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Abstract: Virus are one of the main pathogens that cause many serious
diseases in humans, animals and plants. Antivirals are a class of drugs
specifically used to treat viral infections. Although different virus
replicate in different ways, infecting the human body has several stages in
common, including entry, biosynthesis, assembly, and release. Virus of
the same genus are highly similar in protein structure and sequence, so
they can be used as common targets for antiviral drug development. This
article reviews the processes of viral infection in humans and the targeted
antiviral drugs designed for these processes,including inhibitors targeting
the surface subunit ( SfS) and transmembrane subunit ( TmS) of viral
enveloped glycoprotein, viral entry inhibitors targeting host proteins,
RNA - dependent RNA polymerase and RNA/DNA - dependent DNA
polymerase inhibitors and virus protease inhibitors, in order to provide
clues for the development of antiviral drugs for future epidemics.
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B AEERASE TR X SR R E T AT IR, K
%fﬁfﬁ{ﬂ—l: N F R HE NS LB 1 A1 3 (HIR NS — B
XSO BE 23 5 BO™ B IF B R RV, I8 T IR X, Bl AR
v B, 2R 5 [ 5 IR MR R (Ebola virus, EBOV) | Zy/R
RN TEAE | el RO B [ B4R ™ B S P IR 25 A i 5 RS 7 (severe
acute respiratory syndrome coronavirus, SARS — CoV ) il Fft 4= PRI 2% 65
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AR AR % 7 ( Middle East respiratory syndrome corona
virus, MERS — CoV ) &5 ] 5}y T 4F 1 2237 47 i N 7 3t
SRR R OB Ry o ™ SR 25 A R SR
Wi er 2 Bl (severe acute respiratory syndrome coronavirus
2,SARS - CoV -2) 5| [ty 8 B R 8 S ( corona
virus disease 2019, COVID - 19) J5 JE & J& T £ B ek
FRTEJE , 705 2002 4RI 2012 4E 5L 1Y SARS - CoV
I MERS — CoV HWIEE ™ o i 25 5635 RS {6k 11 22
Ak, N2 AT RE THI I S5 22 3 3 30 R0 55T 3 B0 AT
B o EGLIIBUNREZGWIRTT 7] RETC I S A A5 %)
Prax 2L | RSB YL I AR 22 20 75 , PR I o 2 3 ok
B ey B A= o S 9 e ) S [ AR R SR AR T R T BT
THREZGH) o

SN TR 7 4 52 1 5 AN [] 1B 3 19 A i Jol
WA LA R BB, AR TEA AR5 2R TR
o REEIEA R R YRR LG , W ML B 2=
TR, AR s 2 AU R T R 3 A
R R A o R A 1o A LA ) A9 74 4 i A
AL , 3% SEORAFAFAE O O TR T 1S 0 55 25 )
ST ], I Ah, 9 BE 2 Y 52 AR 45 G A 20
SER TR A 0 4 EE B AR T R
Ko TEFRREUEAJG W75 E N 41 DNA 5 RNA OB
) 240 6 o E AN A% b R S 45 R R A AR AR )
AR o R TR A ), SR G SRR R 1
R 7 UKL, AR 2 1 A i 7 P, RNA i 7 i 22
RNA #Hi Y EL DNA AR ) 585 Tl , T3k 26 55 g7
MR ILPARD TR AT DS — A AR #E A 7E
o B 20 e o R P, 0 B RE 8 R T AR O 4 A A
i 5 B P T o S v o B UKL H 200 i £ 8,
ok H 2 S A0 o 2y 2R A A TR
R = WS PR ON Sk g = I (R T
ity 28 3 B A A0 B S S B TR I B A
W FEREAR . A SCE TE BB E R LR AR 2 ) Kk
R
1 BEFESEEEEERATLENREAY

R e i e I A 1 R A i Sy
eI B A0 22 8] 4 53T i A () URH ELAE T i o
Rl T R RAS A I Rl 1 S B, T X — 3 A gl
H B R 2, U 02 v 7 E JBORE 2 1 (envelope,
Env) A 30 SERERNG A 3 Fh2EBY, HEE5H RHE
ARV E S AL B AR o R 22 08T ) B 7
BT BRI RN | R AR A R
R R (influenza A virus, TAV) B 11 5E 2 (hemagglu-
tinin, HA ) 85 H . AR B A5 2% (human immunode-

ficiency virus, HIV ) (1] gp41, DL} EBOV a0 4 &
o TR0 A 25 P 2 T I R T S A
F AL N i85 F RN 32 (R 45 G G5 AR Sl 4 B, R 1HT
ST e o 20 58 ) PR A 323 B T R OC H
ARG G A 00 BT 5 1 A0 AR T IR B K R
4 [ 2 (angiotensin converting enzyme 2, ACE2 ) %
A, ACE2 2 N2 b W BB R A Z AR, M
N S R 3858 ) RE AT BE7E o 75 2% IR 2 1 Y T
HERLG 5 A R R R BRI, AR A
5 ZRGEG3X — 3 FE AT LA A2 AR DL ) 5 4 e B
W eah, — e ] TR SR O R R
I/ BBESE 2R S DR - 5 FE A0 R T X RN SR AR LA
Pe ki 7 E AR 28, PRI, 1 22 05 M VR TRR 1) S5 0
(TAV B2 4K) L9 & L RE 98 A %0 T 1 5k R D fig
I TAV ZER T

HIV &L (A 1a A SR A2t HIV |19 gpl20 S5 4
FEANAE (I T 4 B AN A A% AN | 5 200 AR 5 R
i) ErY CD4 2RSS &, FFxd HIV R B
A 4% R 45 6 45 # 3, ( nucleotide binding domain,
NBD) 46 & % (B NBD R %) 1b & ¥1), 145
NBD - 110211 NBD — 14270, 1 3545 4 2 1 . 3% - (14
ARG AR B, BB HIV 5 CD4 1958 &1 . i ds
BT S 0 L =TV S B N P 12 4 % e 1 1
24 L SR X1 B 3% 18T STV 35 1 470 AR 411 S 245 AR X T &
JB2Y . HUREA R R A AR 2k
K BB TG 3 S 227 S5 U0 A, 00 7 % T 2
H 20 AL R R BT BT C 0 Y R AT IITR YT R80CR .
HETEAVFZ O 7E4RiE 1 4215 SARS — CoV -2 Jji &
1) 52 IR ZE B BRI TR NPT IR B 25 K RN T g , A 436 DL
FRSYE AT RISHE ST OHEYE S5 1R T R
HiEE COVID - 19 [T F R IE s o i il
BRI SEAREE 5 G5 M N LA 2% 25185 S 5 7 A T
25578 PR, A T U BT R 24 1 e R AR ik
IR I S, AR T LA RS E 1 R R T T vk
— B IF R MR 2R it R s
2 BERSEEEEABRIENRSHENNFLZ

A BB 7370 1A 1) FE s B v T 95 B 2K T I ik
2 RS55G5 8, 1% XS ) 52 B 9878 52 ), TR
AR HRHE 1) o B b A PR ST HL 2 R 26 A4 057 5 40
2y, 1 JOWBEml A B 10 25 1 L 25 44 F T R = 3
ARARL, L85 5. i 5] A (] 5 v b 2 T Y 6 B R
57, CHCHIZ R R 2 AR L, 1 KR AR
P A 255 58 ATV Bk R B8040 Oy il JIK (fusion peptide, FP) |
L ikE & — 1 (heptad repeat —1,HR1) \HR2 &7 ¥ 7h
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[X.( membrane proximal external region, MPER ) . 5 i [X.
(transmembrane region, TM ) A1 4f ifd Jiii & 355 ( cytoplas-
mic tail, CT) ™ o A0 S5 B4 R 7 0 A 240 M 1Y
BRANT 158,34~ HR1 2544 38 21 1 A = 58 143 i
LR ANRE K FP OB 5 o 4 A e AN 2 T Ok,
HR1 5 HR2 XEAHE AR, Horp 3 /> HR2 88ie LA
AT R AHESIAE HR1 — = RO A B K U1
T — > 53 E 1Y S IR iE K (six — helix bundle,
6 — HB) , 9 2 RN B R4S & 76—, JF A R 42
A daE. M2 T, RIS 8 8 & A NS FP,H
FAEFD o SR, 2 TP RLR FP #R I R FIr b i
1y, IF HA — S L [F] B RHAE , ) AR 2 i K PR Y, K2
16 15 ~ 30 MRAEMmAEHE " o
2.1 3B FP#HIZS

RZH0m BE R I A & A Ok B g 540 19 i 5 XL
JEGUEE, I3 2ok 7R 20 T 0 B R A (i HIV) B8
AR F RN AR MRS o Rl 2 i AR 7
R A R 2 1 (RS 2 ) A Y, IO T g
BiK e EE FP A4 ATE A, BT, DL FP S HE S
A 25180, B 32 2AE T ilm R HT Y B, HIV -1 43
JEOHE SR ) FPAE gpd] BEIBREE LR N S 3 15 ~20
ALK B B, 2 e BE E A 40 LAY OC B A ER 1.
PGT151 il VRC34. 01 J& = SRIKL I Fe S PB4, 3
55 FP DL gpl20 — gpd1 U1 B I 4 53 2% SR 45 LA,
B A EAE L, ] gp120 F1 gp4l MAERIHG RAS LR
BELARE 7R HEAL . R FEA AL (ol - anti — trypsin,
VIRIP) J& o — 1 RS FHEEAY—1> 20 R EEIR 7 B,
TR E N HE ] gpdl FP AYRAR HIV - 1 30 25, B
FRR I BE gpdl 19 FPRANSH HIV -1 (g Ao St
HIV FP (B ZE 7 AR 1 AR EZIRYT Y HIV - 1 )%
P R AR
2.2 #A[ MPER #1 CT #4125

UTAER , MPER & A S 4 A0 1 A5 A 00 25 410
2 I 4 W8 9 J7 . MPER 2 52 3% 9 25 JIE 19 2
25 ERILM B K X, 2 gpdl AP AT R X Z —,
I B S G FT A75 1Y o

KRR 1AL HIV b FBTk, an 2F5 4E10
713, H4e5 HIV MPER AHEAE ] b 584 ( de-
qualinium chloride ) 52 38 [ £ i 24 &b i B 45 R 41t o
AP 245 , i 2ok v 3 o 7 8 i B, 1% 24 9 m] LA ok
HRoE A MPER 5k 5 TE 10 i /K F1 42 ep BHLI CD4
P I G R AR e ] HIV - 1 QR A5
MR o X A RO R BIBIESE , BOTH A SR
YAy w] REE— 20 3R v LU B R I BRI . BR

T/NFAN, o B IR S0 25 1 B & A P
S HRSU T 2 BT 1A 15 WL IKE AL
A4 Fo170, 5@ i 5 HIV - 1 WA CT XAH B AE
FL G HIV - 18R, 155 HIV - 1 B4 i 3R
o #E—20 B HLHTR 5 R BT, FO170 §i W) HIV - 1 £
AR ML P DX LLPL S5 438, 22 k5 40 s 4 i 9 [X
A AH LA AT BEAES 1 G 1T B ARG T8, e 2l
15 HIV - 1 LR, e e e 111 . #E/ bR
RN At SE B 3R W 1% 2 KB A B 1 e ek
K, FO170 47 A NIGYT HIV ik 259, X Seif
FERW] ,MPER 1 CT J& ¥ & B #5900 i 25 i W 7E IR
R HRHR M Ak F I PR FiBF 5 B B, M 24
WAt Fitk— LI &
3 BEBEEEANRSHANNNG
3.1 ZEEEAEZ

T SRR IR SR e 1 B D R 32 AR
B A AR RiBY T AL, 2007 4F HIV FiB)Z i kit
K F3Z14 5 ( chemokine receptor, CCRS) By 53125 S Hi
T2 B EA LV B 32 AR 38 50A 97 HIV S 141
WEE /N I3 A 25, OF B BRER TR PRO140 FL 4T
(leronlimab ) J2 HAG Il REHLA 0 e BEBTAAR , 2050 4E Ry
CD4 L n) Ji5 [ 5 70 i 25 0 CCRS 48 il 25, pr i
PR AT R LT 321 AT, 25 2 R A IR DL B ik Z 25
AHE AR RSO0 A B T C 936 1 24 i B )
HEHE R TR 97 MR iR IT T R R M £ 2T 2
(multi — drug resistance, MDR ) HIV JE& 4t B % . ACE2
JESARS — CoVFl SARS - CoV -2 [ 52 {4, YING 2>
EUHGE T SARS R N e ST CR3022 7] 5
SARS - CoV -2 ZARGS G 45 A 3 Es & TE5% B i
NHIE TF IS 2 14 56 4 10 S BE T R A . SHIL 25020 4]
BAA> 2551 AUEAL T 1 BRSE ) ACE2 3Z A1 5 s P it 14
h1IBI, H 5@k NV I 3240 58 5 0 25 (] ofr 5 BEL 0B
SARS - CoV — Z ks A& 45 F B F SARS - CoV -2 - 5%
e B a5k S ACE2 45 &, Lahas xR,
h11B11 7] fg &4t %} SARS — CoV ,SARS - CoV -2 &
A 36 3 AR A R P AETR YT N R
3.2 BEEABINNG

9 B 1T 2 [ 8 T 21 AR T AR A R S
Hhfg, Bk, 8 EEE 625 e —HARA BRI UnE e
Z5%). 5140, HIV . IAV . MERS - CoV SARS - CoV -2,
EBOV 8 # R M8k 1 L&A 1 4> Furin 2 (1§ Y)#
7 5, B Furin K [1BEOBOTE R W& A7
SARS - CoV -2 I 3R [ & [ 196 fb 5t & 4 Furin 2§
I AN 5 2R 1 B 22 24 8 2 ( transmembrane protease
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serine 2, TMPRSS2) 7 2 /M 25 (S1/S2 #1 S2) #4714
Hke S B, S1/82 YIEIN s B 2 DR AR R AL, A K
F AT . Furin ££ S1/S2 {3 5 24 ] L5 B0
BERIME RGN, T2 25 32 AR5 A 25 45k
Fil/ sk S2 g5 M . R, Furin 3 7GRS IR 26 11
fitf 22 5 0R 2 AN 258 I T IZ TR s TG . H
T P S 5 0 2 — B85 S A 1 g 2 AR 2 i 24, %)
PGS B 1 B 22 AR 2 A IR A, AT RS 4 B B
SARS - CoV -2 i A, 24 5 4 N 2 ot &2 2 1 g 4
SUEMNE B FI L #0425 E - 64d B4 (1 RS, 355 50
Sl P, fE R R0 ] 2 0T LA b s T
AR A, O IR PR T 2 IR T e #E
4 E0[E RNA {k#iA9 RNA B4 ( RNA - dependent
RNA polymerase , RARp) H)47 S $1 25

JEEH RdRp 1] DLf#E 4L RNA #E4R 4 8 RNA, 78
K4 RNA 9 85 14 35 5 241 52 il AN it el v R 456
HEVEFH . RNA BOBHER R RNA 8 B & R
SPRMEALES S, (L I R ISR R 2 Y ) &
B Pl DNA B RNA 54 il 70 40 it FE 4 e 1R
FH B LA RS F 9 SR A B0 1 25 8802 /N o B
P55 (remdesivir) & —F IR H RSP AT , 7] LA
FEANARL PN 5540 R = BEIR TS MR 25T =X 3§ ) RNA
RAWRIGYY EBOV, HfEpgE C Won B 2R e
W 3 36 P, £ 55 SARS - CoV., MERS - CoV Al
SARS - CoV -2/ | #£ COVID - 19 3if7 80, 2 T 5
FAMHE T BBV P 1 B A A . R T B
FHb, TN AT IR R MU 2 —— R FE A e hr s |
FIIEL 54K | galidesivir F1 EIDD — 2801 1 RE4% 4 &5 1
SARS - CoV -2 W& il . SEEPTH —F, XL
PR AL a0 5k M 1) RNA i 28 B R 30 136 75 B 3, X
— ML FIRE 5 BB & WG A o =B iE ik &
Yok RHEVER . idehi = T 2014 4R 15 R AE H AR
T PO G TT , 7 LA ] B A 28 2 i Js 7 1 Jk
Yel200 5y T [ B R R B B = — Y R TR
BRI 2 BE AT RNA R4 il 10 ) 25 th A T B R
I, RG22 -F -2 - C - FERI AR
HIZY 02 2013 AR HEE R 55 1 A>3 B0 35 M T 9800 B¢
RATANHRIZE T . R R A AR 20
7 1 ~3 A A DR R 2 8009 A w5 Ve T 48 0 23
R B AR R N IR A B A% G g TN R
BEVEI R B R BIA AL, BR T E R A A A
B2 PR SN B S AT LSRR R B VR T
HIXS PG TIL I &, X7 VA T e B T R B %
TR R I/ R

5 £f8E RNA {k#iHy DNA B2 & E5( RNA - dependent
DNA polymerase, RdDp ) H)fm S H124

WL SR RE YRR RS A S AR X R R A
JRAR AL BR Wi S il 11 57 X — o A, b s
A H RNA R B 4R DNA, HIV g —Ff 5%
RNA e S R , 78 i PRS2 B b, HIV 300 26 S il 410
20 AU L SR BRI T I P HIV 187 FI 2 85 Hi
TR ) T A S o B HIV 336 5 S il (4 245 ) —
FECRT LAy A2 830 5 s B ] 24 ( nucleoside reverse
transcriptase inhibitors, NRTIs ) FlAEAZ 1 28350 54 55 B

#il 25 ( nonnucleoside reverse transcriptase inhibitors,
NNRTIs) ', NRTIs I NNRTIs $ i) HIV 5% S i
AL RSB AN TR 255 11 4%, B T 2 DA BRL 5 s 2
RNA LR 4H 390 %% 53 WU S 7 DNA BEPIAH . RO 7E
I3 B % s 1 109, NNRTIs A A % 40 il 196 5 5% il e 0y
EaY . WH AR AL G YA JCE AN I i 2540 1
HIV 3055 56l . bR TR IRZE U Hh, — 4 NNRTISs,
WMZHLF AR ARAETAE M h GEAR 2% T3 h-F- FAI UL 55
AR W T HIV il RVG 7 . VF2 8L HIV 254, 40
PR FIE IR AR 15 AR , -t BB % A3 50 1)
CHYFRFEVENT SR S ], X W] RdDp 1 DNA 4
fint) DNA B4 ( DNA - dependent DNA polymerase ,
DADp ) FEALES R da o BE DR ST o RIS, TR R 2 P T
R B I R 2P T ARAEI ] TAV BL 7 0 2 1
HH A 4 S e o ) R A AR, i — A T
RNA F1 DNA 55 i %) i Ak 25 48 S DR sy 1Y, 8 1w 3%
DI P 25 T LI R ) i iR R 25 W) . 5 IR R
ST TR s 2 N T i AR T PR, ROk R
Jenl BE A AR — AR A S A A K
T BRFE ] EADA 25 ) AN RO BE D B 25 T A
HAFE I IE R 245 B AR B A R B B BT S B S B
EUIE T
6 HERFEAEmIIIHEZ

o B 2 U215 0 1 2 11 R ) 2840 , 700 B 2
AR 5 BB O RE RCARY B 1 . HIV J5 8R4
BOAAATE S 7 A, R BB 2% DDA 5G4 s 25 2 14 il
Ple S5 1D HIV o5 2 2 B0 ) 25 V0 22008 45 2 —
FiRRER B, L A0 v B 2R 00T HIV YRR ), 58
4 HIV HE B RS T AR . 1285 Al %
SR ) 24 3K S 0l LA R 2 IO A R
SARS - CoV - 215 il i [ 4 fi 2 N EHBZ W ZHE
ppla Fl pplab, X & 5E 5 il FIHe SR T b 1) o 55
IHREZ IR T 22 i 33. 8 kDa f) Mpro (-5 3¢ £
M) 28 12 /W98 E K TN 2 8 B PR
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Mpro & —Ff>f: [t 2 2 25 [, A\ ppla Fl pplab (1) H
BTG, 2078 11 ADMRSFALS EYTENE L 2 &
1, 3] Mpro -5 (19 28 /K A BT LA BH 1k 56 5 75 il
(4 NSP12 F1 NSP13 ) 1) Jf¢ 24, BH W 75 2 il . Mpro
FENR B A AT R T DR T A A=
VA [ PR Mpro A B0 B 245 11—
AT TR . 2020 4R, IR R Be T A
AR |3 245 1) i s 42 R 45 AR 2l T LA B 24
Pt % T —Fl Michael SZ 30125 N3, I 0@ T
HZAEWECX Y SARS — CoV - 2Mpro 1Y dib iR 4514
N3 A] DL 5 SARS - CoV -2 Mpro & BRI 45 &
4SS5 4, Fe 5 A0 ) 2 Fhoe AR5 72 40 SARS — CoV
Fi1 MERS - CoV 1y Mpro, X} i% FAS AT LIAE ik it)™
TEAN R 25 254 i . © A T 100 Ffr Mpro 11 i 25
AR , QN A2 28 B R 5 0 H AT 1k S s 2 Y
Mpro 11 il 25, M 245 ¥ & B0 ) 4t L 7 i) B ] 2
22 A~J1(2020 43 H #2021 4E 12 ) . HIGR G
2l A BRA R & W 58 R85 (SIM0417 ) F 2023 45
1 H4ttHE Erfi e FFA SRR Mpro B BR—HTAHE 259, 3
B HABE ARSI A B R W 2R 25, A T BB B
PRI B AH DI (5 —TE B 2k o
7 g

I, 755 S50 P 35 47 X6 N 288 (gt A ol ™ B Jak
R R, BE G T A T A A ) IR R 2
SRXTHUR R T RE S R WA TN A S Bow M #E . H Al
PUW BRIV R EZE 0 R 2 26,50 1 R0 )i 5 2R
FI( EZLE RdRp 1 RdDp ) e B W77 5 1 A= A J8 09
{HH T8 RNA i 88, KRG R A IR E M A S K
A GAG AT VA R 2 RUBSE o — S B Ao B 4% 1T 2R
1 )i FETE 6 , 70 R 22 000 2 5[] — a8 i i v B R
ST, BT DUV SRz 05 5 502 J o 2 24 ) 1 2 ] 41
Mo TP T 2 I B 1 ) 2 I I S 8 A TG , T 45 )
A 251 o AR 2 AR SZ AR B AT LAGE 3 AR AL
il 5 AR 245 7 , (0 5 R SR 1 = B AR AR B AR A, 74K
W RS etk . BIL, 9 B R S — AN
RIAATEEAR . 55 2 S0 10 2 50 5 26 4w B 0 1 1
FEA (NS 5HHEEHEANZR) ARSF AL, FZIH
SO G YE R EEARIE 2 CHEENE
PRIIRE , LR AEAR P9 A A S Bk T 22 e PR T B
NP, . ) TS0 BE 25 060 A (6] 95 1 D S iy 41
HIVERAT. B 8 R T I A8 5 4 R A B
o5 B 2 A N9 B AR A R R W] 20 BR i 2 Rk 3
FINZ W B/ GG 25 N2 BT R BT B B 1 7] S 5
W, T EL 33K A 12 18 v R 2 A A 7 %o 3500 1 o 7

RS o TR, FUA S L3 TR 9 A A AT AR
ST NS RO TR X T RE R , AR A TF
O )| RS py E TR SE 24T 7
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