIRE E T4 BB EZTER LTV B EELD
@), TIBOMRYIE U LD ERAEE
4 BEOEMRIZEBRL TS EBXLNTNWS, &
HiZ, =7 V240D — MLvariable number of
tandem repeat (VNTR) TH A Z LR HE I TEY .,
U E— MEERH VLB FRIO Y ©— FOEEDE
WS 4 BERTERONECHEEIIEEBE 52 T3
AEEMNRE L BN TVD 1),

T L-SIGN B {517 V>’ 4 D YNTR & SARS-CoV
Rk & OBBRHE ST (6), ZoHEICE B L,
VNTR & 95 8.0 BT 1235\ > T SARS-CoV ERu 7
L LTy b — VBT, WIR O FREiEESM
DEENREP->T., S HIZ, HEMRE AWV
SARS—CoV YL 52HR Tid, VNTR 2SR EIEESE DML
AT OEAEOMIL Y & SARS-CoV & DA HEMN
mmnrolc, £LT, SEESEOMIZIE, vA LA
EFREB LTI DE U RIGMBRIILD A NVAD
AMEIZBOTHEN TR Y., AR trans &Y
1R T, Bie Z 0 VNTR D R EHEE AL SARS-CoV
BRYHEPIMETH D Z LR EN T,

AE, F2IIN Mo EOEBRIEFEFR TE LN
7o MRS & BRIRIEH & fEAT L, L-SIGN i 1= 7
¥ 4 @ UNTR & SARS-CoV & Ye<° SARS HIEAL & DS
EARF LIz,

B. Hik

2003 G20D SARS DHFAFATRFIZ, N M AR
VNTWHO IZ & B BEFORBEFLNEIZ L - TSARS & 21T
SNTIEFNTZ 62 HITHY  FD D BT LIz 5Hl&
AR FANTIERWD 3B EERZ 54 FilD H 5| EiE
WEAREBEREBON 4 FINKFRIZBIM U, 5
PUREZRIZ 0 SARS BEA MR L CW iz, # o
REEICEIE L TRD . SARS BE L O b o7 &
EZDNDM SARS BRIE LR TRRAL v 7
103 Bl 2B IERAEERE L LTS LTz, 2TOX

BLEPORMEMATER L, EBOOBEIC L > Thke
M550 7ok, BRSNS/ A DNA Z i LT,

Ext&omig%E . HRD ELISA B THL SARS-CoV
TEDORIEEIT oo & Z A, 103 FlORERIERIEE
BEIE, 16 BIOHLREMEERE L 8T BloPiibram ARt
Wiz, 16 BlOTEBIEEFEIL SARS-CoV |2/
e U BBIE Lo - LHIMT L, SARS BERE M
%) & ffE T SARS-CoV EHHHE (60 #1) . 87 Fl DA
Fe A BT > 7= Y SARS-CoV 12 e L 72 d»
o7z SARS-CoV FERYLEHE BT H)) & LTHSEL
Yool

F 72, SARS FBAERE 44 BlE EEE THRE LIRS
bR ES LTz, WEEEEE D8 & A D Fik TR
FRIEDOEBMEIAZIZ LT, hEIERE & BERICS
HLlZ, FhFh 26FoTho7-,

L-SIGN i&fxF=x 7 V> 4 @ VNTR OELHEIT. 1B
BIZHE ENIZFEZEST- 3), & TAanh
fhH X A7z 4"/ L DNA %> & VNTR 818 % PCR THIlE L
72o DNA @ VNTR SEI & X X te & S IERREH SN2 7 T
A4 =—F v ; (5 -TGTCCAAGGTCCCCAGCTCCC-3" |
5’ —GAACTCACCAAATGCAGTCTTCAAATC-3’ ) & TaKaRa
LA Tag 24\, 1EESMIF94°C 570 & 68°C 14y
iz 40 oA 7V & Uiz, PCRIBIBEH D1 XY
E— MEERO LR B2y | Y e— NEERID
7 U VHISRO PCR EMEREY)IL . 5B U B — i 440bp,
6 | E— ~iE 509bp, 7EIY E'— hiX 578bp, 8 [H]
U B — NE647bp, 9[E Y &'— I 716bp 725, 2%
THa—RF NV ERWZERKENC LD BB L.
ethidium bromide IZL VR FEBHLT, U bt—
NEE A HIE Lz,

C. &8

SARS FREFE & BEALIERIELBE, X D IT SARS BE
BIXEEEICL Y, BMIEREEHITEOEEC
LRI EEED, VE— MNEIEMOT UL L E
B, TLTREHESBEOANEEBEEYR 1ITTT,
BRI R ESTUT LY . SARS-CoV DL FE & 3E
BB BIIBEDRRER2IRT, ED 2
HEOHETYH, BEERELNR) 2T,

D. £%
SRIOERNPLELNE N R4 AD L-SIGN Bis
Fr7 Y 4OVNIR DV E— MEEOHAIE, 5 [E
b 9mY E— hOEENE/LRY TEIY E— R
BROLHEENEL, 8 MY ¥— MIFo<8l8sn
Rholc, ZORERITEIZHRE SNIZFEADO—
ay ba— VEMOFER (65) LaflL, BlowEn
Caucasian O—fg =12 ha— VEMOFEE (3) L
BLUTHERN L (1),

Chan & D ¥4 T, SARS-CoV BLYLERE & bl LT
2y b a— VBT, WNIR OB EHEE M OEEN S
Mol SEIONR NFLADY A E R R



FTEH, FO L) fEREFBEINR» 5T,

— 5. SARS BEREIC W TR EER L RERE S
e U AiE, AEETRVWLOD, BERDOS
WREBESHEOHEENBEVER NS bz, RE
BEED L-SIGN I~ToEsSE Lt L T,
SARS-CoV & DFEEHE & AEREDSmWNZ & h b, SARS
BIEHZDO VA NABRIIN LT, REESHED
L-STGN 23MEHLME I T T BE b 2RIk LTy
HABEMENREZ NS,

SEDF 42 OETTCIL, L-SIIN BfzFxr V4
? VNTR DR EFESHH . SARS-CoV FERULEZRETE
WEWIHIRERIZBONR o0, ZHiER A
ANV TVENRBOENTHWDZER—REEZ D
N3, LHL2Rb6, ZOBGFEROFEEESE
2% SARS OEJEALIZHR LTI TH D & vy H ReE
TINETIZRLS, BREBEWERTHL EEZ DN
Do

1. SARS BEBE L BAZERERHO Y ¥ — MO T7 UV VEE L, REESBOEE
SARSEEH e RiERR &Et BEIWEY
h B 280 & ik (+) - B thE A (5) Caucasian (3)
Y — B n=22 n=22 n=44 n=16 n=87 n=103 n=147 n=380 n=350
3 0 (0 0 (0) 0 (0) 0(0) 0(0) 0 (0) 0(0) [ R()] 1(0.3)
4 0 (0 0 (0 0 (0) 0 (0) 0(0) 0 (0) 0(0) 0 (0) 25 (3.6)
5 4(9.1) 6 (13.6) 10 (11.3) 8 (25.0) 22 (12.6) 30 (14.6) 40 (13.6) 102 (134) 202 (28.9)
6 5(11.4) 1(2.3) 6 (6.8) 2 (6.3) 10 (5.7) 12(5.8) 18 (6.1) 37 (4.9) 86 (12.2)
7 28 (63.6) 30 (68.2) 58 (65.9) 20 (62.5) 113 (64.9) 133 (64.6) 191 (65.0) 530 (69.7) 377 (53.9)
8 0(0) 0(0) 0(0) 0(0) 0(0) 0 (0 0 (0) 0 (0) 2(0.3)
9 7 (15.9) 7 (15.9) 14 (15.9) 2 (6.3) 29 (16.7) 31 (15.0) 45 (15.3) 91 (12.0) 7(1.0)
FULE (%)
RERSHE 9 (40.9) 14 (63.6) 23 (52.3) 7(43.8) 39 (44.8) 46 (44.7) 69 (46.9) 209 (55.0) -
A %)

3% 2. SARS—CoV DRRILFRE L ERYLETED, Vv —

NEEBIOT VNEE L, REBESEOHEE
B ER Ed 8y
YE—kEE n=60 n=87
5 18 (15.0) 22 (12.6)
6 8(6.7) 10 (5.7)
7 78 (65.0) 113 (64.9)
8 0(0) 00
9 16 (13.3) 29 (16.7)
FULB (%)
REEEE 30 (50.0) 39 (44.8)
ABC %)
23 SCHR
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SARS-CoV DIREHE D 5 BT, SARS ZFJE L7V, 3E L THBEICKDL A, £ U TEELT 610
GIEL, BERIZSARS DU R 77 7 Z—NEHETHAHEENRB L DN TS, S, Fx L HLA & SARS
S60E . EIEALOMEA N NP AADY I AE VTS LTz, SARS BBEHE 44 I, SARS ABF & 8 L 7o)
B U7 o T B IESE AEHBE 103 . SARS A & OEARBEN ARV IEE v b e — LB S0 Bl R & L
7o, ARPEE LI LR 54/ A DNA 4 L, HLA-A, B, Cw, DRB1, DQBL iZ D\ TEARFEH
EHIFoT-, SARS FREEE L HEMMIERIESTE L DB L. SARS AERE L IR fa Y hu— LR L ORI THE L
7o & T A WFROREIZIW TS, DRBI¥I2 D7 U VS A SARS BEHETHEIZE <. DRBI'13 OHEMN
SARS BREBECHEIZIED > 72, DRBL*13 (DO S DEBYHEIC BT HIEFME & BB# T 5 Z L A WES
TV . SARS [22W\ T H DRBI*13 1X. 8 EOBEAIESIMER T Ch 5 AIREMEL /R STz,

We have hypothesized that genetic predisposition influences the progression of SARS. This time, the
HLA-A, B, Cw, DRB1 and DQB1 loci were genotyped in 44 Vietnamese “SARS cases”, in 103 healthy “controls
with contact” who had had a contact with the SARS patients and in 50 “controls without contact”. The
frequency of the DRB1*12 was significantly higher and the frequency of the DRB1*13 was significantly
lower in the SARS cases than in controls with contact and than in controls without contact.
Particularly, it was reported that the DRB1*13 was associated with protection against the HBV
infection and the malaria. Our study suggested that the DRB1*13 was one of the protective genetic
factors even against SARS.




A. TFEREN
BEE AR 2HEEEE (severe acute respiratory
syndrome : SARS) i SARS coronavirus (SARS—CoV)
DRI L0 BIET D FTERIMETH B, —M%IZ,
TANARMERB T, UAVADFEME (virulence)
DEV, VA NVADRER, BYL— Ne SR
REEEICHELRITTEBLHND, L)L, 2002
E B 2003 2D T SARS OHRAFEITICI WY
Tid, PFEILEEZRS L, A—#H»bAEk L
SARS-CoV IHEFUZIEN o Te & EZ B, EHICEE
DRWBETN D L BB ERMOPTTH, FIEL
RVBIHG BEIE L THIRIED F F BRI B4,
U TRk GO IZ YT LBUER AR HEIZ /e 2 Bl %
THRIK S FAE LTz, T 72t SARS DORIERCHEIE(L
WAEAZENRD Y, SARS-CoV DIFFMEDENL D &,
B ERNIRAE L EIELD V) AT 7 7 7 Z —WNEET
HAREMENE X BN D,
HREFATREOFE FR R0 b, EER, R
. DIRAD, BEMOFERBRDOIRI 77 74
— s LTHE AN, FO%, BRI 2777
7 B —IZOWTHIRET SN TI Y | Human leukocyte
antigen (HLA). Angiotensin converting enzyme,
2’ ,5" -oligoadenylate synthetase .
mannose—binding liver/lymph
node— specific ICAM-3- grabbing nonintegrin. Fc
v —receptor IIA DERAIZLALDS SARS YL, J&IE.,
BIEGICRE LR 5 X AFREENRBREI LT D
HLA (3% DAM/RTIE Y (I B MERR EmHu &

LTER IR, T MRA~OFFEIRR &V )
ISERFICIERICEBERRE M S LRAMKIC, B RO
TEHBESMEE A (major histocompatibility
complex ; MHC) ThH V., BB O~—b—oF L L
THRELTWD, HAWFZ AT L7 TR IT D 2F&
Bl b, 7 7R 1 5FIZik A, B, C (dify
7R 1), 7511 45FI2iX DR, D, DPiJl‘&)D
77 A1 /\%O)%Iﬁ‘ EFEAEDHMRERIZ 27
%héﬁ\7?XIP“¥®%ﬁiﬁ§ﬁé%@ 5

B'ﬂHB@ ﬁr'ﬁi'ﬂﬂﬁ@ S8 = Ay /J: L@ b
6bbfi%6 é%ﬁ%m3wm4m%br‘
FE$ 2 MHC S BB TR H 5, HLA IBRENE
BMEARE S SRMEIZBATEY, ARIC L A5
bV, FAEISECBEREEND A,
< OEYYE, B, B OREREBGR SO T,
HLA BRFDLAM L EBOBEBIFRE I TE /-,
SARS & DEREIZDWT b BRI KT 5 B2 MR
FitEERT HA 7TV VOFEERREEI LTINS
(1-3),

SE, FrEN ML EOEBERMETE LN
To MR & BRI 2 AT L, HLA 0@ {rry £
& SARS & DREIEERET LTz,

lectin .

B. 5tk

2003 £ED SARS DOHFRAFRITIFIZ, X b T AIZE
VNTWHOIZ &2 A HRFOFREEUEIZ & - TSARS L 2
SNTIEFNZ 62 B TH Y ZDH LI LIZ 6 Hl &
NPT AANTEHBRD 3B ZERWZ 54 FlD 5 b EE
WWEAREBEEREON 4 FINAZICEM LT,
SARS BERE 44 Bk X Bz, MEEEORE L [FEED
HETIERBRMEOAHEAIEIEIC LT, P~TEIEAR
FREE BYEAFEBIIOM U, BeELIZ LV SARS
RRYL M ER LTS, £ OmBRICES LTk
D .SARS BE & DN H o712 L E % LA A SARS
BIRIE IR0 ToIRmBEA Z v 7 103 61l & 133 iE
FREL UTRER LT, SARS B3 & OBl 72\ Rl
DFEEARAF 7 50 FlEk It bo—ngEe L
TR LTz, ETOXNRENSLRMMAER L, #
DB & o TilnBk & g5 25, Bk 5 4
/ I DNA ZHhH L7z,

HLA locus @955, HHA T T X 1124 ﬁéhé
HLA-A, HLA-B, HLA-Cw &, HEM 7 5 R MICHEE
1% HLA-DRB1, HLA-DQB1 |Z D\ T B {n 7T 12 %17
> Jz . Polymerase Chain Reaction (PCR)-based
Microtiter Plate Hybridization {& (JBzkSUdEeRE=
SFE) BV, ZDOFETHLA ORIREEHRZ2 N
B &2 > v T, PCR-based sequence-specific
oligonucleotide probing & (ONE LAMBDA, INC) X
I Sequencing-based typing {2 & 0 BV E A1T - 7=,

C. %

SARS #f 44 ], Iz v N o — UEE 50 FllT &4
[ZBWT, HEMRTH D HLA locus DEIEREE L
Tro BEfihiz s R — ) LEE 103 HiF 3 6T —ER D ELY|
ENHEE TE RN T2z, KO H> 6 RS
L7,

WA 2 Z 2 1 @ HLA-A, HLA-B, HLA-Cw DELR] oD
TIUINKECEEEAR LI, HHRM 7200
HLA-DRB1, HLA-DQB1 OBYBIDT U Mk L A3 2
Wt TUNBREDOEEEMREL, SARS BRERE &
BEAIEFIEEBE L DO & | SARS ABERE & FERE =
ha— & DR TITo 17,

2BV OO LBOWTRIZIBWT S, DRBIFI2
DT Y NVBEEIL SARS BER CTHEIZAL . DRBI*13
DT UNRE X SARS BEH TAHEIZIED - 77, B48
DT VVEEEEX, SARS BERE & HERS L e —L
BHEOMTHEBLIZBESD SARS BEH TEEILE
<. DRB1"14 ®O7F U VAR X, SARS BERE L fefihdk
FIEEREL ORI TR Lz & D SARS BERTH
BIZEM» 7=, B'51, DRB1*04, DRB1*08, DQBI*06 O
T UVHREELL, SARS BBERE L IR o P — LBt
& DR THE UG8 0oy b — VB TH
BlZ@md» o7z, HLA-A, HLA-Cw (oW T, ERID
T INBREDOHEBEZI R,



