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SARS OAOF7J14ILX

HA Xk

EU&HIC:

—WEAE1L A SR A B8 C o8 E L 72 3 LR GLE o S A il
KL, FOBRTEE, XM FL, YUHTR-NVREEREL,
5300 E DL 1 T8400% ik 2. % SiE B & K800 FEH % I L
7o TORGUE, FRESMEIFRIHERE (SARS) LI
EN, BWHEHR L EYLROE S5, BYIEE O A
o3 REERSE. SARS DK Y £V 1%, Hit
REWGERD A TOHzmauF A VA (SARS 21
F 7 4 VA, SARSCoV) TH5 I LAWHLNIZEN,
BRB—DPAFLTLT, ¥/ 2 EE0#300008 3 0 B
Flsgsg s nzz. 6 HORBBOH - R ERBE TV
A, AV TNVIUFILNA L DB, KB
DOFFEFOE EN S, SARS-CoV ix, BRI T2 5H
WEL, TOEEBRMED DD > TV ERTIE L WVA, ¥
AV AR (7 4V AORESE, MR 121X, fhoaoo
FIANVAEFUENZVEEZ SRS, AT, —i%
BZaaF s 4 VAFIZOWTHEL, ShEITHRESh
72 SARS-CoV OHIRICE K L 72\,

aOF 91 AFENE =

a0 F 7 AV AX19604EAEEAXIT A T 4 TRl L 7k
TOETHEMINC L B0, FHNREE (R/51 2)
EROYA VAL LT Tyrell 12 X o THiF S 2.
DA 71, EEH20nm TEREMEBMAIKE LS A
720 TRICR > T T, FREBEVIIERD L 9 LR E
D, aAuFIANAEMBEINTZDIF, X34 7 DBIRIC
IrdboT, i (F7FvETaIOS) oL —

[ 37 JEGSENTFERT ™7 4 IV A 565 3 &R

(T208-0011 HLLHRBEAT I~ 4-7-1)

SARS coronavirus

Fumihiro Taguchi

Laboratory chief. Laboratory of Respiratory Virol Dis-
eases and SARS, Department of Virology I, National In-
stitute of Infectious Diseases

4 —7 -1 Gakuen, Msashi-Murayama Tokyo 208-0011
TEL : 042-561-0771

FAX : 042-565-3315

IS, quF oAV, WEOFEMBTHBEST 22 &
DT, BRI b S Z & D% v, B ERIC
WL 7B OAEAS, aaF 7 A )V AROK & %6
ETHo72. SARSCoVIETANVAER2»S1 7 B%=f
72T AEENHS NI DR E, BAREAE-F
TN ASHEA 7. EBRERIROFREAZLILL T
& % 7%, SARS-CoV 23¥i5l ik 2 Ml 5 1ICH R S,
F—=V v 7 A% 7 A NVAEPERS M2 &L BHRO
—D2TH5. SARSCoV b a7 1 VA LIakk,
MO X D IFAIZE L <, Vero Ml Iz < % %M
ez nwEk ) Ths.

¥/, aaF A NVAT ) APK30F B X— 2 (kb)
DEKXRNA TH5AHIZ LD, 7/ LN, reverse genetics
DEREESET. T4 NVAT I MZ, WFERES013E
W15k fE 72 E AR X T W72, AT IC o
30kb T2 Z &AL, Z<Daat 74V ANEE
rEPET. 7 AOEREDDIC, &5 ARV
reverse genetics BSHIHK D L 12 o572D L DOVIRIETH
%7, SARS-CoV TiZ, BEIZKE D Baric 12 & - T infec-
tious cDNA 2MEH Eh, 74 )V Z@EIETF OFAEHT B
o727 SARS-CoV OMBICL D, 4FTHES N,
272320 F T A4 NV ADMIED, RGP NTEFI ST
CEHITHA.

aOF 914V ADHEE :

v hOREM T F T AV AHIFRI e AL 7 E O
TANVALE LT Tyrell 2 X > THE S TR S, £<
DIANVADPEDOREF WA D T T+ 7 4 )V RIEIT5
shy, agF oA VABEBE -0 L VAR
(torovirus) & 3&izawF v 4V ZF (Coronaviridae)
ZHIE L TwWA. mRNA v MEEORUMELS, a0
FIANVAE, T—F U A VAR (arteriviridae) KO
o= 4 VAF (roniviridae) = F7 A4 JVAH (Nidovi-
rales) ELTEEDHLNTWEY., TaTFTIALVREDY
ANV A, PURNZRE GEIERCHI R OYT X 7 BRECHI O H1H
) 6, 3Z7Vv=7IaFons (Fl). 407V
— 7T BT A VA ORENEL, SNV —TDEEBEY
ANREHRAEBIZEV. SARS-CoVidl~3Dwih
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(VA VR §53% #2245,

K1 ggFvAILA

Acronym ANV g7 v —7
TGEV T YRGB 5 A v A 1
(PRCoV) TR F T A VA 1
FIPV d IRYLEIERL 5 A v A 1
FECoV E =152V & R () 78 1
CCoV 4 Xaass4IVA 1
HCoV (229E) k Faud 4L A-229E 1
PEDV 75 AT THIE Y A VA 1
MHV (MCoV) <7 A&7 4 VR 2
BCoV Ty anFyA VA 2
HCoV (0C43) v baad A Z-0C43 2
HEV 75 MIREEEMERIE Y £ v A 2
1BV =9 PBREMERE KT A VA 3
TCoV thHBaoFy VA 3
SARS CoV SARS 217 { LA 47

TAIVAKRFRET / LEE

K1 o)A 2kF o
agF v A VADI Y Na—7F 2L, Sspike) &, M (mem-
brane) #H, E (envelope) HHADIEL, ZDOWIBITITH
30kb @ (+) #8477 & RNA & ZNIZHEET 5 N (nucleocap-
sid) EHADIRFEROMEE % 2 3.

WCH ML, F4FHOIN—=TIIRTHEEZD
NBH, TV—=T2~3HTHMAEHEDL VLY. ThET
DOWE» S, ZIVv—7 1128 $ % TGEV, FIPV, HCoV-229
E &£ SARS 7 4 )V A MICi%, MEXMRAEPR OIS
M, TN—TF 2R THIANALDEETHESINT
W,

a4V ARF1ER20nm DI R A8 1 7 &
DI YARU =TT A )V ATHEEL0D 5200nm O M, 4
MEL L UCLREORRERT (R1). BFHEHMSETB
#8172 SARS-CoV DL DR TH 5. W T-KIED A
NAZESEANSRSE. T, TN —FI2E, F
oMbz, B M) BH, oo —7 (E) BHAPHFEL,
TIV—F20anaF 74 )V AI2IEHIZ hemagglutinin—es-
terase (HE) BH2H 2. oRu—FIplEh Ty
JARNADHAEL, I (N) EHIFHA L, Wi
KoOX7VEFx 7Y FEBEELTWS., SARS-CoV* "
rEbautry ANV AR, BEMSNS Y 4V ARNA &
LTl KOM30kb D (+) 87/ A RNA 2> (K
2)%. 7 A RNA S “Kimllid cap #3&, 37 KIiZid poly
(A) AT A, 30kb 5% 547 7 45 Kigl2idf70
NR—=Z2Ah 55 leader sequence 73 1), FDFiiiZ RNA
polymerase (ORF1la, 1b), S, E, M, N&EZTDIET
AT 5. FRHEEAMET (ORFla, 1b) 23802/
3 (%20kb) %2 5®, 74V AREEHEE (F10kb) 1X S &
BFTREE»SEONDE (B2). 7V—T2I2& T 5
7AWV AIZIZORF 1b & S#IZTF-OMIZ, HE #{sT23F
T B, ZIV—71& 3K USARS-CoV I 7 .
SARS-CoV ¥ M, N@#fzFHIZMoaaF s AR
HoNWEEO ORF 25208, L0 L) R&\EHMES
NDDODGMo TV, 72, & M558 S 172 SARS
~CoV &N EY v EOBAEBIW A 5 5 #E S L7z SARS
CoVIANRAERRBET S E, ] SARSCoVIZIEN
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CREIL
E.H
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CRFIh B
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g M [0
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CIFF L g

2 autFvAVzx (FN—FI1~N) ¥/ 2HEEOILE
5'KMi25 ORFla, 1b, S, E, M, NO#BETFRTy 7ENhTWwE., ZFV—72I

I3 ORF 2 & HE #{AT#ORF1b O FiflZdH 5. SARS-CoV DM & N @IATRITHE
% ORF EURAAES 5. BIZTHPPIRL SN T2 W ORF () 3IMHEENEZ 2 —
FLTWREEZLbNS.

| ORF1I |
Wog? [0 ———
]
Hm ddetion
SARS-CoV ORF I
o [Cow ) ]
20 ot

B3 & Mk SARS-CoV & HAEEIHIK SARS-CoV @ N #fnT- B sIR O AR
& b HK SARS-CoV (hu) /"7 €& Y HiK SARS-CoV (pe) & H_293 Ik o K 2%

HbH. TDiz%, ORF10%% 2 HDOHi727% ORF10& 1125015 (CHk12).

BAZF BIC29G DO RIBSAAEL, ZDl2ONI Y Y
SARS-CoV Dk & % ORF 23 =DM/~ 7% ORF 243
% (X3)?. Tiel % 1% Frankfurt— 1% % Vero #ll . T 3
WA T B L29ME RT3 0L (B4 D ORF7h)
ICASKRIE DRI FRO LN L B RELTWAEY, 2o
SARS-CoV (ZH A 7/ & 7 ORF 2SBUEAAAE S % SIS,
REBBZ DR T WM 2O Lk,

71V AEADEE & KRR

SARS-CoV %/ 113, Mo anaFwm 4 LV A, 5 kK
WD ORF1a, 1ab 2% 7 &#500, 800kDa @& H A%
— F&NTWwWABY, ORFlat 1b DB TIEERINS 7

VALXIT 7 MDD, ToFFiEnsd L 1bH5idE
H& L CTHERE 2wy, pseudoknot & slippery se-
quence & LIENAHZL AV MZED, VRV —=20D-1D
TLALYTMAREIY, lak IbBAEADPHRS L
B8 ZOEHAIL, FORICEOPOERASHEEEE R
5, ThHDOEEFIZX Y, RNA polymerase % helicase %
ORBEEA»MES DY, N &35 F#=50-60kDa D
KT IO I T AY —%FHD RNAKEEOY Y ERL
EHTH D, HEEIE, 7/ 4 RNA O##, mRNA &%
RWRICHETZLEZLNTWS. M EHIZST®20-
25kDa DHEE T, KIS Xa—TFHICHFEEL, N
KIFI10% 0K FARBIC 22 Z T AL R FARRIIIREf
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SEHOME

(A VR §53% 42

[ 1]

mENA

4 SARSCoV &5/ A& mRNA Hisk

W RFAL (10, 14])

mRERALST (I

I_-|_| WRHEAS (30, 3%)

mEHAG (K]

E. mintas My
AL (L
mEHAT (Ta, 7%
mEHAR (e B

A CH

a1 )7 4 )V A mRNA Of&ElE, EO mRNA 4/ A RNA D3 “Kigh bR s RS
ZHDORNA»SH% 5 (nested set LIS, KLBM). ZNZ1o mRNA 2251%, KHI
LT, FD5 Kiglla— FENLIEBEHDOADPFREN 5. SARS-CoV mRNA 7 b 1213,
RS ARCIC X D 453D RKEBAHET 5. LBk,

MEALAS3 ), MHV, BCoV Tid O—#& & TR I A5
ENTWw5DH, MEHIZER TAHR SN Golgl  THi%X S
5. TOBPETHMIMAR & OBz 23 5705, MRk E T
kEhs Zeidhwv. M&HIFE &H (575K 8kDa
THREEHEPL RO —THIZH I N TD) &I, ¥
ANZRFEBICEEZ2EATHY, M, EEADOFREIHT
AV ARERT- (virus like particle) 2STER S N5 & #HE
ENTWizAs, reverse genetics & HW Tl L7 E (5
TRET ANV A %O EEOIE T, E&AITH T
AT W EHPIZ SN, SEHZ, kT
KD AL 7 %W T 5 5 4 7 1 D451 #180-200kDa
DORERET, 3BAN—AKD A, 7 2T 5. MHV,
IBV, BCoV @ S&EHIZ, GREMILHROEASHREE
&0, 22007572 MHET 5%, FIPV, TGEV
DSEHIZHAEL W™, SARS-CoV-SHEH bR Y 7
FNERFEL RV SEAHOREIL, MEEER2ESEHD
BRBERBUII LTI 2 WY, R LAENKET 572 ¥
M2 S1, CRmMCTHEEMTE7I7 A &2 S2 LT
K. S1IFARS s oNgo ) TR %Z, S2IZZDT
DAF LR ZHERT S, S1ES21F, SSHED X
) HEFRHETHIIN TV EbIITIE R L, FOMAEI1RE
V. SEAE, YA NVRAOFEOL K OEWESE (SRS
&, MBAEA, PRI =7, THIlRZY b—7, &
B E) 2o Tw 5, SEHOZ L OB b
=7, ZLDSTICHFET S, SEARICIETHRY
F—=7dHETH. SEHICERSL KB FOLRKIR
BWEEERT I Eh D, WEENOES IR SN T

7. SEHICOAZEREZ DO MHV ¥ reverse genetics
WCEDIER SR, SEADORHEE~NOBS 2 X h
720 V=T 20auar 4V AOHRIFEDOHE EH
1, MEREESETEYE & esterase §MEAH 5. HE &% K <
TANVAERBKRDS, PHEFAEEL &Y 5. SARS-CoV
DN, M, E 'S EAIZOWTIE, F23EMMATIR 2.

LIV ASRE

IUFIANVADZHEMRE, ThF T2 HEOEHANN
EINTWSE", MHV O%%KIE, carcinoembryonic an-
tigen cell adhesion molecule 1 (CEACAM 1) &IEh5
MBS DT C, 4T 2 oMY X4 & 28
2. CEACAM 1%, MHV ORErHMiE (40l % 45 @ I
HNEAIN, B REAERZ &) &I (F
BOMIRE MR E) I RBEINL TS, T2 0K
NHIFZIC D B SN TV 525, EOMIEREZR D2 55T
&%\, CEACAM 1 O S &H~NOK AL, NRu F
AL VDY, TANZREEWEE R TR ERD S 2 OWEiE
BlbxER L, SEHOBATEE 2 EMELd ™. CEA-
CAM 1 OMIB AT IR 1T MHV S BAKEGMEE A & [H
CHISICHAET 5. 7 V=7 112/ T 5 b ® HCoV-229
E, #2® FIPV, 7% ®» TGEV, 4 X CCoV i&, %4 ®
H#%48 £ aminopeptidase N (APN) #%%fk& LT
FIHT 5. 23® APN ix, FIV Ot HcoV-229E, TGEV,
CCV D% ke LTHHERRT 2. APNIZY A 72 OHk
EHTHY, BE LEMREFCEAIh TS, BRI
AL 7 A NV AZHEAREREIA &3 R%E D, APNA b
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EY —TIANVAZHERIEESZ SN S Z Eid 5.
CEACAM 1 & APN @ I 15 77 £ b A Z BRI PEEB AL
&, 73 /@%ﬂi@ﬁﬂr ERD SN TR,

I T, SARS-CoV ® 5% % 1K 1 angiotensin—converting
enzyme 2 (ACE-2) THh s EHEHEEN®. ACE-23&
f511% VeroE 6 Mifld 2> 5 438 S 11, SARS-CoV FEEKZ M
203T ML CTHBT 22 LIC L W EZMAMH 5 TE, WiE
% ACE-2 1% SARS-CoV HHIEMEZ F> Z L 25 & 212
a7z, SARSCoV ZHAERDIERICE Y, Kzt~ 2
DIERR, Y7 A WV ARIOBF % &% H T OO ERED
Hifrsha.

7 1 JL 2 DR Py 1E5E

1) HHRBARLE

ZERREEBROMBBINERE AR L LCld, SEAL
AN R ATG A pH IR ETH B 2 L D, endosome
OBE L v, EHEMEEDSE AT % non-endosomal
pathway TH b EEZ b TWwWA., a0 F I A4 VADE
HERNOREEIESEAICL S, MHV TlE, S1® N K
330MHD 7 I /W (STN330) IZZA MM AT H D>,
S1N330D 2 DDA FFICHETH L. £z, TNV —TF
1 ® TGEV, HCoV229E Tix, MHV & 57 ) N KuEthr
TWE%L, S1OWR (73 /78 S &H N £ 5400-550
EAY) ASHE53 5. Gl S 172 SARS-CoVS &H
(&, NKW327TMD 7 I 7 W5 73 B HIBIL ) £ 7 & — ik
BiEED 7 <, S1THMSEM OFBE NI Z R L2
ZEHMS, SARSCoVDY 7% =AML, 7V —
F1avaF A VR LKL STEARIZEICHFET 51
REMEARIE S NG, BHEET I 7 2 2+ S213, ZHRMEH
GHROT R L MREOMEICEE LB X2 4T,
S2 OREMEAM O EFIZH B 200 o-helix Wik E & 5
heptad repeat (X, S1EZHFROIEEHTIEELRD, K\

}?5‘%}3“6’\7’1:/1‘%1_ IEALL, FANIT RO — T
%‘Hiﬂ@ﬁ?‘irﬂ"@ M) F =2 DB EEZLNLY, HIV EYT
i, ToyRE—7EH gp410) C RIS 5 heptad
repeat DEWRTFRY, ZHEMBHKEHDOANTE Rk
b8z, v A VAR ZRT 2 k?b“%li%éhfu\é

A3, MHV IZ2WTd, S2® heptad repeat (2249 %
BT T FHRREG 2 T2 2 EBHS M I2I NP,

F 72, SARSCoV IZ2WTHHEED T F FH»P7 £ v
A EFOLHE IR TS

2) 914)LA RNA DEREEE :
FPRICEALZZaaF T4 VA (+) 887 200,
FO5KFIZT— FE N5 RNA polymerase 23 F iR X
h, ComEZMMLT, (+) {7/ A RNA » 5 HH
o (=) RNADEEENRLE£Z bNb., EIZ, (-)
147 7 & RNA 2 5 6 -8 A& @ subgenomic (sg) mRNA
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BEREINS EEZBNTEY, sgmRNA OREEIE, 37
Kl R B E TS5 HHNTKED, 5% sg mRNA &
ZFN XD sg mRNA 22 TREIEM. 2 750, F 72,
WIND sgmRNA O 5" Klld 7/ ARNA S Kl
AT B DRITONR— XD 5 7% 5 leader sequence 753 5.
Z OFEHIN 7% mRNA £y M % nested set ZIFTY, WL
&9 7% mRNA @ nested set ZF2> 7 A VAREEL LT=F
(nest= 9 7 YT nido) WAV AH @& sz (K4).
ZOREED S, sg mRNA AL, AEEED RNA 5%
WREBVLETHL EFHENAY., MAV BEAIEA» S sg
mRNA 72 AR Eh, ZRICH#NZ (-) #sgRNA
IR S NG h o 72720, Rilfize RNA &% sg mRNA
BB TS L2 BN, FO%k, Akshiantk
Ez b Tz (-) # sg RNA 725 TGEV &Ml 2~ &
Hah, HIZMHV EGsflifigsr o b oishsz, o2k
5, (+) 8877 ARNA D HEH 6-84KD (—) $fisg
RNA2SER SN, INEHFRLELT, YAV AEAEZH
R9 % sg mRNA GRS N A WHEME D RIB S 2®, Aif
NOWEIZH, ROIZER I NS sgsize RNA &, Ak
BEBIZE > THREINDL Z LR B, FOAMEEE
2% sg mRNA AEHED (=) $H sg RNA SRR
B 55 TR\, SARS-CoV @ mRNA 22\ Tid, Tiel %
ko THEIN TR, S TRONIaTF Y ()L
AEDZ V9RO mRNA DG E N5, £z, M, Nit
(BT ENCHFET HERES P> TR nwERZHIRT 5
mRNA B ENTWE (K4).

3) EBASMRU budding (HZF)

%% ®sg mRNA 25, JFHIE LTZD 5 Ko ORF
NODOREHNPFRENS. MHV D mRNA7, 6, 5, 3

5iEK 4N, M, E, SEAPHRENSY., SEAVH
RENS mRNA 3L, ZOTFHMICE, M, N#I&TF % #
O, TNHLOEHIEIMRNAS LA SNSLZ Lidh
W, 295 7 4 VA mRNA 138 & 11213 polycistronic T
HBH, EEMIZIE 5 KD cistron @ & 18 < monocis-
troic TH 3. BIFYIZ 1 ARD mRNA D5 KD 2 H 5%
WX 3@ ORF EIRSNAYE1H 5. HlziX, MHV
D mRNAS 25 2 B OEHAPMRI N, 71V AW

CHEETHSH E&HMII2%EH ORF »6EbN 5. an
FIANADERAES &, MR S AR
B I N5 0 TiE% <, ER %5 Golgi 24 12%E % internal
compartment CHEZ 5. A EN72 N&EHIZY / 2 RNA
ERBELXZLAFR Yy 7Y FEHERL, BHEORE M
EHZEBLERNL, BIH internal compartment (284 L H3F
T5EEZLNA. Genome RNA STy N —7%#D
FFPICEL Y SAE N A7 D packaging signal (X, ORF1b
D 3 KIAAET 57207, TOENZF 7% v sg RNA
R NICEC Y A AZ iV . internal compartments
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P I L7257 4 IV R 1E# D exocytosis 12 & 1
il A RN i R (o

a0+ 91V ZADEEE

1) ZE, Rig

auaF A NRIE, SHEHOZRKIHE S Tn
%Y. ALFIEREA 2 T S 7 R S VR 2R Bk 1S
i, PR LB TOOMMIN—T DD, T2, FEL
DR 7 0 — U HREPIE 0L BRI SEE SN T, &<
DOERBRPSEQICHERPRBEFOZ LPME SN
Twa. MOV Tid, {LEREHSCH S 0— ik D
selection pressure 737 { Td, HEMIETHMA LB EL
TWARIZ, Bix RIBY 4 IV ADSHBLL, major popula-
tion 12735 T ENIKBEINET. I OEEBKROTH
i3, S1 @ hypervariable region &’ % $HIKIC, 150
460D RIFZ TS, BT LWMETES R 2B 2 &
ML\, T, MHV FftRges s o b, ke ok
BRI DEE SN DS, TOIRED S BIZFITERZ RO,
TGEV,FIPV Ti&, BEIEh RN CRERBLAITE, kD
W 2RO MBIAHE SN TV 55,

2) fHHEZ

I AV ARG TIERERIH AR R S
20, QOB L7230 Y A4V AR —HC EE
BYT 5L, BbRE IR ZMAMZARIIEESINS. Z
O AL ZARIIHFMABREZIZE B DDT, TDOAH=X
AlFaaF v A VAY ) A RNA OB L BZREDH 5.
MHV &% 7 28T, GH&T O RNA 55% 0§ 5
LHBNED, HOMOFHIIREA L, RNA ARk
LEZONTWD, Az I, MHAV 7223 Tld % <
IBV % TGEV IZ2oWTd, HiHEhTwab. MHV Tid, 2
FHOME <7 AWMAICER S L2 LI12LD, BroM
A ZARZ ML 723525 0, IBV OBAICE, 74
=V FTT 7 F P E R TR AR 212 X ) B
THLILREOHERDH L. —J, TOEFRITEDH M
ZBGAEFMALT, HWETHMAIMEZ 7 A VA% S
HTENBRE SN, aaF 7 4V ARG T OBEEEMRNT ICE
Hhgsro_vrthoTWnh,

3) DIRNA

MHV, IBV, TGEV Z&oauas v A VATlE, o
RNA w7 A VA%, % moi (multiplicity of infection) &
YT A VAT B EI12L Y, DI (defective interfer-
ing) K7, DIRNA 2SHBI§ 5. RMIZFER S N7z MEV
D DI RNAIZODWTIZRELAMIREINTEBY, DTo3H
O DI RNA 28|56 TW 52, 1) 7 A X DA LAE
{, 5847 polymerase & N BET 2 HRFHIZELD A
INs547, 2) F7LD3°, 5 Kk ZoMhoEz

(VA VR §53% #2245,

T O —#B% > RNA T helper virus fA1E F ClIRIE X <
BT 255, FFWIZIENY AEFhenwsy 47, 3)id2)
® % 4 7 C packaging signal % 272D TP R IZHL
DiAhEN5DI RNATHAHY., EODIRNA DS DD
ORF #Sfusion L THEHZHMAR LA S ORF % FH o> Tw
%. DI RNA i helper virus RNA & E#ICHAHEL 2 %L
9. Th5®DDIRNA R, 20574V 2D RNA O
#t (RNA packaging signal, replication signal, transcription
signal A BE) 2#W%E3 5 BT, FHIHHETF
BTh5.

4) Reverse genetics

IUFTANAZEDT ) ABEKRERT2D, 7 AR
@ cDNA ZHWT, BEUNTFE2ESLZ LIEHETH -
7203, RO PLOFHEDSHE I NI, EOFHEL T/ A
cDNA 25, in vitro TIEBL L 72 RNA #2558 1) % Mg ~&
AL, BEURTE2RLE V) HETHL. TOHEICE
AHEADOEEE, TGEVTHAH. 7 u—=r7IZHVL
N7exRZ7 7= LT, BACHMEibN72A%, cDNA HilEE
HTERPAYRT WD, MAIRZ vaccinia virus 23F
H &+, HCoV-229E, TGEV, MHV ® reverse genetics |2
L CTwa®. 72, Baric %1% TGEV @28.5kb & 7
J D% AN—T 55D cDNA % il BREE R ik i % &
¢ primer # W TCPCR TEB L, 77 X I FTHIERE
TREEFZ T D B L, in vitro T ligation L 72 DNA % 5
RNA G EY 2 E L, ML transfection 35 Z & 12
X0, BEMEIANAERINT S LTI LY. 155
I U EE BT, SARS-CoV D jggett 7 v — v %4
WL e2HELTWAEY, 7/ AE&EEZ MW reverse
genetics SME. SN BTiIX, 7/ & 37 Ki10kb DERHY
7% reverse genetics 2SFIJH ST &7z, D)L Masters
SN LS DT, 37 Khi10kb @ ¢cDNA %5 DIRNA
EPEZ D X 9 % RNA 21E% 729, 10kb @ ¢cDNA5 'K
Wl A5 K BOTER LD DOTH L. In vitro
G RNA 2 MHV &G ~EAT A LX), Hil
P Clid RNA O #iE, E3EMHV RNA & @ homologous
recombination 25# = ¥, 3 K ¥10kb A2%E A L 72 RNA
WX 52 LA RETH B, EARNA O S#EIET
ZAIOFIPV-SEMETAZE IR ZZRNA ZHWT,
FIPV-S ##f> MHV 23 h7z. ToOv A4 VAIF4 2
MBI L2 &g L e vwized, MHV-S#fETICERZEA
L, A AREHELIDIBOTHHTH B,

a0F 9 1 IV 2D

a0FTANATIE, L OFREEORENH L. B
FEAIIE L OV TIEE D RGO L, A VA, #l
famiZ o253 L Z1Ld 5. MHV OFfFIEGR T
&, BYAET IO, B L AR AR R B I
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W9 BRI AV BT B, —T5, BAERRE
FLRGe & MR L2y, AR MHV 2451k CEACAM 1
YN onTa22ike LTHHTE 28 (77 ZMilabst
Zde b, Y, NAXF—HROMIIZD BRI LIFEHE
BRR) PHETAIHMELH LY. ZoHREENSHESR
7oMifEIE, EE, MHVISHT 2 &0 THrR SR,

CEACAM 1 HEDK TR EZDORK E 2> T 5. F/z,
MHV &G~ 7 AR, EGEo MHV ik 2 8 < 5
WLPBHEINE WD, YA IVARNAIZ2-3 4 HICH
DIMICHEAET 5 E S hTwb. N TMHV-RNA
PERIBEAAAET 2L, FLIFEM SN TV RnD,
MHV EHTHR LN LR E b ) 255 2 hEMED H 5.

Fitgge e 3 LR 22500 Lz wa, MHV RZROE
Yoo A0 B RGN 4 VAP HD TRYMICE Y, HE
POREEENE T —ADPALEN TS, 7 AL MAV &
AL ) HOHAIPUREZH o Tw a2, <~ 2 BE LM
facix, PUROBED Sk, MAV 25/ 4 L E X LT
WL AT ALY HEEI)ITH 5.

aAAF 714 IV ADREY

RIUIWRENE LI, e auaF 74 VAN E b,
RESLCOBHYWRICEGEL, ResREE2G SRS T
A, IEFT AN ZOFELBENMARE, EbiEB X O
Wtk TH 5B, FAL O, BYAIR LTI o235
S OB ATELE R AERICHG 5 D5, B L - 8h T IIBBEN
BRERGAREIT I L IE R, FISRIC MEV KO FIPV &
PTIE, A VAR, HEMOERTICEY, 2ot
&SRR M % & 5 2 23 A, MHV Tl H RIS HE B A
SIHEEMEOE T 4V AIGE SN VA, LB
%, WMEOETFTNVELTHEbONTEHoOFBIZIZ, BT
WEEOEWKRDAET 5. — I MHV &3 T, i
MoEst<sra7 7 — Y TORMMRRICHEDSDH Y, WE
Hoggutkid, ~27a 77—V THTAI LIZTE W
A%, BRORRIZ & < BT 5%, FIPV O EEICDOWT D,
27 u7 7y =Y TELLHIT 25, WMyREEERT.
FIPV &4 T, i A Vv APk 29 L b B e
FTHOTIER L, P X g (antibody—depend-
ent enhancement, ADE) »¥#tfi & Tw5. ADE i,
TANANHEE L EikOFc b~ 77—V DFc
7y —OMEEHELY, YA VAP ra7 77— IR
DNAENBRATHE EHBEINTBY, TYITI4 VR
ETHE SN TV LBRICENT 5. 2o baoF
7 A NVA, 229E & OCASKEAB A HN TV B, wihd
20-30% D S A DJEK 7 £ VAT, SARS D & 9 % HEE
M IS E D 2 L3 .

—fIZ T ;T A RGN <, B E DAL
DOEIZEGeT H Z & 1E A%, SARS-CoV itk kDAt
2%, 23, 7Ly MPR<T A, Ty MRER
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DIERT 5. SARS-CoV DEWIRIEMEE, 74 IV ADH
FEICEE D ERNRMEEGE L VS XD, YA VADFERT
HREESPRELFBELTCVDLEEZLNRTW S,
SARS-CoV g TAH LN B MiJi%, 19974 ITFEEL 724
VIV U HSEN G AR, cytokine 12 & ARV 4
SE BB ICHEML L, KD cytokine 234 X 1 (cytokine
storm), ZOFEREEDORE 2 T TOMEKEIL % FH
FBLHETEIEVWNLEEZ 5NS. SARS-CoV D
WM D5 TR RIZMIH S T 2%, cytokine
EHNEZRG T 27 ANVAEADPFET 500 b Ltk

SARS-CoV DR

SARS-CoV 2% 8 7= W)L, B, ¢ toao)
TANVADMAIZIZ L > THI L2 R RIS 7z
S, T AEFEPHALNCRY, AhEBBFTLaT
FIANZOMABIZARRER Y L VATV LI
HiZ% o7z, 22 Tld, SARSCoV OEJHIZOWT, =
NFETOHHEE D LITERETRAAL.

1) EFEEMIER

SARS-CoV O #EHIE, HEILRRATH S LM S h
TWwa., LA CHhEmISR T, &S -HESWIEH
ELTHBTERESNTWA D, b M AR, sidR
7o BE B OBEMAKRD TRIETH ), BFAEHW»S
 MBEDILDS LMD 5. i, FriEYyE Tl
INFETE ’RBRL -2 L DWW fiEd R L, &
WGP RT B 2 e3P EN S, SARS-CoV 1384
B> TV A VAPERL T, o) 7282
Tk MIERT 2RI o 2D TR VA EEZTHARR
HTlR v, REEONIEY Y, ¥ XF 0BT
1213, SARS-CoV 7/ AR Z DN E N Tn 5™,

5 A= B Wy i sk SARS-CoV %/ 4121%, AH ko SARS-
CoV &I, N#faT B9k pmmciad 52 (X
3). auF A NVARBYETIE, YA NVAT ) AIZHIBH
D RNA W AH O AT NS & v HiE IR &, i
2, YANVRT ) LAO—EFRIBHBESIZHOMHEITES 2
EiE, EoroauF A VATIHHINTWAE?, |,

BB TEAE LT\ 72 SARS-CoV i, AKid bIZK
LS, RIFPERICLOFONY 7 %#8 2 TN
g HERIC 2 o 2 WEEEAE 2 5D, 2, SARS-CoV
DN S BB\ L, 2930 3% & WA B N C LS

B FR IR D TR, —J, IRIRE THl o BE» 55
B S 72 SARS-CoV (GZ01) &, N7 EY Uy h b oS
N A VAR F > T b LS A?, 2
DZEPS, FIINTEY Ve baHEES L SARS-CoV
e FHETH A WREL D BETE 2w,

2) £ bHE
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SARS ZEtEHIO IR A T, WABIY HvEEH DI

HEEMA DS, SARS-CoV I B HMAREA L I mD
TEWI ERRE I N TWBE2Y, Pkt A & 1E, SARS
B IS - 22 8B e, $72, IRRE TR TH
DD H, FE, YUATR=—NVEETREBEINRZEH LY
SARSO7 o b7 LA 7iFHESI TRV, ZTHIZK
L, SARS7Y N7 LA 7Dl Tld, SARS HIE
WERS BVERGSE, HAMEMEEGIsh E i s hTwn
v, TOZEIE, RAHEAE TEAED A SN SARS-
CoV IZIREEIMENKET, 77 VT LA 2 DRKAE %o
TR EE DR D TR L IZR 2 2R H 5. TR T
&, HEMEOEV SARS-CoVid &I bR o TE D7
A0, BO I TF AV AEG THED 2 {7 X
NTwa., 2 a0EGEMEBLEY A VA (FIPV) K,
IUFIANAEETIEIELL, RELAZAIITHLTD
BWEEMEZRL, 10%8 LoRERERT. » 3D
#mRITF T A VA (FECoV) &, W4 CHMT % 2%k
ERREMEIE . BRIEE TR, o 2O 4 VAR
FIFICERE L TWDE 2 ENE L, MHEOBETICIIFREE
Wit 5w, Poland %1%, I HERET A VA
&G L 724 T2 FECoV 2 #ffi§ % &, FIP BEik 2R ¢
2B, FIPVAGEES -8B L Twb22, /A
5, & IOENTHRIELEDE W FECoV 2 &\ FIPV 12
BERMEZ 5722 #FEBRIIEEHA L. —F, 750a
T 4V AKYHE T, 4 BEFUTONES 75 TH
BOBEWMEYE Fh % 4 VA (TGEV) KA T,
M2 B2 FE2 7 4 IR RITF T AL R
(PRCOV)IZZEDL B Z ENHSNTWAS. TGEV O S iEfx
THICREIRZ D Z EPFHRTH BV, faautrr A
VAR DA L FER, 95 E % D K v SARS-CoV pre-
cursor A &K E M SARS-CoV 2AHHB L 22w ietk b £ 2 &
NBEDOTRRVEA) . TOWREEIZOWTIE, Ng&
D LIZHBRENTWBY, b L, TORFAIE LT,
BREZHZ LHEME OV SARS-CoV I2ZE D 5T D pre-
cursor 74 WAV ED L 5 %7 £V A7 @9 BRI W,
RS, TOY AV AL SARS-CoV 12k L TP %
55577 F R DWMHEENROPSTHD.

Bhyiz:

SARS-CoV 25 SARS DR £ WA TH 5 Z & HHH
WCENTHhE, FLR—ELRTV RV, TOEHHIC
SARS-CoV IZBI LTSNz £ IV 2 M FIZE K &
BTH5H. TAIWVATJ L0, mRNAGKZ &7
BB 2 I LT, S CERsMzaun 1L
AR I LTI S . F 72, &8 cDNA 25
b, V77 —=3 R I E51Z, SARSCoV it
EROaIQFIANVAERRY, k) LSOOI IEY:
THZELGhoTE. —J, SARSCoV Digifiz 4

(VA VR §53% #2245,

DETHELGhoTWiWwAY, SARS OFIEANK%EE
25 ETIHFHICEETHL. T2, i SARS-CoV 2k
FORERRITF T A4V R L, BIERO BT %
ZHIERIT 0% EOREMEICET BT, BT T
DWHESL SN TV W CTIZHE L. SARS-CoV ) &
T =R EINTZEnD, VTR~ ALE
DEZHBHWAIER S L, AL T 25, fivAn
AHIOMEDMFEFTEZE)TH 5.
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