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FEE 2003 42 AR E) AR %K SARS #1%,2012 429 A ¥
FE%R & MERS $£1%,2019 4 12 A & E R A & 1) COVID-19
(HTHK 2019-nCoV ) e E ¥4t bR 1 5 R , S8 38 EEFE T ™
R SPERE IR F 0 255 1E (ARDS) . AHILERIE 5 4R DL 1Y
MERS-CoV ALY E KR EhR 5, 3 EAE—F N B
T SARS &g, i T WEEAR AN, RAETTE
FhSEIRIGTE 0 00 B8 SR R TE R R R R I B &8 T,
HESEEELLY . XEERATAY NI LA (HE
KR e A B, R B AT X L J5 BlAr 1Y ARDS, 10t H—
T BRI B 1 2 PR e i 5, R ) A R AL &
LB, MG, R 2 A SR B BRI A0 X6 — ol g e g
FIBTE o B LA B iR R St e bk 2 8 L (9 25 M AT 2 b
WTE TR AR AR AR ATL 1 S BT 0 3R e g
PG (R FEAE I, SR S 2058 L A A 45 240 B SR, A REAE S8
A ) N ERAS 580 . 2 S EE T AR EIR R B & 2 8 H I A
%, AT COVID-19 [T & 37 BB .
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2003 42 HIKIE AR R0 E 2R R G4 Ak
(severe acute respiratory syndrome , SARS) 12012 4£ 9 H 79
Fi 7% R TP R 274 1E (Middle East respiratory syndrome,
MERS) 4351 1 SARS-CoV il MERS-CoV 5k 5 23] % . 47
i WHO (A %0k, FRE SARS #7112 8098 A, #/E 774 A,
B —4EN e 4l 1o 1 MERS )\ 2012 4£ 9 H — B4t
25 2019 4, WHO 445 T 2 468 #2851 it &
TR RE7E 2013 4RI LN ETT 4R B E R, O g 2= K
MEZE, #E 201546 A3 B, BRIERRED G 11 164 A
FET=, 2019 4E 12 H |, 3 &Y 56 R 9% 75 % 5| ( COVID-19 , Hij #k
2019-nCoV ) FEAHTERDUBR A , FETE K AR R Bk, 48 1 A~
Z H I RSB N E 8 6 T AL BET 1 T2 A (G
12020 42 H 15 H) , JF ¥ b 428K 20 ZAEEZFIHIX .,
T AR B PR, BOR R I T BRUARAT 0% I A 4 i
ZAEFET , FHEE OB G 0 8 2 22T 8 T B, 215 1 23 a5
B R, W TR AT A B N SRR ] COVID-19,
RO B 36 [ H0ATA B P8

T XS 2003 475 FR 22 0 (10 55 00 25 , LA KR R 3E 7T BE
& L HORGERTRE , FATTERIT AP AR 75 251 7 TR IR T
WRLL 256 RO ? M4 BAWHE BTN 47 &
KX 25 W WA S B R BUR AT 2407 X SE 2 T
),

TREE LR A AR WA, BTG AN A e T
[ FR o 060 i 5 20 i ) AR 5 | 5 A A LB 7 AR 3
PEVE AR S o FAT] R REAE LAY fiF EREA R B RE |
WFFERGRE o AN IF IR T | Je A0 i SR AP P 8 It SR 5 5
TENT 495 N REA M AE TR AT ST B . 721 BT H0 15
FE DL O EEF I 70T, 2 JC R E e AR Y LSRR S B
W10 57 T, 5 LA AR 5 IR 8 3 o 2 R R A
BRI S5 EAL B A TR R fiF T AR . T RE S MR A T U
IR PNIIIEIES S PN /15538

ARNFERRRE ] 0 AP, — 2B LIS K1 3=
B EERE , QSR DL AR AL T P B 0 < BRIE L R AE 8
BN TE IR A8 H T T DL B N 3 oS 7, L 46 HIV,
HPV SARS. Ebola. MERS . Zika %95 # , 3 36 5 2 1] 15 At
b, SN BRALRERIRERS o 55— 22 LA A ZE M Fh (1
HsE B4 ) K E EE Re R Yy AR KRS EERE, W
BV R DO X S R AR O AN IR
TE 7R A i R R S I (NS IR SO B I ) 3 A
AEC I 1 T AL PR 5 W bR e A2
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— P R B 1 2 AL Yo i JR |, AR AT P A A
BIFREA (BB o, L, 2GR R F MBS R, L
WA A S B WA IR IR B 1B 2. B R R
LR S 28 2400 R ) b i, R s 1AV R A AE B
ARG U, EAR T2 R0 LR BE 9 43 B 2 AL AT R
TR R LB 25 T B EAS AR . Bukg
BEZ W) AT R AN (FZERE A [ R B 7 B, 3R LA o SRR J 3K
A Ay & PR I F A 25 A fiF (acute respiratory distress syn-
drome , ARDS) . T LU X Fif 0 oA O 6 bR o B B 1 25 )
WERALITE T R AR A 2 RS AL ] S H S B g
RGP SRt L SREC B 2535 1 AN & 45 25 B SR, 4
BEFEJE T A) PO e Bl . AR SC RS T ARG T 2 2
MW, AR IR ATE XS i COVID-19 AR A BB
1.1 SARS .MERS 71 SARS-Cov-2 iR 1TiR ¥ % 5
PRI RS HLAMERR (envelope ) B IEA% BB RNA i o BT
J& T SR e RS #E R, 5 R Mo 7 R — R AL T ek
TREFRE . TR ER I N DU s - BUEEIR IR T « B- BRI 7
y-BRUEAR I F5 A 8- T el ARG B o el R B 2 AR B 3 A
25, FFRCBISAE 1a F1 1b $EE FE R ALY 2/3, £ 503 4 i
JEEEM AR o T I T e {5 2 A 2 P A5 A 2R ), A FE
RMAE AR E Y Y. SARS-CoV., MERS-CoV,
SARS-Cov-2 #R[F & T B-HI5R 8. COVID-19 A ffE,
WUk 2 PR s R w28 1, HAR 60 ~ 140 nm, HJE
HAE 5 SARS-CoV il MERS-CoV 75 B . IX. 51 1) |

R I B i SARS-CoV 5 1 9 BERLE £ BT
AN TR N G 100 S A I R LA o DA 3 26 s 0
B SARS B #E 5 MR 74 rh 43 85 R 1Y) SARS
ST 0 B AR AP 5 5k 95% . TE I B R () HE B Bt
SARS-CoV ¥ 7E 17 3% B A A SR 110 v 43 18 1Ok {0 7R B A=
SETIRARER IR RIS L BRI A 1 2 R T,
Y SR PP R 8% s A R ) A 2 A 3, X R i) 2
TR NES . NG AN Z 1% E B R AR, K
SR T B 1 M LG B R R e AR AT T
MERS-CoV Fl i el AR 85 /2 C 1% R 1Y —3B 4%, IF BLAE U4y
BRI AP ] A i MR AR AR Hh &2 BT MERS-CoV RNA A5 A 5
JHE I B T RE R MERS-CoV B9 R SR A £ B i iy — 13
HIF9T 45 5 2 B B i AT g2 MERS-CoV 1915 3=, M S& e A 1L =
SRR ER R s Y L XIS, B T MERS-
CoV [ UGB (1 85300 4 vh 43 B3 45 51 MERS-CoV , {H 1X 46 5
VTR RIS & T st 1) 0, R S B o

I B ERRE , BRI 2 5 IR TG13 [
S BRI R 5 — SO 3 96% N, Aepg Al K vtk LA
AT BT USRS 2 1 T R A sh ol s, I8 T IR T4 , il
LMY X S R A Sh AT T 5 3 DA 2 AT, IE B
2 LUy FF T B 2R SRS B 1 T A v I A
1.2 IGER4SME  MERS Fl SARS Il PRAFAEARL , A TCHEIR
N BERE AR B AL A 2R I 38 45 A fF (ARDS) |, DL J 2 4%
HIBEFER A E M & . B4R MERS 1 SARS F il R4
FEAH AL, {H MERS [ 38 7= % Jy 40% , SARS [{ 3E. T2 K N

10% "), K&y 75% i) MERS FE T3 6] £ A I % 4 , 77278 I
RAREBFMFET-ZRA 60% (ALFE 0 il 58 B JHESiE FpE PR
W) o HILZT,10% ~30% (¥ SARS (LA I KA, fE1E
I S e A WBET R g 46% 11

BE2 H 15 H 19 430 43, 4 [ B 5w bR 2 YL A
RAHIZHRHIIE 66 580 L, HAP LT HI 1 524 L, JRIER Ky
2.2% fi&F SARS Fl MERS, fHA/™4F# Bt (1 A #R 7T ek
Yo IR 32 B AN R AR AR 26 .
I TR FTATE 1 44 BT IR B, A 30 $1(68. 2% )
A LR TR W DR B MR, ek IR, AR B AR
F VBN B B 76 BT 56 BT 0 AR R 55, 45 5 BUOBE
COVID-19 5 UL RE AR R & 44 &0k LA S 57 L P % [
HME ;s FEARZEFRAE NI CT 2 BB B B 3R 14
2 BEMRRSHEY
2.1 IfGFRR
2.1.1 SARS Zh#ig s FIEFHME—FEF M, 7T L
FH1E RNA 0 DNA S B9 &2 61, i T HEA T3S0, it
HTFIRIY SARS, FESTE I — W5, 51 44 SARS [HH1E
#1125 1 R IR A TR T R 28 b A ] (25U 2 500 22 5enl
BIPHYL AL 400 2 58) o FE 51 & B H 44 £ SARS BF RN
FBk ST 2 000 mg FIEL AR, A5 K AR 1200 mg, 55517 £
SARS B &AM A L TF 4k, B 45T B2 B 2 (e
FEETER AR T 1T R 5 1) B R IR T A i I i R R A )
EL B AIAYT BRI BTN, SR T SARS HE WAET:
RS o eI S R S AR T R 2 e %
14 229 % BB 1252 1 R 5 PRI B Bz I 28 [ BEE | G i BR 2 14
s Z iy R AR R TR B R
T i) B T2 I AR 1200 mg A EL S AR, SRS HIR
2 400 mg/ K , BERFLL R KA SR B 54K 8 me/kg, 4 8 /N
—K]. L, BEE KIS 2RI B 2 000 mg, 5
%2456 h 1 000 mg $54% 4 d, 45 8 h 300 mg #5423 d, REM
S R B F MR AR B P FE TR AR . B TR S AR
2 BB AR SEALE AN I0LLT 2 K T RSN )L, IF
BWAHMEBRENT G, L EB T SARS & & 81 X
Bt o TR BRI ELYT RO A, A R T A R A A A
Fi bk FIATT SARS!

T3 — RIS 2 5 T R B 5 AR s i S 5 25 ) 9 DT
AR5 (lopinavir) B A6 FHITT AL, % VCIRE EAER M RA
A0 SARS-CoV {F#E" o fE—TAEBEHL  TF i R 56
152 £ %€M SARS HUE 52 T I EL 5 MORDRE B2 T 8 3 1076
57, M58k 41 ZH0i2 1 SARS % K VLIRS (400 mg)
FFIFEART: (100 mg) R AIRYT, AT ALLE d 10 P45 st
TSR e R PR BRI R LR . S0 s xR A L,
SARS MRS IR it e, AR R MR o

TES—I0 22 44 SARS (B35 1Y FF AR 10 L JE Bl AL I PR A
JEH,9 A BB EZ T R T EHTHE-LEN) PG 7 5
9 lg + d™' FFLE 2 d, IR NG 1k R i i E) 15 1g

~d7 A 10 o 9 R H AT LR N R
2.1.2 MERS #4457 FEFMRCETHA G TR/ R
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KRS S MERS £ % 18] 9 204 7 B 76— 35 [m i vk
SRR 20 4% B3 452 1 JIRF 5 AR B2 R U 5 PEG-TFN-
200 36TF IR R 180 g/, gk 2 YL AL R AR B8R
Fl4 7 2 000 me, Bl Ji5 4R 418 LT 375 5% %< 4 4% g 200 ~ 1 200
meg, 117 24 (A7 S PP IR e o080 28 TR 7 1 F 3 g ) TR
2. 7F MERS #1125 14 d, 6 7 4LAETE 3R 70% , %t I 4
H29% . WG 28 d, 59T 4L RITEIE R A 30% 1 % B ZH 1)
FEIER ] 17% 2 55— TR HImE e b, —% 69 % 7 i
BB AL T MERS J5 , 1R I8 35/ FIFLIR 5 (400/
100 mg, & H WX ) \PEG-IFN (180 lg fiz ¥R, 4 i — ik,
Firgg 12 J8) ARl S5 bk (A2 WS d 13 JFER,2 000 mg H) 4R
FlHE, 4L 1200 mg 45 8 h, #5248 d) . WITTFATRIG K
DRV MUAE . SR10, ZEI2 W05 14 8, 7506 A B 368 0F
W3 6 00 D I35 A 0 5 T RINA LA 17 305 i il 4
K ER GBS 2 A H SET e A s
2.2 EEBFBRESBRLENNEY TR NE
e B (4n SARS A1 MERS) , BV MYAYTY Jr £EH AR ELE
R D0 BT s . B G2Rt k ih T IT & R AR
K AR O ISR T S 24 T S 7 S bR
FIETFARME AN ZERE T, 250, ISR S 2 ) (1 2 4
PR 25 5 FE M UG , BRSNS R I Hh iAIE S .
AR IR T AT T H e ok s s — 2. It
U, XL 25 LA 2 5 A5 3], 7T AR G M 4 A 45 HL A 1%
Al FAA A ER

2 K SE SEAE 1964 4EAE N — RO 25 9 3T % th
SHy, 1985 4R, N2 % B 5% £ e A o N 2 4 B ok s o 7
(HIV) &P A IV . ARG & N 55— it i
FARITPAFE R A LE A AE (AIDS) [y 254

i, 56 T8 b A 259 T o 2 Bfe (BLIE AR
BEIFIIRTT C & R PR . BT R, RSO s L
2% MERS-CoV il SARS-CoV B A HUNGEEIE TEM 25, [t
AT — O X HAG 7 A VR R T 1), 3 A I R
THADRG Y25 T BRIR R, A SCITR BRI 7
BALR T2 AR , R 4 TR IR
2.2.1 HEH  HUREZGEME TS M | RV SARS 1
MERS-CoV AR #6427 . S0 & 38 [/ FDA it ofi
HTIE 25 , AT T8 77 B e e, an e KU 6 T &
B ge 2 . G TEIR SN Z R R A MR . TR XS
AL B PO TR (DENV) FEMR 75 (CHIKV) 2 IR
SRR LR AR R IR (EBOV) A%k, M i
o3 75V AL AR A S P A BEL 1 28 30T 0 AT 2 40, =
RIS RS E A . A TERR YA RS b (AN
P B8 AR L RE MR ) U o 76 3K S 40 i 2% rh 259 R T
AT SHCEND pH ST, 5 8 15 X L R 1 40 i 2k A
EAH R RS U . MERS-CoV HEA 40 MR8 T 2
ilj (proteases ) . —IKFL KA 4 ( DPP4 ) & — Pl Iy i 1k 14 5 2
AR AR B R R spike W R (1 (L T Ui i 42
SRR 11 (TMPRSS2) J cathepsin 55) ™, G0 n] REXT
SO A G F) A ] — o A S o s R W 40 Y 7 R

SEORAEIEAL , DTS2 I 25 28 132 s AU . S0 B
BEVEH T fff SARS-CoV [y I 45 7k R 5 3 il 2 (ACE2) 32 {4
AR e R

AR U R TR VR e T L B2 i iR
YR R SEE RS B AL BT e B . A S 1 A P T
PEYE MERS 5§ SARS gl #5850 sh ik W Wi, XA 25t
FLE B AT PR 14 G R ARG R AT 8 45 SR AR — B, &
W 14y A 3¢ e G W JE TR /N RG24 10 pumol = L1 5 — Mk 7%
TEH BT MERS-CoV (3.6 wmol « L") 4 SARS-CoV (2.3
pmol + L") A4 %% ECs, B8 BN . /BRI 5 iF W S8 s
T BRI S B B AT 6 o I RIS R B, Gl
REA AR TCAE IR HIV B E IR aE i o (RS E
J¥ CHIKV il DENV J 2 Y 45 M —5 )

SAMERY ) REHT B Y AF 5T it A B T B MERS, SARS

H1 COVID-19 f93RYY . M ) 7T 2514 ( drugability ) 555 55 35
W Wt ARG (TR L B A s A 7R R ) L R AT
B PA3 A . T g R ER S e Uk 2 k& H
IR EEF o (IR T B SR S UG B 2500 L e
R HA ORI Y FR I s phy 5 G M ) P 25 B4
FEEEMEAR, iTDAMEAR S o DUIE 24 B B b st PR e
MERS-CoV FI SARS-CoV {3 , HAI il 22 R 5 2 52 1 B AL
HRIE FH 5 s AR T 5 s Tt 32 1 e, L 20 T F
ZERIUEIRIT o P55 4 v B A 7 35 B I (artesunate ) 7
2013 2016 4F EVD 5 % i 17 3 18] B % ARt T R,
WHO £ £ 438 T BT s s I F4E R K 25 3h#) EVD B[
WH5E. e Ah, B M (Mefloquine ) AT E 1 J2 — Fft B A7 5T
MERS SARS H 2 44 ),
2.2.2 F#H%E (interferons) T2 (IFNs) & FDA it
FRBAF A ZEE N RE . 45 IFN-o BEN5 I8 28 /N BURT R K 2
SR SARS-CoV [y & 4 F20 ¥) {3 IFN-o %t SARS
BERNETFROREAR— (2. 1.1 %%) . WRSMNIST R, b —
Fp T BT E IFN-Bla W HE LY IFN-o a4 TFN-y i
HARL T RSS2 b TEN-B R TFN-y B £l FH ot
Pt SARS-CoV A WA,

PRSI R ETIFSE 2 IA , QS AE e 7 10 45 7 MERS
B IFN-B2b S ok 5 ] B =E AR A, ol REF= AR 1A YT 5%
SRR BRI TR I RAR S P, TFN-2b (5 HA A Y7 I A
JDIFEAFEAETFS (WL 2.1.2 75) , 5 IFN-B2a (ECs, =
160.8 TU - mL™") . IFN-a2b(ECy, =21.4 TU - mL ™" ) 1 IFN-c
(ECs, =56.5 1U - mL™") #f [t;, IFN-Bla (ECy, =1.37 IU -
mL ") fERSR 3 MERS-CoV (% 3% M3 /5 SR . H AT —
TPl IFN-BIb( 5% SR/ FIFEIRF 65 ) X MERS-CoV
HIFE FHBEAILIG R 3R 56 1F A 64T, WF98 %6 B IFN-B A (1a
N 1b) S5 HAHUR R 2P A A 7 AL, B B Rl 4
BT LA 225 R A TEN AR B
2.2.3 gEEw R A BOAMIESS T2 H B0 Y
P45 Dyall 25150 38 1o 240 0 075 1% 52 56 & B T Wi F Abelson
(AbL) BEREI G (B 285 Je Rk v 2 ) ml LAB il MERS-
CoV F1 SARS-CoV &Yy, W Fhfb. & W ¥ Bk i 2 41l il MERS-
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CoV FlIl SARS-CoV it , H: EC, {H R HUEE K , 40 M 75 P 451
Hh AbIR2 #iA 2 MERS-CoV F1 SARS-CoV % A= 1) &
B, 33T i S A T 5 i 4 o) X 7 S T AR B SRR
T — 56T MERS-CoV RSN Y 2 G BARG41 2% 53 W At
5% 78] , ERK/MAPK F11 PI3K/Axt/mTOR {323 % 75 5 5 Jak
PR RAR THRAERT o BhJE , B0 S5 53 %, {1
ERK/MAPK i 1 71 7] 36 %5 JE ( selumetinib ) 1 il 528 J&
(trametinib) , ZIAE MERS-CoV Jg& % {if ol /8% U4 J5 ) 410 il 2R
AT LAE] 95% L 11 b, il ok B JE Xt MERS-CoV (41
HVE R 55 T 28 Bk e , 4878 ERK/ MAPK {5538 1Y)
TR v TR T B B AR i A B L O R L) AT
W OGRS FFI G . M Z R, RAIEJE (Raf-
1. B-Raf il 5] ) (ERK/MAPK {5538 [ ) 20 B8 43 ) 1 4
eSS o, QSR A R GL T VRN, MERS-CoV A9 11
IR AT 3K 90% , (HANSFAE TRYL 5 A I, HAm i 25 0] & 2] 309%
VIR, 0 Raf Jl £ 2255 T 5 8¢ 28 a8 30 9 L 3 14
BEAh RS (8 Raf 3846 9 1 77 ik B23E JE ( dabrafenib ) | 3
PO A R RIHET . mTOR i 771 P4 % B2 H] ( sirolimus ) 5
B4 547 (everolimus ) , 7 MERS-CoV J&& Y& i sl J& e I 9 410
HIREBLE 60% 2247, %W mTOR 7E MERS-CoV &t g 3%
YERT. Wang 45" £ 307 i) — 3 s PR WF 52 , 38 4 B AL X IR sk
B VAL T AERR DU EE AT 22 H N0 PG 2 B R RO
JRICE X EAE HINT Jili 58 R0 S0Pk oF 0 32 b B8 Y7 A, &
PG % 5w ] LAl B I T A9 e it S R 2 2 B
RERRI , 42 e BE T PR %
2.2.4 A # Az (Cinanserin 2%, Cinnamamine ) 1960 4
AR, 3% E 24 Squibb A T —Ff 5 -3 e 1 500 B PR R A
Jiz (AR5 SQ 10643 5 3 Fi 5 J 36 [ [ 37 TAE#F 58 e NIH R
GWER,RHANH S5 TX—AWNIEE) . GRS
T3 CyHy N, 08, 7 F 4 340. 482, S I RIHERPLFE
CEAE FH L rb R b 28 2R G0 VR L s B0 3R 1 R RN AR A
PN X Rh G R4 A S A o R0 T ) AR AL, T
HOME B A AR TR B REm K ER TS
RN, T2 %) 3 BRI P 4 % T 42 30 5t 40 mg - kg ™!
s d TR R . MK TEZ 9 (0.5 mg - kg -
min ") B}, BOAEH K 100 mg - kg™ RPRGHIG 245 | B
TEAE AR LE A AR BB # HEAT T /N BRI PRt 6 O 5 ) 1A A
TR ) R AR, A 1 IR 2 /2 600 ~ 800 mg - d ™' (10 mg
kg™ o TEBEEINAIT A2 R R 1200 mg - d 7' (20
mg - kg™ L HEARIE AR UGB W) S A B, (E
— WG RIS B FDA B8, B A7E R RS IY] = 3 2 (120
mg - kg ™' - d 7' FREE 59 ~ 81 JH]) 424G K BLIK G AT & AT
L B A M2 S )RR R T R 22 4
8
FHRKER 1Y) 4 FKAFSEHIA AP E ) 4 R (3g
BIBE FAE25T) 25 0P ER SARS 2 W MIPUR TR H ) iR
MZATEIR [E 2003 4 SARS J5, 48 B AR ik e 11 2 24 i FH 3R
W Al K SARS-CoV 11 3C REHE AR (3CLM™ ) ] U 4%
RIS AR H 5 PR BR A T 3T B , Wi 2 % 1 T

PEX 5 G360 %5 5 7 4R (SPR) H A IE I PA R 6 i
5 SARS-CoV I HCoV-229E ¥ 1] 254, %251 1C, {f )& 5
pmol « L™" o 7 JC 75 1 A e JBE 30 Bl 9, 2 24 4 e IR s
RNA B 5 il g e Mg B J0UR G 1C, 143 51 2 19 Fin 34
pmol + L™" . PRBE B iz T B &t — i A A% 9 45 il SARS 124
.
2.2.5 BmAmIrH A £ RNA/DNA & L6l 56
% SARS-CoV 1 MERS-CoV 29 82 H A ) ik ifidE. AL 28
Tt T 2t ( IMPDHL ) 100 351, 400 0] £ =85 bk L 22 2 1 7 AR ok s
LA, AT IR 1 A Sk A il A 2 IR . AT 5 4k
ES5FIMBRA BTG, FHF 1657 75 B & 20 2 /%
Yo FIEFART T SARS FI MERS (I8 2. 1), F 2 5 b 7E
S xF MERS-CoV 1 31 il £ FH 45 55 , i 3¢ F ) B =5 Ak Xt
SARS-CoV F) M1/ FH B 5504 ) Ay e p Jig 20 %531

BEM R (MPA) J& — 0 351 b7 25 B HEJF B 1 e 92 100 44
R, BAT TS HOR R M, O B PR T BB PO A PTAR
JEREERE T . MPA £EfARAIGF SARS-CoV B il 37 P 4%
55, {EGF MERS-CoV A7 4 i B i 35 o0 ) Ho i 25 5 1)
A e T ke 2 11 MR A W A R ke 57 52 (Mizoribine ) 1
Sl T B R S S R, ZE RSN E 4 R
HCV FI5 5 ML I8 75 9 7 (BVDV) 1936 M, $/E R 2
FR/IEN BEA3497 HOV e ity el

ARI7 245490 75 V4 Al 3% ( gemcitabine ) 7E 4 4h B A7 T MERS-
CoV Fll SARS-CoV #H ™ & i st 4 A WA W 0 D
ORI A e B £ 4 2 DA S B 8, AT 910 760978 2 RINAL % S
B, IR/ B LR TR AT S R T AR P B SR B
TR
2.2.6 EGdsEipH Al MERS-CoV Fl SARS-CoV 5 %15 &
V14 26 TR G FLAL BRI 2 11, A Rl ok P R kAl P R A2
HEAGIAE . PRI, A 2 20 R 2 R 1 s, L
FINE R EAE PR 254 IE e . L2 E PR (s TM-
PRRSS2 il i 4 P R 142/ G MERS-CoV #1 SARS-CoV 1 it
A R B AR T IR TR PR R SE, T A
TMPSSR2 /S A B8 [ X%F MERS-CoV . SARS-CoV Hl ¥ Bk
BRSO B R R R K11777 HAGIE
bR YT 3 A USRI R A& B B, K11777 X 56 AR 2
( MERS-CoV , SARS-CoV . HCoV-229E ) | 2 Ik %% 7 ( EBOV .
Marburg J5 75 ) 1 8 K4 % 75 ( Nipah 58 ) HoA 73 6 1
Zhou Z5FRE T 5 2% 5 A A1 K11777 %t SARS-CoV A5 1) 1 1%
P, 1 EBOV {4 K11777 #1302 B 33 $4375 2 T 75 19 1 32
EAREARRE S E-64-D Ji—Ff A IR e 208 2 1 1 1
I, HAGIEARFIEITIUE SR RAE A T I R . E-
64-D LRI ] 22 1R 2 A B E A7 L il TR RO T
PR BAE B 22 R PR PR R T 32 A, N b Bk — 4
T it R AR SR AR LS Z 56 R T B A ik
B AR A0, 60 5 A ALRYT T &R .

AR (lopinavir) J& HIV 2 11 B A9 300 0 750 , 1 K 1
FIRYT HIV g7 (B HAE RSB A 1] MERS-CoV I
SARS-CoV , ¥ it ] 5 56 2 WH 12 24 W) 78 9 B 128 A 19 5 A By
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Bl AR o DR I I8 5 1 AR M AL B AR, 2 S 4
fitl 528 PAS0 3A4 FIHI R FCHR = B A, LA n i 77
FEUY W AR A/ FIFE AR 55 16T AT AR MERS 9E AR K%
FERIMFET- R, 5 LR S5 T LS 5] SARS-CoV 1Y = %28
i (M) 72 (Rt T L T bR 2 7 40 P £ At
SRR, PR B £ A RIS ok 75 43 B v IR S5
Bl #F 2003 4 SARS % & W 8], 76 23 T I PR3 56 o 48
TR/ FFCAR A R T35 IR T 0 B e R e e, 3
ORI 5 b %ok B2 A AR

2.2.7 EGRARATEF B A INH 25 0% R0
AT A, T e Roms 2 , it 5 25 Bk AR )T, i B
APUERIF M 1. KT (emetine ) J&—Fl K AR ()
A e, T AR R e — R AR R AR A0 AR A A AR
BV, B oL AR s ™ 7 o A ROKRTT A AT AR
P£EMAKTT (dehydroemetine ) , HEIVE A/, H it IETE
ZWIT RN B T A5 K (anisomycin ) i 0] 4 R ik L
T ity 410 1) 9 A6 45 H, Bk & B AT LASTE MAP 34 {5 5 i
B BR T H AT M MERS-CoV Fil SARS-CoV 1) 3 1 4F,
BRORYT i 7 8 2% A LA 00 3k 0 400 /N A W A 1 0 5 i UL
RIFTREITENETT o IR ARG O B K T 4005 15 15
P B = SRR ( omacetaxine mepesuccinate ) J&:— i {f
Ytk AR, — Rl B 259, T 2012 4E3RAS FDA ity A
TR BB R AR . = = RAZERHK AT 4 i MERS-CoV |
SRR RE B ARG T LT R e

2.2.8 %R EIBE(ACE) £ %25 % 5T il Bk & 2

FHimH AR BE - L8 %K E RS (renin-angiotensin
system, ffi] % RAS) i Ifil %8 5 5K 3 5L, 48 5% 5K 3R % 1L il

(ACE) e H: [V i 4 S04 3 5 40 2 (ACER) i 4% 5%k %
Il (Ang 1)1 B2 B2 4 (AT1,AT2) 41, ACE ¥4 10 fik
Ang T8 8 ik Ang 11 ;T ACE2 ¥4 Ang Il YJFR—1 5%
ol Ang-(1-7) 4K TTTBHWE Ang 1 4041 ACE 0% Wi,
ACE2 it 45 ACE 3%k (Fig 1) .

| Angiotensinogen (Liver) ‘

Renin{Kidney) ——

‘ Angiotensin I{Ang 1,10 amino acids) (Lung) ‘
ACEI\' ACE

|Angi0tensin|l(8 aminoacids ) Vasoconstriction ‘ 1

ACE2—> Mas receptor

‘ Angiotensin(1-7 amino acids) Vasodilatation, anti-fibrosis ‘T

— catalyst =1l Inhibit
ACE, Angiotensinconverting enzyme
ACEI, Angiotensin converting enzyme inhibitor

Fig 1 Relationship between ACE, angiotensins and ACEI
AT R BEOGTE RAS FE I FEARZS A0 18 B0 v 1Y

PERI™ BE i FF UG F00 RAS 78 s A4 38 b (g VE T o il
BN P92 AN 1% 20% 1) ACE™) | A b, Jilf 1l 45 v ¢

Y ACE nff Ang THRy Ang 1, 516 i 38 WS4 | 1ML i
FRAG , 0 S/ HE AN TE L ML U4 . ACE2 EZEHE Clar-
a AABEAN 12U b fz AR M 7= A o AE R PENF IR 38 £R A Ak
(ARDS) Fl1/ WAL A 1 il 445 ( VILT) B, Az i ACE2 £y
RE S 2, P8 ACE 35 5 F S fr 0 mHER
(ROS) .NADPH 40 fL#i A1t % k%0 (H,0, ) & RAS Al ACE
Y A L RAS 7 G 20 M P 3 A 7 R
WA —AE M R T UHE S . AIER ST ROS Al
RAS Z [8] A AR HAERF I DI RERY SE 86 . 72 ARDS 1 VI-
LI 27, ROS #1 RAS [0 B /E HI 2% %, 5 B A% 437
/TR

ACE RG5WFIR R G WA EAE IR R ] 17, F%
& ACE-Ang IT iy v 5 | i i =6 200 il A7 Wi 40, R AP A< M 38 46t
Ferrario %) 4 i T ACEI H1 Ang IT 32 #4410 il 1 %J .0» JE
ACE2 B VERT, 458 i ACE il 10255 45 R 2 Ang 1T 1Y
TEANIESE Ang(1-7) IR, ACE2 A BLmT 4 Ang 11 (19
R Tmai 5 A 2005 445 ACE2 A4 Bk R 12 #1%
PR CAT2) b/ B o R il 45 3 A DR 4P A, i ACE | 1 5
SOk A A Bk 2 1 1a BI3Z A (AT1a) W55 & Jili K M
BEMIAE™ = ACE 9/ BB W A i 3%,
JEHH 2 ACE2 B0/ BLU™ & 20l 58 05 A O 4 76
ACE2 %215 SARS-CoV MBS R F LG | R & .

A5 AT B SEEAR s 75 7 8 2 2 00 o N 32 A I 9
VRV T 23 B9 Ok i 2 42 S R 21 P 51 5 SARS-Cov 4 JE PRI 20
J¥3 79. 5% A TF . #i ALK 7 5 SARS-CoV Ht ] ACE2
AT LRt GRS R R S AR E R 2
T EA IR A5G . ST B & AN i 3 1T 32 14, S2 3 KL
B AN, SARS-CoV spike # R [ ¥ VR L B 45 14
srHrRE, B ST Y C gl 1 (CTDLs) 3 H Tk 5 45
A NTEERAIHE NLO3 (HCoV-NLO3 ) YL AL 3D 458
RN YRS — A S 5 B 2 AT 2 2R 1 2 W (SRR
HS proteoglycan ;mucin ) 5 #E 4 fifg ( 40 LLC-Mk2 4 it ) 1
ACE2 AR LAH BAE T, filh & 4% 28 11 ( clathrin) , B 5 %%
M50 J1 8 F1 (dynamin) YIWr, 5 B0k 8 N A, T2 84
(vesicle) , J&57# 18 i LEhEE 1B, S8 AN M B R i 2 e
J& , AR A 55 (endosomal microenvironment ) [ 5 4k {8 95 25
BRI NI RS I B B A i i b, | TR BRRE IE SARS
RMPEEH S ACE2 fyAHAEHI W] REHIHI SARS i Afm 41
Ji, Adedeji 55 A42 1T 3 Al 1k SARS-CoV 553 114 5K & JF- i
e T AN 3 FRAMEIGR 1) 0] L SARS-S-ACE2 #H H.1E
F152) 0 clathrin LG4 3) BHLIRREA .

H AT R MERTE ACETD #0157 £ COVID-19 il SARS 111y
FBE, RO A B I R B T 22 RATTB A
& ACEI 2 A] LI5S ACE2 45 & M B 1E 5 28 3 A 4 i, {2
Z/0 ACEL AT &F RIS o AN Ang-(1-7) BCF BT
SR 20 S P IR U O BT 75 RO I R A AL 4
M AU JE AR Ak . ACET 254 87 K 5 F| ( ramipril ) 7]
XX FEIEA'? . ACE 1 PR Nk ACE2 3 P T [ ol fig
2 f kR 4. 4 AN ACE2 T f& (rhACE2;
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GSK2586881) il IR I 145 SR W rhACE2 24, &R
PV AT 2 B2 Ang 1 HRGHE TR, Ang-(1-7) Fl Ang-(1-
S)KESEN, L K2 1l 16 v BE R W™ L Ao 4638 ) AT 412 ik
ACE2-Ang(1-7) -Mas fli 353k, 3141 ACEL  Ang Il F ATI 5%
k7
2.3 HEFEZHRNEGY
2.3.1 #p%] MERS-CoV #= SARS-CoV #i# E¥e.&  [R T &
2T AL BT B R R B 25 W B R A B AR
P RE , BT BT ) 3 ) o A A SR M DG
B EE 280 bR R Mo Hh fE P9 45 (remdesivir, GS-5734)
BCX4430 45 WA AZ T M0 4 nl BE LR IS HUR R LY, B
IVEF T RNA i RNA BA R s pifr 2y
YIE A M35 35 X MERS-CoV 1 SARS-CoV 14 I VEH
FEA R EFEPT 5, 76 32 E 1 ) VODID-19 #4129 ) vh A 5=
A PRI, H BT O 203 o 4% (458 8 , 76 3% B sk A T
I AR K56

SARS-CoV I MERS-CoV Z55 R 85 Y R T HEE H (S)
P AN S A I B, ST A0 & 4L A 25 6 BT 75 1 32 AR 45 A 35
(RBD) ,S2 &4 BRI & BT 7 MRl & K. SARS-CoV 1 N
BRI R RBD 515 4000 b 0% 1l 8 55 0k 3K 5% i ilg 2
(ACE2) Z ARG A M SEBLM . B L A SUE (g L 2400 S R
ML S2 fla 258, S2 155 IR G I BIUR 8 RNA,
L, 248 F 6 L. ACE2-SARS-S1 & &4 . S2 il & AR AT
RESLAD ) SARS-CoV i A i & 18 ¥ 81 . Filt i Bk 9 &
I A 50 B 2 1 TN R AR T e 28 TR R
MERS-CoV 1 SARS-CoV'™*' | fii T4 Hfs L #4925 117 , AR
AR 3C FEER (I , o T AR NV TE M HTR 8, B
CANIS SR AL E A, X 1E R 5 T 75 B2 B
A HIR 22 B0 1 B R0 8 B R 208 R )
U, RIAS RT3 1t 285 6 B4R o TSR m] AR R nT 9 Y 2R
M0 K T B ELA SE R AW, B B SN 5 T
SR TGP A AR SR XA T R R S 2R
N 3t 4 S 285 0 358, L B I RN NP/ it g i B = A1 5 2L
AT R 25w ™
2.3.2 RNA F# M RNA T4 (RNAL) BAR R LU i 3
DRI R , AT o 3 555 2 HEA T4 et v T o Rl AT
T, /NTHE RNA (siRNA) 855 & I RNA BT LU i 7
DR A ek , AT EL T 35 57 40 Jf v SARS-CoV #4271 1%
/NFHE RNA 254 siSC2-5, FE 4 B 452 )5 , 1] ¥ ] SARS-CoV
FERCREAE 1 S B, AT FEAGIE N R 251 SARS %
B BT A URRH TIAT R R Y 1 RNA J7 3 A
TR, 235 TKM-Ebola, & 2 —Fl1iA Y7 EBOV 1Y siR-
NA/ g R4 oR: 1O 1)l T R 4L H AT
VALEAR S B 1] P4 58 B, 3T AR AE 3 R B B2 TR YT ol
FARKBIWE T, e B R AR B 2 5% R IRAT RIS IL T o RNA
TP H i A 32 A A T e 6 8 53 A 2 AR , DA B
TR 2 A AR PR YT T 1 £ 2o 5 R
2.3.3 mkEREFEAHA  ZREAHEFHEER,
L2 St AR, 9 0] DUAE o 7 10E AR, o) 200 5 095 7

FE P il TEAT e o T Xt o S 25 1) JOR A5 25 a0k A 900 1 591
FOBIF A LR E 2R IS 1 — e R B0 4 33005 254 o) 30 L
1555 K (enfuvirtide ) 5 & A HIV gpd1 () I 55 38/ -2 E L ik
BRI —FR S A 36 ANFRIEAK . it FHRALS A
FESI P SEE RS, I AT A BT, B 2N T & 7 (£
& MERS-CoV FI SARS-CoV ) %y Bk 0 1 77 09 H &% F
BN A T LA A A A 4 2 K2 W A R
R P R A ) P, i v ELAE I A I P s 1 1O
3 NEERE

O RE SRRSO B A A A T PR 2
W AT LALE ) R S SRR e
SR Z ) R I R SO RE SN, BRI MR A A L (H
AT B e W 2R (IR A A, AN S o 2 4 th 75 5 7 e Tt
2510 G MR, ) 2 W g R N R
I B AE RS LR A B R i 2 AR 25 i R
(ERENNTT C Y Iwibig el

TV T YO EE 259 I & 1Ko 2 50k 1 X 18 1
B IOBFIE . BLARERRT DNA 5 8 B0 21 & Hems B 4
BRI St — FR B L 1 VT o 25 2R A 25, (EL b e s
£ RNA Ji 8 I AR K2, B RNA 53 e DNA 5 811
A SR NI SR 25 5 P R i 2
3.1 BERAZ N 7RI LM BN R ROR , R Y
PR B R L L 25 9 [R] Bt S 5 8 P, DT 484 o 24 4 1) 97
B R T ISR 2 R EIVE T AR S B 2
PR R AT DU RO R 2 S R e PR R 2 AR
PRSI A 259 BT oo 8 Ak i R R TR AL SR 254 .
— PR R R TR ML A A TTBE AR X R etk
IR R BIRTT AR . R 2546 i ] BE 7= A 4 I
HIZE T, FrLL AR IR A FH 25, Iy DL R 7 R00RT (2R R AR
AR N FEARJF . BR A P 25, 248 (A 1R 1
FE S 245 3 2 K R A PR I8 A4 5 ) 245502 1 A B
EL A7 NH R ST — A B 25 B0 2 Bl A e A )
SERCHE 0B P XK B8 05 T 47 AR 3 25 ) ) B A 4l
M

WA Y EAT ISPUR S ERE ) B &
I PR L FH 3607 HeAle B e . LAk, i A ARS8 B B A
2] T IR A 6T o (N X SR AL A i T
(2 BR2EVTAl , DASkE o 25 W0 A RSN, BB J T 1) 28 S
RIS I ), i ER AP 5 (Gilead Sciences) , f 3%
LY T Vs A g 5 2J T 5 il 7728 2450 0 LE A 2 1) X el
PR BE R E A E PR R R A T %R
3.2 EFHEMMAWET WEEAMERSWNETT NS
PSR TR iR R, T EAREWE BT A
PG THIESE 3 5 T ST FAT 5 P 3k T PR S O o
e e R ARG &, A TS MEM AL A9 . HIV-1 2R (D
IR R R I B F 2 —. 7 HIV-1 28 (RS & 3%
JEA 6 4, v A AR E k0 22 5t b A SE 58 =0k LR R, IF T
1995 AF A i T 3R 97 3R T L A 1995 4F 5] 2000
AE A 6 FhE LA F AR HIV-1 B9800 25 25 b ik v 1
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o MEAh, 2T BRI REE A AL BT AL B 7 ik ik
IR T T 224> HCV NS3/NSAA 28 1 B i 57 1 i i A
£, T RERLVC R A P

H fiif SARS-CoV il MERS-CoV ¥% 8 2K [ fi§ M™ Il PL™
) A ZE A AT R S S B 2 B TR A
TERAS BTG PO s B AT T 45 5 SR AU Rl 57l ik s
SERG B RE T LA BT B e R R i 4% 1) 285 W T kB R

TR
4 Zig

A RTHE N R AN, A BUFRICT 78 294 11
Bl PR , A7 2000 T 1 8 DR S, L2 B i i A — A
ZHEGT 6 TZ N ST BT A HHErE % COVID-19 #
WFTE IR 2 i R L A B2 R = S X MR 2590, 3B DDl B
THRFNTFIRBHIGST I G o 0T K8 0 B X 4 25 9)
D P B2 B vl R Ak 189 FRF TV R0 98 Y, JHC 12k e A 5542 o I
PR U RE R o T S 2 U AT RE R P — AT Y S
7 b T 25 mh i 2k 4 RE A8 00 0 2 3 P 25, e
— AR, T e LAY R et e 2 M e
L, HEALER SN S P52 b gk S HA IR A,
LA TP A — 2k A XS LR )
ARAE, 0T LRI g s B 4 BAT R SR . ASCE
452 Ff%) MERS-CoV 1 SARS-CoV HA Pl PER E 1
254y, A — Lo HAb R 2 A A AR i 259, Ay B e
RS Fir L BN A T Bl

FATRLT T 2003 1) SARS, A-AF I e il 2 AT
K Wb e AR R AL A PRI AR S 5 A T EAT B 1) S DR
T R HOR M E A MBI Or R AL I, TR 5 R T
AR, A ZE B AT IS PR T Ik (i
I C A Y HUBT I 25T A TN BT R AEE
of, AT LU — 2R 81 6 0 25 ) v DR 4R BB R 12T 7 R
IR RG2S 7 12 , LLPR iR 2950, B AN RSN, - 2
TiE$ 24 , AT RE A T X6F 25 T [H G 2 A PR A
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Abstract: The outbreaks of severe acute respiratory syndrome
(SARS) in February 2003 in Guangdong, China, Middle East
respiratory syndrome (MERS) in September 2012 in Kingdom of
Saudi Arabia, and the current COVID-19 pandemics in Decem-
ber 2019 in Wuhan, China, are all caused by coronaviruses,
and patients primarily died of acute respiratory distress syndrome
(ARDS). Compared with more than 5 years of wreaking havoc
from MERS-CoV and Ebor, China successfully contains the
SARS-CoV within one year, which shows her advantages in po-
litical governance controlling such pandemics. Many coronavir-
uses have been separated and their molecular structures ana-
lyzed. However, there is no specific anti-coronavirus drug devel-

oped in the world since the outbreaks. The problems come from

not only pharmaceutical technology per se that must treat both
coronaviruses and their life-threatening ARDS, but also the
small size of patients who could immune against the coronavirus-
es after infections resulting in pharmaceutical reluctance to invest
in the area. Facing both the pharmaceutical and social-economic
bottlenecks, here, we summarized the current development of
anti-coronavirus drugs, and proposed the strategies of repurpos-
ing existing drugs and preparing their pharmacological combina-
tions to fight the viruses including COVID-19 based on a well-
understanding of how the coronaviruses enter the host and dam-
age our respiratory system.

Key words: COVID-19; coronaviruses; drug repurposing;
SARS; MERS



