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t/g'@ma (L J8%) J2 H 3t a5 5 Ak ) 4%
Wi, B IR IET R R A TR ]
& JJ%Z Lﬁf?% o | 7S I I TR | B i ik o R
IR Ty O™ I RAE , Qi R ol S bE T I R v
LN PR AL T 4R 41 40 (World Health Organiza-
tion, WHO)2019 4£4it 38 , 42 Bk & 4F Al 14 10423
JEp 9], Horp 300 J7 ~ 500 J7 EIENR ], 29 11 ~ 65 7
FET 2 o 42 M0 RE B 2 0 A8 Ui B IR A T I AT AT
B, HJLE . %@/\ P55 IR S i S N 2 4 4
Gy R NHE Ty ™ 8 I R, T S R R 2
YBITREZ IR o 5340 BB e AW e 1
AR EE 25 IR T R AR B RH W E AL 1
H R, B0 ) 0 S 2 2 1 B P A ] 2 5 i
B & AR 1 G R R DU R A
W & B A ORI

T B & T IE F9 #E R (Orthomyxoviridae )
K, S B I X RNA SR EE o HR 36 2 31k
1 (matrix 1, M1) FIAZ 8 AP0 E M, ATk
R B4 0 H B (influenza A virus, 1AV) . Z % (influ-
enza B virus, IBV) . 15 # (influenza C virus, ICV)
AT % (influenza D virus, IDV) . |AV 4R 4f H % 1
B 1 1L 5E 2 (hemagglutinin, HA) F# 25 52 iR il

E SR 1 4 P EEZRAIE T LI (20-212Y2147) 5
AT R S 25 K 2E RIS 834 (RSBSJJ2019-08)

YEE R A2 W, Y0, 2 R 2 AT
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i 6,38 Ak E AR A M2 B Fad i R G 4R 7 RNA R Bk
= ’ﬁitf&sﬁéfr’% |48 vt , RARp 474 ) o7 B ik A% &
’ra—ﬁ‘]]/’}}r\f}(ﬁtﬁﬁl\_""r‘i‘_{‘{#o W%J iﬂﬁ&%’k{’%] 7~EF77—/D/11L4

2h M 04 LA A M AE R AR Fe s RS R 69 B R R, AR A AT R B
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(neuraminidase, NA) i 53 T4 fiE 31T 434 A [R] AIF.
B e A5 A 18 F HA AL (HA ~ H18) fit 11 Fh
NA T (NT ~N11)"°0 AV il A shi g
L2, G2 R PURA SR, PR S S
FMEE T HAFINA B4 A 56 385 1% 0 28 B
#% (antigenic drift) s # )5 4% 2 (antigenic shift) .
PURERS LS HA 50 NA /N 3 1) 2 SE 1R
B, XA RE R BOR B N R R . S HA B NA TR
F A ik 2 AR AR, B i A8 50 25 7 A 8 1) T B
B, A W] ARG AR I RO FUT IR AT 5 A
I B 7 75 B [7] B 2 % HA i NA R 1 (4 H3N2 Al
H5N1 )t

I WSR3 s R T e o R = I R A}
2T HA 5 40 3R 1 7 R R (sialic acid,
SA)ZARLE G IS A B BURLAE N A i A A, OB N
Bk, DU, BT A M2 G , T
I, SRV HO#E AR s pH (B FE AR 5.0 B, P4 1A g
5955 B A B @A, 9 3 R ) 9 3 RNA (viral
RNA,VRNA BRI OBie). vVRNAS RNA
#e i 7 RNA 5 4 i (RNA - dependent RNA poly-
merase, RARp) # fii iz 21 40 fg 4% PEA 7% s a2 il .
A R RNA RS mRNA FIr b7 (I8 1 (Cap) 4514,
RdRp 1 Cap #<#8i 14 A U1 #4715 = mRNA 1 Cap
gE V) B - 82 2 vRNA | TE 0% 2 mRNA (3
B ) . VRNA B, S mRNA, FHF 7= A sk
4, 7 3 5 4b RNA(complementary RNA, cRNA)
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L Bl

B mITHRE (RR)FSEFERT. vRNA: 57 RNA; cRNA: T4 RNA.

PEAT A . R EE 8 A RARp-RNA & A 18 ik
UKL, Bl e DA 20 BELREE b i 28 o DA R SR 1T AR K
oK B 95 B URE I A HA 55 9 B e 20 Jif 3% 1T 1Y) SA 32
PRZE A NA TE o 7K ff SA 52 RS 5 75 JIURE, B
S B B T TR B

2 2020 4, 55 = A H A HEfE T I KRG
7 ) R EPURBIR B2 WA 1. Ho SE
#5150 (Centers for Disease Control and Pre-
vention) 477 B 7] il 55 (oseltamivir, Tamiflu) L
% =F (zanamivir, Relenza) . {141 >k 35 (peramivir,
Rapivab) 1 [ 3% b = (baloxavir marboxil, S-033188,
Xofluza) Fl TIAY7 2 TCIF &AE AR AL ORI T2 0
B R JE oK =B (laninamivir, Inavir) A1 4 PG
Fi 75 (favipravir, T-705, Avigan) 7F F < gt HiEAE
P2y,

F1 HE2020 FEHAERTIRKBTHEERRBRFEEAY

AT, TEAL TR I PR AR A58 B B Bt it Je
TR 25 1) AL HE HA IR M2 5 1 il 38 2
il 771 - RARp 41 il 77 0 4o 22 2= g4 ol 70 25 . AR SC
LRI T 25 W B T 15 M A FAL A A I
PRI BRI 8%, LAS R Bk i ELAT ) 18 33 1
RPUREBIR TR PR IS %

1 BEmERNnRRREHEY

TR TE HARNME S 5 SAZIRINES &, 0%
SRR RS N A R R RS . HA > T4 [
SRR TERL TR AN AR AR, BA &
JE B o BRIE " A, Ab TR ARAS , K Bl KB
TES> TR o HA SR O IR o 11 44 o 4
L AR AR T I R TR R R o B A P A

254 A IR A, Rt mHRE s 1]

WA NA 1R TRIT ARTAR R 2000 4} (& [# FDA)
B - AL (=3 A #22 L)

FLIBAKS NA A BIT M ARITE (7 %) 1999 4f (5 [E FDA)
TR « AT D4R (25 %)

LUEE DA S NA ek WEIT AL (22 %) 20104F: (3£ [E FDA)
TR - At

[WELSE PA AR BT A (212 %) 20184 (£ E FDA)
B « AR

hrje k= NA A VRIT AT AR RS 20104 (HAS)
B AT AR

LI VA PB1 1 AR SEVIS DN 20144 ( H 4% Restrict)

s« AHfERE

NA: MR PA: FRYESR G PB: MR GHE; FDA: B 255 SR .
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J1 51 EA MR T SA 32 R AH B AE R HE A4 .
HAT (T4 ) J2& 1 35 40 i A7 R 45 & 1 DG B 0 45 1T
HA2 (5248 ) 2K N B A 09 B 7 1512, FE NI
i pH ¥ 5L T HA &A% 224k HA FiT & (HAO) £
BUIJE B B HAT R HA2 K B 1 HA2 il & ik ¢
JEEIHA 53 F (13 . H% B HA2 N it il & KA
AN AR SO BSEA I, T2 BB b A9 2 il & v )
R IE TR LAl & FL IR B R = A R AN
A U 3 A FL RS R A0 A R e

H AT, J0 HA 5 SA 32 1A 1) 25 46 BH W s 7 ek g
ST B 2 W R Y TR N . AR LR AR
ANTE) 410 51955 75 W o P e i S B 24 4 T 43l 4 2%
(#£2).
1.1 MR BT HEE L HD 5 5

HAO 13k X AE JLAM B A Kb . HA
WEIAL 5 2RSS G R v VB AR R IR
PEREA K, HiME JEFE (nitazoxanide ) J2 E Mk PN ik
P2y, TR T JLEE AR BT A
PG BT SF T 5 RS 1 B 92, JEL TG P 0 A 1 4 e e
JE Rk (tizoxanide ) X 22 il it J8s 35 Ak 34 HL AT P 5
TEPES . e JE R T 3 1 BH T HA A sl I Ak A 90
PN J5E DRI g 2R AR 2 B8] Y HAO F% iz X HINT B
FPUREENG T o WE W P R 28 A B R S KT i BE
PEPERHWT HATEDURE H N DI H I A Z i B B 1k
2, DN 35 HA 21 B P 5 52 K adi A7 E 20 AR, i
JE 0 7 1E B 2H 2 R AT S A0 B R I A O B A R
H R, A e Je R AE 28 B 58 R I7 =12 2 o RE
T B IR A% (NCT03336619) ™, K%
& (tunicamycin) & —Fh 5 8P K, BA N-b
FEACIRIVE A B ik b SRR A L (R 40 i B 1
BRI 7 G P 5 1 IWSB FTIW7 (2-i B R A AR )

%2 MEmMEHEERHA)WRRBERSHY

L 1o 97 2 0 AR P e AR R ) I T A TR X
LAV 42 il 45 455 i P i/ FH e o
1.2 [ R AT 2 AR &7

T AR HAO 24y HA1 AT HA2 J2 5 15l &
S —2F o FEARADSEG v, 5 BN JBE 2R A in 3
g R 1 o R P Wi o=t e B O P A
0 0 — P R B e SR M . BRI 0
o | PR B T 0 22 R R AR U, PR v
T RKEEAE A B B2 , AL A IR YT 5% B 5]
Hh R I SR 5 R DT IR T T R D 4 B
P2 TN AT SN 2 R B 1A D R A B AR
[ il Ik (leupeptin)*® 1 52 ] il (camostat) ™'+
Al HAO 241 , I8 a3 VE F T HA 24037 05 11
B — K SR PR ) A 2 R U B A A A .
T, & SR At SO T IR 9T T L R B A
(corona virus disease 2019,COVID-19)'®! 6-4
KO R L BB PR 4 e T RO B B A
b Bz R AR (], 4 D SRR PR R B ) 46 e
2N TR Y 2/3 ~ 172, HoW A 45 25 7] R 45 e A A0
PO VR AR RO H kB — b 2R (1 i
il 7510 L S P FH T HA 8 28 1T S B i A 40
FELR A T, 3 T B A R 1) — UM R
1.3 Ik 2= W Bl 0 1 551

TR B HA 5 75 F2 40 B 32 10 & SAILR
W 1) W5 25 RO g 245 A 5 1R R gy, vl 3 o 5B
SA Z AR AR SA SZAK 2 3 A2 BH. 11 B W B, BH.
1EH 5 HA 44 . DAS181 (i Bl ) /& —Ff 46 ku
AT AL 1, P 2 TR SA B Ak Ssl R 286 55 20 Mt 2 1 il
SE ALK, AT 43 590 263K 76 N L R 38 AR
WZIE 1 SA o-2,6 Y FLHEAZ IR -2, 3 2P FLM 32 14
5ia Rk m ey EdE . fE—WvEG DAS181 Xf 2

P2k R LI YE L] ik
HA TS SR v e s HA ik FEBHE 5 I BERELIST HA B [14]
IW3, IW7 HA,NA 05 T 2R 1 G R T Y I TP R [16]
HA TR Z g am e Ak HAfi A& T HA A 2447 BT 3 HA [17]
R b HA {4 I HA F A 240 I JE HA [19]
HA 1 B 1 551 DAS181 N 75 PR 57 FEBR PRI - 2 i 2% 1 0ol VI 32 A [22]
HA JE b5 41 il 551 MBX2546 HAZEX HHAEOS G HIEmG [23]
BMY-27709 HA2 BELBT HA 11 H2 ME R0 75 (4 Bl [24]
BT HXRZH HA2 e HA v pH S544 , 36 H3 S0 055 2 il 5 [27]
B 22 /R HAZEIX. SEATEHA X UK IE T FE HATIR A%, [25]

) AR
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PRI A T B BT TR S8 AL 1 IR R
56, DAS181 LI%E K 10 mg- kg™ i)W AR 4 14 42

Y5255 d, ] 5 SRR A ER B B 2
1.4 1 5E 3 PR RL & 40 1 51

HA E by — oo 35 A0 B 11, 760 5 1815 40 ot
ARG A A 1 20 e 5 o A R R L
i A pH R BH 1 HA #5275 Ak 1 3l 15 il 75 ok
T, MBX2546 j&—Ff (H1 1 H5 7% ) IAV #1451 51
Wit HEA A HAR ALK, #0 HA A S0 5
156 EIEFEA . BT MBX2546 5 HA R a2 454,
BH IR T pH A8 i 5 @b & T 75 19 A A 4B
BMY-27709 & /K17 BR e 5 JR 4548 , nl /E R “ 43
T AN HA2 il B9 A 30, BEIFT HA A 5 (4 il
Gl R TR RR RSO R B E A O H R
XF HA FTH2 M2 55 543 3L, X H3 W L5 3 oAk 2
B [t 2 /R (umifenovir, Arbidol ) j& — it | 1% 470 5% 75
254, ] 22 Fh ot RN AR A BSEE 7 L A0 T EOR B
WP 38 £ L 73 IR 7 ART 5% AT B5 RIS 7
BN DL S SRS B F R o BT L 2 /R 45 &
FEHA = RIRZE X BB K s w38 a2 1 A AR
FE HA TS F 5 76 A RIS pH (ELEREE Thm
il 5 Bl A AH S A S EHE, v F IR YT Hi LAV Al
1BV 5| 1 b WP Ry . AR A ] B
Z R FEAE MR AL T 250 FH T 10 G YT AL T
JETE N Y SRR SR = BT, 7E v H AU
B IEAEES TR 2R S RS FHZRAY =16 2™
TR Y I TIG R X 56 (NCT03787459)%°
RLBT L 22 IR 2 B gl 2 00 200l FH K7 4 A i ik %)
255 e 0 YA T 7 SR L I R A 40 o 34,
DR IEBRA O 2K 1y 2 Ak A W T P pH 75 5 1)
HAM G Ak, X Sefb & Wik a6l #5175 S0 &
JRLAARTE J  HA A S 0 375 1 AR S0 3 8k . 1R
T5c R AT T AR By ) HBN2 95 5 HA i F9 42
Ak, B A S 3 75 20 M s 1 B e ) IC, [ R 5 ~
10 pymol-L™"%", wfi I bk (stachyflin) 251 &4 &
TUPA R ZEAT A W A 7S M I 2 A9 A W 2 Al 3l 5t 41
il I pH 75 5 19 HA A4 92 A5 4k & ¥5 B 3 18 27 116
PR H 1 3 0 7 HA K 3 AL Bl sl /D i e 2k
4IPS T 2RI

2 BEBEFEEEAM2HMREREHY

AV F1IBV &4 A [6] A9 A R 2 11, 43 5] 2 AM2
FIBM2, & A7 Ji P EAE o e 788 o N AR
FHIE ARG ARG , 5 7E N A TP iR 2R 1

Wh AR R AL A B O 72 it 35t e Wy Jo R Tl 3] 4 L o
AM2 71 BM2 J2 [m] 5 I 5 AR 28 B iy Il 289 355 s 2 1
F N S A1 X B XA C i i PN R X 4 A o
AM2 Fi1 BM2 |5 125 A I X 5% JE HXXXW AT M ] 22 4k
FoAth— 27 5 26 S e K2, M2 15 IX g O SR AT
BT 1A, 2 AN X R 2R T R T P S5 st 3
FITF B PEEE o F-HE A B J0RE PN o 98 N pH
B AR 5 B A IS 5 N B IR RS A sl e B A A
AR AR M1 RE R G 3G A0 1T %
SRR il R T M2 138 T A AT 7R S 2k A4
i S 75 Y pH T ELAE R 25 I 1] 1 Al 2 /R
SR pH, A 1t M2 5 3 18 W] A S P i
o FERIRR 20, M2 5 3 T 400 ) 7] T 0 5 B IR MR e
SEF RS E PEBHIT T T 5 I iz | R P2 B TR
FEAT 4 W e e AN 4 W) 21 e Al 4 WIS R A= 4
2.1 £RNIkERRFERZ i

4 W BE i 2 1966 A- 4L i F 1R IAV B 1)
SRR A Y, HOAE R M2 85 3 T8 BH B HY
3z HE A B RURE N B L DT B 1 96 B UKL 5
S WIBERBE & B, 4 NI 2 % 4 M oe e 437 2 9 b
B E U G R e TN 4 W 2 e 35 1 T
NEE BN LEREF N IAV YL TG AT
ol 0 KRR TG AL . A NI B A 4 I 2 B T A o]
AM2 B 38 18 it A0 BM2, Br DL & H GE 3 il
IAV AR IBV ., IE4Ek, £ Wl e AR D
M2 25 15 31 6 I S SR R e 22 AR 78 A8 R
2T B, S B E BB HANA 22 A& (A (HINT) )
pdmO9 1 ACH3N2) H13t- i 77 7 i 244422
2.2 FERRRITED

Z WAL B W QoS e IV ORS e A0 T 3l Bt A
Shy RS T T ) N AR A O A LA LA
N T A R P S SRR AR LA AR . 5 AW BE e )
AR, M2 8 I B Z R AN %
A7 1 308 A Nar el , T A Ay 3 B 1 0 2 400 il )
g 130 WRWR W 2 K HLATT A 0T 4 W o e Tif 24505
BEVRELA PO I T, AR E -9 1F A Aok 3 o
TR =Wy, YR e (pinanamine ) 777 A= 47 i1 i £ i
.15 (24-E-ferulate ) B K AP TG PE

3 #0[5 RNA ki1 RNA B & B H i B s

=4k

TR A S AN A 2 i RARp &2 & Wi Ak
SEI . BT RARp E &2 —Fh IR R &
fiti (polymerase acidic protein, PA) . Bisi 4 5 4 it 1
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(polymerase basic protein 1, PB1) #1 PB2 3/~
FELH A SR = B AK, LA VRNA R, 707 5 5 A
& L F A Cap . 2 MR 11 1R 16 1) mRNA, 76 & il
1t R4 i cRNA AT VRNARY . PBA I 3 5 37 B
B VRNA F1 cRNA LUA [R] i 8L 2045 &, $7T RNA
AW Y)6E s PB2 W HL 45 A 15 32 40 i 1T /&< mRNA
(pre-mRNA) ) 5’ Cap 414 ; PA V. BA N VI B
PE, 39015 40 MR /R mRNA 9 57 Cap 4544 ] T
W EE H B mRNAFL S 5 I A 57 H 5L4k Cap
Z5R A 3" poly (A) R Z5 A 11 1L B B mRNA® 3t
JE 7 (K 2 VRINA 7 Si il P S WS A e s J8oi 1
i L 2 fEE 3.
3.1 BigibsE

ELE VSR th HAE &, F 201842 H 23 H 3k1%
HEvfE , I TFRIT I IAV ATIBV (AR =12 %7 g Ak
#>10 kg(HAE#<12 % JLERE) ;7 T 2018410 /]
24 [ 162 F AR5, 2019 4R 78 HoAl LA B % 4k
S, IR 7 A0 IR PR [A] <48 h 4R >12 %
HATE>40 kg 2Tt A IE R B H . B,
P ET SR I | B R R ELE VS
(40 % 80 mg) T R AZ I E AR N W 2y 8l 4k
At 32 M FEA (NCT03959332) 16,

[ 3% 55 2 (baloxavir acid, S-033447) , & [ 1%
WA IR L, 25T 28T (dolutegravir) 1)

204 B AN S & A TR A . 28
$7 75 & N2 9% Bl [ K 7 (human immunodefi-
ciency virus, HIV ) %& & i (1) 30 il 51, R A 3t gk PA
FTHIV 25 B 2 24— 408 B 715 M3l Bl
PR 45 A DD B PR o A o 3 5 R 1 IR %
W, A Iy L A RV . BV v B
TE LRI P T T R KA A T T R, [
EFH R A B PA N YIEGZE 5L, I35 PAXT RNA
FEIE, EIEHERR S 1AV B A20,Y24, K34, A37 Fil
138 & 5 IBV i) T20, F24,M34,N37 #1138 £ PA [N
VIB 2509 508 B SR E . B U6 24k
RO HER VIR 2y 38 TR E . DA AR IR 19
P [R) A A o, T3 U0 5 (R0 Lb B8 ) At 55 JE W I i
AL A HAEIGYT T 24 h s/ G #5480 BE
et FLAE 700 98 BE AL 16 1 R A L. B EITF R
i LSRR 191 v BRI /D T 2K e ] B S R B
FEEU SR AR 200458 5, DT A T A A i
PRECR . Koshimichi 45 38 , NS s & fa If
RAE R A al A R AR A Y R KO T, 25 1 B
% Ub 5 (1K H <80 kg Hi# 40 mg FI{AH >80 kg
80 mg) , ¥4 1] 45 Ja I R AR IR |, BEAIG IAV F1IBV
o9 BT L
3.2 AL-794

AL-794 (ALS-033794/JNJ-64155806 ) J& — fi

EEwE
AL-794
PCELii S
Hrchi S
_ — BLAVWAAAAA
VvRNA mRNA
I EL AR
PB1 PB2 PA 5' Capfg FmRNA
E2 RRARSEFNARSRNAERIERBENMRBRFRSHY.
£ 3 #0[5 RNA & EE RNAB SEHN T EHRBRSAY
Fhi2s IR A R A 0 R B 25 T Ik
[WEESE & F R PA IAV,IBV,ICV,IDV po, IR G2,
U EILH 5 -RTP PB1 IAV,IBV,ICV,IDV po, FER 2K, %45 d
PESTi 5 - PB2 IAV po, R 2K, i%ELE5 d
AL-794 - PA IAV,IBV -

RTP: ULIMEIE-5-=RsM2; 1AV, IBV, ICVHIIDV: HE 7% HEAHT ERERE; - KA.
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M RA 3% PE /) ALS-033719 i 57 T IR BRI 25 , e #%
PEHLZE AT PA DU 45 48 35, A8 850 1 P9 D) il 1%
P£ . ALS-033719 X 29 #k IAV il BV ¥4 47 #1 il 1
H1,90% A 54 i (ECy,) 4 2.3 ~ 267 nmol - L', Xt
fE B RSN PR 8 22 sk 70 B 25 T AL-794 PR H:
LAk K2, R KW, ALS-033719 1Y Il 3¢
Vi B i 3B R0 A LE 3 0, & 5 AT 3k 150 mg,
{H>150 mg s U AS 42 LE 45 344 in 3 AL-794 200 mg,
R 2Yk, Al ik 3 ALS-033719 B &5 #  , Wil A 21
H s i 5240 AE—300 | I RIT 5T, ft B Az 3
& 2 B 4ERD A/Perth/16/2009 H3N2, 12 h J5 po AL-
794 50 57 150 mg, &K 29K, # Lk 4255 d. 450
7, AL-794 EAA B 005 205 1 , 150 mg il i 4155
BEFR A R AR 5 50 mg A E
FEAG, B &g, B vl 2z AL-974, JC™
AR F A, i WA RN A Sk RSk -
20174F5 A 5E i 1 fefi el 4 v AL-794 5 B A il
=5 FI DT EL3H =5 (pimodivir, JNJ63623872, VX-787) 24
sEE A EAE R | IR R PEAS (NCT02888327) %,
{H 20184 4 H 7rfdt e ik 8 & b Ak HE 5 255
E o N e S P pmI =10 ) N g 2 S
(NCT03411421)!%),
3.3 kML $

PLVCHL A — AL R I G , 76 20 v
PR A AR 3 B HL 8 PRI 3k DU R 55 4% vk T B -5 -
= W& (ribofuranosyl-5' -triphosphate, RTP) , %
VEH7 35 -RTP LAy BEARH AT GTP 5 4+ 1) 7 X il 9
JEOT B RNA B A il i 144 3 DL 4795 9 RdRp iR
TR RS AR , TR Ry 5 N RS A A5
G120 4 RNASE Y, B 1E GTP F1 ATP 35 4+ 45
A I RNASEAd, BH 1 E 8 2 Hil A sk . Ieak,
BT R 358 5 B G—A R C—U AR , S
AT S PR AR R A AR 1) AR T R, v
VEF7 5 HA A RNAFEZE R sl A8 500 7 X
RNA 7 75 (L FE I 1800 75 L S 75 VR WG 6 s
) HA ) IS BUR RS M L (X DNA G 8 043k, 14
VL3 ¥4 77 e la b W w5 A 5 4 iy A, LA
WEIT O & I HEN X BEL ] At =5 i 246 7% )7
T A7 0t £ 3 3 s g S 304 B B E . 201448,
VT H T AE H A A T35 97 5 A al F R AT
F IR B, th T HWE AR B RN, hBUN 4 &
2, Bk AR At 4 259 F T R X ™ o it ik
S FE A BRIESL R ILR S C R T
HORE & A I /N sk 2D £ B A1 6 BRI R TES
VTR 5 B T3 A VAT ™ H R A I

PRIXER 25 R s, Wal 5 75 mg, B K 21K, iE 4L
Z520510 d;3EDCRIF3 55 1 K425 1600 mg, 552 ~ 10 K
600 mg, ¥1%: K 2% ; 5 WAl il 2G5 A L,
HWA AT Al A ™ R A IR R 1
o 73 S T SO 10 5% 0 T 24 8 S B 245 ke I, o 7 52 1
F R K 52 o FR T 2 P A S i 1) 2 o
6 dak B PR k™ o g R sl 7R g BRIl g
T LG 2510 d 0,

3.4 FIEFH

FI = #k (ribavirin, Virazole) & i T 1970 4k,
FELT A0 B R AL, AR L — R AL T LR TR
iR M = miz , HA T 1550 DNA A1 RNAJE 56 4, &
5 1AV BV MW GE 5 HLp 5 N BT 5 s Al &2
o 7 S0 ORI L 5 bR AT 4 ) L Bl R
4 fi# (inosine monophosphate dehydrogenase,
IMPDH ) [ {15 41 L 19 GTP, #111 ] mRNA 5’ Cap JE
B, DA R o S R B A AR AL RS i RNA &
Wl A R FEBURTEME R . BB B [ 5 AR
I 248 L Y IMPDH ; — 82 F] [ 55 Ak (ribavirin 57 -
triphosphate, RBV-TP) % £ ¥4 1l il i 8% 9 55 11
RNA R G F T 5 Mol b F T8 97 WA A
MU EE IS T REER T RS H TR A
980 B o T A 5 AR 7 1) B A R B iy R
il 7 AR NG PR e i 4B L R 2 1 T R A
J7, HARFRI W25 55, R M4y
LY217896 (1, 3, 4-thiadiazol - 2-ylcyanamide )
ol £R A2 AR AR B RR T IAV FILIBV ., 35 FI 5 bk
(viramidine ) /2 F] [ 55 bR 3-FR BRATTAE 9, P 55
7305 R T A3 AR L, (E B AN R R A AT g
FHRBIRYT . 7E— 0 HL R B R A 5 L 4 Wb
e TN A L 5 ARG & 45 25 5 BR ]l 5 R 2R 9T Y
BEHL ACH 2 de | I R K 56 v, 3R] At T3
(75 mg) . &= RI%ERE (100 mg) FIF] 54k (600 mg)
WG 2h 2 sl B E) M 35 B2 IR YT, BER 21K, 1545 d,
JEXT R E AT 28 dBEDT . S5 BN, 5 HRZIRTT
FHEG  BRA FH 24 B TE 5 3 K W BRI s & i L (1%
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Research progress in anti-influenza drugs

ZHU Yan-hui, LIU Ya-lin, ZHU Xia-li, CAl Bang-rong, JIA Yong-yan
(School of Pharmacy, Henan University of Chinese Medicine, Zhengzhou 450046, China)

Abstract: Influenza is a contagious respiratory illness caused by influenza viruses. Although vacci-
nation is the most powerful means of mitigating the impacts of influenza epidemics, anti-influenza drugs

play an important role in containing the spread of new pandemic viruses and treating hospitalized
patients with complicated influenza. Current anti-influenza drugs in non-clinical and clinical phases

include hemagglutinin inhibitors, matrix 2 ion channel protein inhibitors, RNA-dependent RNA poly-
merase (RdRp) inhibitors and neuraminidase inhibitors. Based on the activity and mechanism against
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influenza viruses, RdRp inhibitors may rapidly reduce viral load, have a broad spectrum of antiviral
effects and rarely develop drug resistance compared with the other three inhibitors. For prevention and
treatment of influenza, neuraminidase inhibitors are commonly used clinical drugs, whereas the clinical
efficacy of RdRp inhibitors needs to be further evaluated. This review focuses on the mechanism of
action, antiviral activity, and clinical applications of anti-influenza drugs in order to provide reference
for the development of novel anti-influenza drugs with broad-spectrum activities.
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