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[ Abstract ] Yellow fever virus (YFV) is a member of the Flavivirus genus within the Flaviviridae family. It is an

enveloped single-stranded positive-sense RNA virus. Although the vaccine can effectively prevent YFV infection, the low

coverage of vaccination and lack of effective antiviral drugs result in frequent outbreaks of YFV. YFV genome encoded

proteins play important roles in basically all steps of viral infection. Therefore, the development of therapeutic drugs targeting

YFV proteins is an effective measure to improve the therapeutic effect and reduce the mortality of this infectious disease. In

this review, we briefly introduce the structure and function of the YFV genome encoded proteins, and summarize the research

progresses and prospects of anti-YFV drugs targeting these proteins, so as to provide references for prevention and treatment

of YFV infection.
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XA o EARA S, YRV 15 BB, £
Bhm kAR N R KIS A i s 2 18] 1 AR
FEIGRIMFAE, RGP 2 A T W2 A AR 1Y)
FEBEFRY . RIF YRV BETE 20 42 30 4k
I, AR & R rh [ R Rl R H A PR

[WFBH] 2020-07-09 [EZHH] 2020-12-18

[ Acad J Sec Mil Med Univ, 2021, 42(7): 783-787 ]

FIANE PR LA 2 300 5 AALF YFV JifrHeIX, {H3E
PO & 23% 2245 0 eAh, S T AR
SC BB AE A T S e R n s ) L A
1 2 DI B LA N 6 5 B Al Re = AR = E A
RLURRE, EZAET- o P RAT K BRI R
HYFV AR 3, 190 RHWT e A AR A LRI M,
2016 4F- 2 BFf A L P AR R & T S HOR RS .
ARG SR HERR IR, YFV BRYLE A Wt

[E€THE] ERARPHAESEFREEES (31700147 ), B GRS R L 00 RAL YL B iR IR 20172X10304403-003 ). Supported by
National Natural Science Foundation of China for Young Scholars (31700147) and National Major Science and Technology Project for Prevention and

Control of Major Infectious Diseases of China (2017ZX10304403-003).
[MEFRA] REQ W+4. E-mail: 2928986405@qq.com

" {51 ( Corresponding author ). Tel: 021-81870988, E-mail: qianxijing@smmu.edu.cn



< 784 .

W TEE R 20214E 7 H LA 42 3%

PR, BT 60 4~ Z AL X i i 5 P AR
B, FEWARIR T ok AR 11 Bl A
@7 PR, ABREHE YRV B BRI K 20 77,
FET- NEOEE 6 77, TEE R A A fr e

WG ERE IR E B i, e, B
I, WFIhfESEIm S . T A S P YRV
25%), H R IR AL RE XS B SR BORE F SRR
y7 O R FITE YRV R R AN B
R EEAE M, HAGE W YFV 1RGPk |
ok, R e EEERE . BRI .
PRIL, 585 8 AR AT YRV 2459 i 5 2250 0 .
YFV & — 24 MR 4 RNA 5, HEERI 4
Hifith 3 FhLEAE A RN 7 FhIES549 25 1 ( non-structural
protein, NS ) , Fil # £ 45 £ X (envelope, E) &
F1. BifE ( precursor-membrane, prM ) 1. &K5¢
(capsid, C) & H, J5# 1 NS1. NS2A, NS2B,
NS3. NS4A. NS4B FINS5 41 ">, 4 4 11
R TEALIR . BN EENORL, NS 25 E
e R A R AR BN
KU EE YR M oy . AR SO A YRV
SRR R R R AR R R B AR T, R RIS
B 52540 L D RE4E i B SEah b, B Zs e ) 23
AT TIRIT LRI

1 YFVHEHERSHEAY

YFV E & [ 5005 8 J0URL-55 20 it 2% 1f 32 1R 119
FHEAE R, 5 B # AR A0 A0 M, g X a4
e SR IR AS Mk, I um R 3 M A
(ectodomain, ED ) #4 A%, H: 1 EDI % % ED2 Al
ED3, /& E &A1 & il R i 245 LI AR 1
LS, ED2 7E0 575 P AN MBS B . kAt A
R EESAVEN" ; ED3 2 5058 52K 4,
HALERE R SR R AR L E S R AL
AL 2 AN EEELE R, B B R Rl e fER R L,
IAE prM 2B A IMET T T mse iy EmaE " .

HAGH ) YFV 2589 8 (10 259 £ 224X E
H R 1 B e PR S 1) E B 145 H T fg
X /NG T- 2454, PRIAE 2 nT AE s a i g B B BH
WA R . RS 3R I, B0 n) B 2R P10 SR R
ik sA A ESRAHAGHERA T ER, SA AT Y
E 1 T RIRGE S, i YRV BUki i, FHWHR
W FFF A0 AE - SA IR T B SR EHER

SRS IR hEE, AT YRV B S
SA ISR I AR MR A R T YRV FEH,
YFV-17D 4L i) BALB/c /N BUFE 45 T I8 I 1E 4T SA
BIT A, WM TOIRE TR, H B, i
Y5 T A IE ST PBS /N RAEHERMI RE SR 1Y 7 d N4
WRFET Y BT RS SA FAk. B RIPUR T
YEH, EFCEA BRI R —£ 80 YFV IRYT 259011
BAFRT 5. BrEpEhiik 2A10G6 W@ H kLS A E
FEARA I FY PDRXW' By R IEHURTEVER,
2% BE P RS2 86 % 1 3.6 ug/mL B 2A10G6 HE 7] fifi
YFV i REFEAR 50% 0 SR, SR sg et il 4
ATt BRI 2, KRR T HAE YFV
SR XL HORRIA R R R E RN Zis .
Gh, AR R AE Y S B R4S S
M5 2 AT
YEVprME A /] SEE A B W5 — B I&K
ptME, /-SaE BkL s 252 . YRV C &
W] 32 B2 2 5505 25 35 DR 241 19 . 2 LR Y IR 1) 2
. BT TCEE prM R C 8 24T

2 YFVHEINS 58284

2.1 NSI1 5¥@%d NS J&—Z A5 r fb
HA, £ YFV A G Hd f ol f EREEN
YEM o YFV BG4 i J5 ] 7= A K i 43 WA B NS,
2 SRR NE RS I G v, R E YFV Y
e ki SEOR . BRTEoR, MU ERX YRV
NSI 19 F 4 RNA ( RNA interference, RNAi ) /T 2k
NS1 361k, Al B AR BALB/c /NIRRT YFV Y
Y HAURERE T A AR, R YFV 10d
J&i NSI RNAi XN PR 2 RGAHAT B &
TR Y
2.2 NS2A. NS2B. NS3 5#@%4  YFV NS2A
JEA TR R 22 000 BY/NBK 1, A SRR
SERIREA B T R M R OB 2R . HRT
ToEE X NS2A BTRIT 254 . NS3 2 Sk X 3ty 47 28
ML =I5 A ( Ser-His-Asp ) Z5#), S M1 f 22
RAIRE A, ©5NS2BAWMESARS S YFV &
file B TR EE RN H RO &,
NS3 A BT 25 1 T

W kB, BRYERE R W] 5E 4 5 NS3 & 1 il
ghELy, ] YEV B9, X YEV IS Bl 1
JoHA 5, 3.1~6.3 nmol/L [ 4 14 % ] fifi YFV
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ST (4 Vero 40 g i 722 0 /b 50% LA b, D 4E R R
W YFV S 6 19 21 2508 204 ( median effective
concentration, ECs, ) 1 ik T 0.5 nmol/L, ¥7 24
FHU L DYYER R AR I O R 2, 4
PR . MR A R R, YFV G Vero 4 il J5
14 h A P B AE B 3R M R RO S o W A2, T4 40
LN YFV RNA & T 065 5 G4 e 32 (s i s 5
HUWHEERE ST, PRI, DR D R s 7 52 1 S 40
REE BB, RV B Ak e i H A D RE T P i i 1
AR,

23 NS4A, NS4B 5 ¥ & 25 4 YFV NS4A H
NS4B #[ 2 f6H 56 8 1117, 5 %% 16 9% 3 RNA &
i ek e R A T AR . e Ah, NS4B it S
5 YFV i pEdki®, i idl T4 E (interferon,
IFN) S 0(5 55 K A s s A (signal
transducer and activator of transcription, STAT ) 1 HJ
18 TR A BHL W8T IFN-o/B 15 53 ¢, 1 4L 40 L i s 7
WA MRS . P kB, BRI Rk
¥ BDAA 1] 5 YFV ) NS4B 1 B.1E I, ##] YFV
(5 il . BDAA 4b B ) YFV Jg& Ye 41 i 9% 75 7 4=
T 2 NBCRHL b, RS Y 4 I AR
Wik b 50%. 111 Ik BDAA A fifi YEV & 4 6 B 1 5T
T2AN B 90%, o 7 97 B A 2 DR DA L,
I8 B SRR | Y B 4. BDAA B 4>
PR, T/ BUREHY b H R K& 2 A R0 &l ik
100 mg/kg, HMEKFIEIBITH, KT EMZ RS
AEAR. (A1, BDAA KA A9 a8 T YFV B
NSt . (AL, BDAA MG REAE HHAT W
I ZERARHTE, BDAA 555 NS4B 4 5 4 15 i
S5 KA A P T D NSRS 219 7 14 il 2R (P219)
B2 L, #7 P219 & AR ¢ 7% W BDAA K 25 L YFV
PERIZ .

2.4 NS5 532254 YFV NS5 2% # & il i
NOCHERY) RNA REG B, 175 2 DCHE M. =
i FH L FL Bl 45 49 Jak. ( methyltransferase domain,
Mtase ) 12 B o RNA # Y RNA 58 5 il 45 1) 4ok
( RNA dependent RNA polymerase domain, RdRp) s
Horp, Mtase AT AL 22 IR A% b Y 5 IR 5L 72
J2 A1 AR 2 B, RARp 766 7 RNA K& K 2 &2
il R b B FVEH . YFV NSS &2 3 X 38 1)
MRz £k, 15 IFN 3 #% N U#R A 2E STAT2
g4, IHIRAEPY T A IFN {5508 %, ke [ A

PERME T, (R BRSSP o R,
FEI0) NSS 1259 57+ B ] YRV 1 52 i -4 5
[ B4 IFN ST e EH

F A AIF 52 45 22 9 NS5 #L [ 25 4 R R AR A 5,
BRI RNA A EHIE ), 2013 424515 3¢
FDA #tifE, iR L FEZH TIRIT NI R B
FAEM F5 WA RSP R LR SR LS YFV NS5 & H
I RdRp Z5 A i sg M HL I RE, ] YFV B9 6. &
A SE R BoR, RAEA T AT B AL YRV BFAE R A0
P28 P R 7R NP8 40 2 Huh-7 #1 HepG2 Hh % 42 161,
JE H SR 2R A . RIS AT
YFV YL (1 Swiss /NN A129 /NEL, 7T AR /IN B
A BE T 25 IL3E Fh A 2 IR R K L I RS
R 2 6] YRV B B e R Hinyr e
FEREIMLAE A% Y o AR A RO 3T AGE
b 2D VAL, AR, BIRR B R, IRZTE KSR
Bl 5 B 2

TRVCHL 5 — RO BB B i 25 Y, el
1t 5 RdRp &5 & M0l 8 2 i, W EREA BT YFVAE
H, HFEZEE S URE ., 7 YFV YL Vero 41 fifd
FOIIA 330 pmol/L 32 VT 7 5 1 {955 7 JE e 5 R
90% ', AE YFV B YL §if J5 45 K 1R 2 VC 4
400 mg/kg, 4R YFV Y6 BRI AR . AL
I3 TN SR A S KT R BV R IR
400 mg/kg 1 VCHLH AR H BT ] 50k S 7, 2 I 92
VT YRV VR A R H 2 4t

3 N2

YFV [ 25 ¥ 8 MR 4509 8 A TE R 72 19 A
. Bl ke B ek S R b A
TR, X L 25 sl D e A HA R ) 1
FHEHT YFV 2592 12 ) o B i 1 & e FAG 46 1Y)
HETB. A M m 259 K ZTEIR N Ah 5250
RIH RAF BB YFVRCR, 2 20a 1 Tk K67
YFV B8 i — 20 0y i AR g6 DA PEAS . 3 4
K, BEPVRA AT RS E R ES, — B R AK
PR B S AR, TR AT PR, WHO T
2017 4F )3 3l 17 B 2 #4090 8% ( Eliminate Yellow
Fever Epidemics, EYE ) . Bifi#5 & 16 7 i R 1 4 =
FARE RS, B R R BT
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