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XFHE 2003 FGKIZE A SARS BEIRAH

HoBWhhRESRENEE
moE FTE

2003 4FK) SARS ZEH AL MR HHRAPEERN K
M, AMBIZS BRI R TAALE K SARS HRHE N
—F A ETERKE, B SARS GV BEMERE B RE
#F . WP BTN LA BH RIT KPR SARS-CoV
BIBOR ;2004 4EH 12 N SARS B LBIA R H, BRIt R T 3K
WYL, H 0 R R E &M T AR B R
RErEATYEMENEME L - ARY, XEALX
20034 SARS R F R B HWRIEE L L AR, F AT
SARS-CoV 27 & 2003 4 SARS %1% K i — IR .

7£2003 £ SARS BE W IKHFEAH, BT SARS-CoV
N ERAERMRELHRENRE. wEE RiphsY
MEH SARS BREMKFEEF B E 5 kP K #
(Reovirus, Reo-V) , # S BB M AW EM S F LY F S E
mMFEFRE ZRHYEMER) BURESHET T RIVHR
5iR#E,IANF 2% Reo-V 5 SARSEEHX, BHNE
Reo-V RYLT] 5| A Bl E fF SARS MER, X —RHAER
2003 £ SARS B8 F1E 2 R BB A BH (co-infection) K 7]

e, U EMBIRSIRPAEERE EEM LARALER

BEAT AT ERIT, S EE & W 5 37 9 B Reo-V 2 SARS R
Z— R EZRY (super-infection) HR Z —? X— B E
/i —SHREE,

1. 5 %R # 5B Reo-V KW : N L B SARS 8 & bn A& 3k
BHFHE Reo-V, A AR BANE . Reo-V HIEALFR
BERLFERE. & 2003 F SARSEFFAE LM S K
Reo-VHNF—MBR, ERS5HKBRERT I EFE—
EXR. FIHE ReoVERNERBERLLE 1,

JLRH S — B SARS & A,2003 2 AMET Ml
EBYPSARS,2 A 22 B EE(KEN)2R; B EBHER
SR L LB SARS, 2 A 27 HRR. BEWLALEEZRE
BRRF BB R T RE,3 A 4 HREZ 2 B BEHK

BEBRTHAREREFTRESE, S B 2 5k Reo
V. & B3 A 11 BRETHERERE=ZO_EKER;2003 4 5
AREIBARME BYREREEMB. FMBRTE,
SA2 HEE#ISCU EAGEEHEERER, WKFELH
SARS,6 4 S HFET , AR E ] PRIHARA DS B H Reo-V,
B ZBRENTMEITLKS | %D EH SARS B K
MRS, SEERELFEN RoVE, 11 ARREE=0"
ERREMAEEMIET SARS B# C FRMIRAE SARS-CoV
B S, LUH 4 B ReoV 319347 RT-PCR " 1 f1 3
LB RIMR AR BRI AT a4, A8 E) 1 Bk Reo- V, ILBIIE
BEFBHFFENBESRYE., ZH, ZFLBEM 5 # SARS
BE S GG EARAE P BHBE 5 # Reo-V,3 K HEH T,
2HREBFPRIFESR,S FlHAE 3 AT ,2 BIAELE,

Reo-V &M K4 R + 47732, {5 M PR IR 58 o 43 35 3
Reo-V R/ WRE ., REE 20 HE 70 ERFRNERE
SERFREREFES WEIET 236 HMRFird, 3
K78 90 BRI E, T — B W Reo- V! . SARS B 1418 % 7, B
PALE 1982 R EE=ZOER NG RE S M ZER
BILFIRR B A G EER S LW EFE P 5 E 3 2 B Reo-
VEHRET . H4h,2004 EHEHREEBRER=0_K
BE (SARS B BOABEBE) R & 27 AR AR S MBAT A,
HARRBERERE 18 B RERBERA OB, HRALE
FEABRE FEEIR, WREAARAE,Reo-V 5
RT-PCR Y R A A XEABREH RS H S
Reo-V(RREXM)o U LSBT RHEM, Reo-V HENA
KPRERRTFERE

B S H X H B Reo-V K 4 BB #1028 XM
R HTHIEE ST, 4 RIEW 4 5 58 ReoV HHF—
mEM, AAFBE(HF LT T) ARERHKHELZH
SARS BHE B ARRE (WK F . M)+ 3B HE Reo-V B

£l SHFIE Reo VEENERER

FE I + " T T A Vi W S T
A Ll & 2 BAmGE T & W TEER . -
B WA &SI BEAZE BUBEE  WRFIKR - ¥
C o WE B ST REAZR EUEME  PREEX i ¥
)R B 54 EREERER FREA i + -
K #M % 35 ;MG AT A EiEn ] -

fE# A1 : 102206 L3, E SR By B b O R AR TBTIE BT (IR ) s B R A DE¥R(FETH)
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2. 6 EH B SARS BE R — F K X H Al SARS BE ME
PR 7 4 B Reo-V 1 SARS-CoV LM & . b
HH SARSEEZE ANEER I 2BV EMEAREYEIE
KL Wi R SARS, XX 9 I B E W MFEREHGT T H o &
Reo-V 1 SARS-CoV HMHLIET &, >1:10 HFH AMEHE, &
28%,9 BB EE B.CAH, HA 7 ] SARS-CoV R IE
B R M9 B4 E 6 BIH 5B Reo-V H FGLIK M, HHEH
5B AEIRE SARS, XX @IEX 9 fl B E 7KW ,2003 4 2- 4
R RABIG KRB K SARS 3t 31 4 8 & W4 X 2 0 10 7F #
53 % Reo-V #l SARS-CoV RGBT MW 58 45 R #4740 47 (R
3. RIBMBERERIUBERSI N =ML ONAHTHE
Reo-V BT ; D IUH SARS-CoV Mk ; O R us A %
MR E PR,

%2 dLEHEG SARS BEREEMEMY

1fl 37547 7 o B 9 b F b ik
#oER SmE PREEET0)

B | (@) XA 4 RoV SARSCoV G
A(E#) & 27 B SARS + + HEE SARS

B & 51 BHHZE + LA

C B 57T 5HRZAR + - 1
D B 25 HHIZH - + B4 SARS
E & 26 BRIZHE - + I SARS
F B 32 HeHAZMK + + EiE SARS
G B 25 BHZHK - + {2l SARS
H B 36 HRZRR + + B SARS
I 5 28 HHZRF + + FiE SARS

HBEB.CHRARHEITERIM B CE 9 X,SARS-CoV IgM
30 45 1 0 B 4

%3 315 SARS B H M iERAEH 7B Reo-V

SARS-CoV # 11 & 53 #7
¥* A FH 4 1 % 5 BB
AL H Fi 5} B Reo-V H HIFL 1K 10 6
{LH SARS-CoV ik 4 1
EHEBHREE PR 17 7

31 5 SARS & & [l 1§ #75 ¥ 53 B Reo-V ML 27
B (10§l + 17 B]), & BB HIHI87.1% (27/31) , h MHEE 4
EAEEL22.6% (7/31) KA BEHKF TR LA E R,
¥ BIR Reo-V IBIAKE. ZHFHINN,SARS BE M1EF
FHLH 5 B Reo-V A RIS 4 i B M 38 ot 2 5 , 4 A 3 40 8
Reo-V B 55 2003 4 SARS Jf7 M5 W BB A%

B85 10 BIKE KL W 4 SARS i B % BHE K 1 B SARS
CoV Hiitk, BXMMIME, KEH SARSBERKR 1 AELS
I SARS-CoV IgM $ifk, B8 10 K2 A H B oG
IO X 10 51 %A K B SARS-CoV P A HL 4K I I
A B2HARETAREIR(ERT), HIWHRET X
FEIOXKK 10X E(EF 10X 1A 12K 146,14 X2
BlASK 1,34 K 1H.35K14.38K 16, X 10 #l
SARS-CoV H ML KA HER B & , 2 57 B Reo-V MK

Bh A, EX P S AR REE RS

F5,2003 FHXBRARBE SARS M KRB
SARS BEWRES N BE EREMBREE(BLR)", UE
1B EREY S AWK R (FIE 14 8,825 16 6,5 M
16). R3IMHT Reo-VRP S EAE SARS X R AVFH
38 Reo-V ik Y 10 § SARS BE FEAE 6 i, MILAE
SARS-CoV $ifk i 4 B SARS BE R EE 1 . BI{URREH
5% Reo-V B H Z K EE SARS, T USRS SARS-CoV H)
BELHRESEL SARS, H4 . EMERANERMRE
Pk P 7 BIERE, W 14 BIEE SARSHEF O+ H
Reo-V L4k # & 13 B, SARS-CoV Hifk i) 8 £, BEREIA
HH 5> B Reo-V BRRMATREIME T SARSHHTE.

3.3 RBIEWH 5 ReoV BHBBRMBUR I : Reo-
Vi ARBBRE—-ERSERBHEMR, 2003 FZETEA
RIA BFRERE T B Reo-V IR E. XEX Reo
VHI B R Z B, Reo-V 7] 5 B A 1 3 ¥ BUSE HE [B] Ji B 4%
(fatal interstitial pneumonia). i 4 &R & 4 4k ( pulmonary
fibrosis) . & £ MF W& & 38 48 & 1L (acute respiratory distress
syndrome) Fl #l X S & # H % ¥ #l 4k B % (bronchiolitis
obliterans organizing pneumonia)m‘m o WMBEAH D Reo
VEREEBRAKR, URERRFHBRE.

(DX EBB R BRE: FAH 4B Reo- VBN R M#H
BESFR &R 4 DEER, WHARERBER, B
PREREXEAE 2 RER, BERE T X40.4C (L E
REE37.7C), AR EHH A BH SARS BEHHA 2 K
RHHNGRIEIE S | ERAFHF-ERFEP AR
K FHAFELE MOAMEEFERESHHR— MR
B, LA BRI E 4 W S, R 3 E R 53 B ReoV
MBRE, NREERELRER, HHSHE ReoVERTRE
FELHEEESENE BB KES FEHEZREN
LH/NEH FERAN RREP T REGER) RSN
M, BHEPE XKEFELRERMTERE, X
SERERBEARRAEIERT BEAKESEERDL
WE R ER S G3 RURR) BB F W B8,
Tk 2L 49 28 U R i . 7 4 O A o R B ™ M G R R 0
BTSRRI MBS ERE ERTOMREHREBER
A, 4 B /NERBRRE ML, R K B R AT, RF R E B
RAF T B Reo- VB RILHRMERGE, 15 BN EFE M
K HERREHMESERERERG. ReoV I KIHE
WIBGER LR YER P A RE" . B 2003 3
4r SARS BE MR B —RFEMAER, IR K RREE XL,
BRIUHEZEEL, FAAMBSE, B AE R X EIERK

HERBA R R BRSBTS RABMG

QINBEBRBBUFRN: A MEHF 2B ReoV HERHER
HPE SARS PRI B MER IR HRIT T =FEM X
BB B Reo- V. MM SARSCoV MR R EMEA
R
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B4 MR (EBL107'.107%.10 ) H 4B Reo-V EF
RAKBREBA3IR) FAB RoVATEMHEE 2 XF
T, E 30 R, BARBENRELR, FPRLT
RE, PR THAEENEESMAL MRS B EHE
¥ SARS-CoV Fixt B4 KRR &FERE , HAFA 4 R)BHE
AR R RARE

BEEMH 2% Reo-V M SARS-CoV BFREM 27 R
R BEMEE 3 RHIMET,T RZAERFYR T, #
FET- 18 R, BEMRENKERR, FEIVERE. #EY
9 NRBAM B ART LA ERAE, mRmH 8 MHETR
FEJEMARE FREMREEO BT FEHERE.

BRI RE LR E ZBH 55 B Reo-V #l SARS-
CoV B BX BB & # il fit 75 5 A B 8 R R : B SARS-CoV
B R S, BRI LA 5 40 M3 AR O AR B R
B B 6 5, ke W0 2R B B B ) 9 B s ot R o B IR AR % B
% ;T S % 53 B Reo-V R Y K BUM 4R 45 /= &, 1035 # i
i, ABHEAL LB, KENEHABER. B THL™
B OAELXSE SEZRERS, ERK BT # S
MBAE., FHit, LM ReoVRRER —NEHAHRK
BRGEE. B BABRESHERHBEEMBRYENAHE
[l AR e K BUH Bk BE A SR A M I B S 3B B B IR
SWRERGAS, NE LR BN RS E AL,
AR ESR. ZERAREANINREENBRLERERE . F o
B Reo-V i SARS-CoV 1B A& /&% 3 K B B 1Y % 22 3 28 51 e
PR SARS 8 % ifi B R B B,

5 SCAR R , Reo- V R B G 1 3) W 7T LR R AR 5T 9 Bt
REEER SRR EHABEHY . BEKES
SOZERE45A 1.2.3 8 Reo-VEREKR, RHASHY
FET-. MiHi5 3 Reo-V Y 12 AR &HI L, B
4}B Reo-V LB MK 1.2.3 B ReoVEHER(KRER
HR) o

4. 855

()M SARS B# C(ER ) PR MR+, [ A48 i
SARS-CoV #l Reo V. R R FAIRER B R BER AR L NESR
B W3 B Reo-V 2—E R

Q)FHBReoVERERLABRRENTR. K
BB IO L K IR A0 B, R R K
%t 095725 0t LB W DR o

(3)H#% Robert Koch # JF U : O 7E 2003 4 SARS W17
H, MG BR 2 BT SARS B &R 3 Bt 5 #k Reo-V H R
KON SARSEEF S BEK ReoV, BEXREHEFM
;@M EHINET A E Reo-V RS WBE B F RIBEBEIR,
HENRRS YRR PABEE —FREAELRE TS
gHF. UE= SR ELHEWRE Koch R EXR, 8 TH
H 5 EH 7 Reo-V R BE R 2003 4F SARS W47 A% R
Z—

&5 B FTiR ,2003 4F SARS & M3 53 B Reo-V B {H
BEE BRI BB, 547 2003 £ SARS WATH E K
FHREENERNE, EEERF SARSHITH#E , &/
WL TEEM.
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