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Abstract: Kinases are the major category of proteins that regulate intracellular signal transduction
by phosphorylating target proteins. They catalyze the transfer of phosphate groups of high-energy
donor molecules to specific substrates, serving as the key regulators of cell functions. Host kinases
constitute a large protein family with diverse functions, guiding the activation, subcellular
localization, and conformational changes of target proteins. In recent years, more and more studies
have shown that host kinases play a regulatory role in the processes of picornavirus infections.
Picornaviruses can cause a variety of diseases in human and animals. They lead to serious public
health problems and huge economic burden in a global scope. A comprehensive understanding of
the infection processes of picornaviruses is helpful for the prevention and treatment of these
diseases. This paper reviews the research progress in the regulation of picornavirus infections by
host kinases, aiming to comprehensively elucidate the mechanisms for interactions between host
kinases and picornaviruses. At the same time, we discuss the potential of host kinases as effective
treatments and drug targets against picornaviruses infection, aiming to provide implications for the
development of new anti-picornavirus agents and vaccines in the future.

Keywords: host kinases; picornaviruses; regulation; infection mechanisms
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LS AN TE A I VOV R DO VR & 32
Wit AR UTAER, BT R VE 2 T
FZPW I R W E AR . s, 15 B S
SZMnEn gt #, rgT DNA i .
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T 32 U A 20 P SR I R L AR
. R . AR T A O B A i A o0 2R
LS PR I K 4 BRI, ARYETE
it Fir 45 5 1Y) 2 AR S FE R W N [R) A 2R 1
SR 525, RO 1 o s ol 32 A 1Y 2 1 - 22
IR/ ATREIEE . LLE H By 5 2 R 1 4R
F ot - s R T 2 . AR 1 o il 2 i ik 1A
R A2 AR B -2 2 RS . LR R e
GATR A1 Ry 2 AR 1 B 1 - e R A it S R L
TG A A2 AR 110 2, 1 - P il A TR A
25, B 1 22 B TR 90 2 R VN R A, 1 T
RSB B IR A 2 JSHEST pRikz>
Gb, MR P STARAYE . SRR DR SE VRN D AR PR
HANTE], g 32 P A 55— Lo LAY PRl 2k
HE M,

1.1 ERRLIE/7 [

i 22 Z R/ R R AR 15 AR H
IR R 28, RIEThEe S 456 A S A ]
AP RECK ISR 5 4: (1) AGC ZH RIS T3
P2 % 11 (cylic adenosine monophosphate, cAMP) 1]
P A (protein kinase A, PKA) . MM T3k
2 & FF (cyclic guanosine monophosphate, cGMP)
B2 I G (protein kinase G, PKG) FIK #fi T
5 B - A B 1Y &R S C (protein kinase C,
PKC); (2) #5/4% 1 3 4K M1k 3R 1 3 Bl (Ca/
calmodulin-dependent protein kinase, CAMK) 2 ;
(3) W& 2 FH J 4 1 (casein kinase 1, CK1)4H ; (4)
CMGC 4, B2 i Jsl A 25 P ARORS 1 4 (cy clin
dependent kinases, CDK), A 225 247G {L & H
¥ T (mitogen-activated protein kinases, MAPK) .,
Wi IS Rl L 3 (glycogen synthesis kinanse 3,
GSK3) RIS 40 5354 i) Bt (cell division cycle-
like kinase, CLK); (5) STE (sterile)ZH .

AGC #4u4f PKA . PKG. PKC K%, HE
EYIREIE S 52 XA N5 5 7 S
IO PKC R 9% 35 A% N T - «B (nuclear
factor kappa-B, NF-xB){i5 5, M i #1450 4
% (interferon, IFN) J& P ] 3 A - (stimulator of
interferon genes, STING) s R R A
PKC it ] A2 5 T4 2 8 19 A 7 3 (interferon
regulatory factor-3, IRF-3) i # 1% Al T 7+ 4 &
(type 1 interferon, IFN-T) i & &', CAMK 4 £
B PR AS B /A5 U8 2 R U, YA
% (calmodulin, CaM) 45 & 7 Ca*' J5 , & 5
CAMK C ¥ [ 45 45 & 8 (H 45 74 3 (Ca*/CaM
binding domain, CBD)Z5 4, M { H: [ 417 il 45
F4 35 (auto-inhibitory domain, AID)¥T I, F Bk
N IR, IS CAMK; CAMK )™
S 5T Z R EY R DR, AR
fiR ARG B A . B /A2 R S 238 o i &
RSB, dERr A SR S Pl ORI 4%
W O ST BAEALA TR g RS, £ S
DNA fiIn TAE% . 4HAEIE 5 . M- 288 U2 .
FELAE K . A0 R T RN AR oAb A 2 Bl A 2
AU SR, H T T CAMK Z1f1 CK1 41
PR A4 5 0 B O AH LA A B . CMGC 41
{145 CDK. MAPK, GSK3 fl CLK %K%, #%
A REAT 538 B R AR OCHEVE T, A4 A A
LD E N T N o A AN 1| B Y BB 7N T E S u
W WFsE W, p38 MAPK A LU i # 45 +
PG U S 1) TR 3R A5 5 5% SR P il m 3
i M B W R SN B (highly pathogenic avian
influenza viruses, HPAIV) 15 3 1 3 A & 150161,
STE 41 3= %24y Sterile7. Sterilel] Fl Sterile20
SANKIE, JE MAPK 5 5 [ 1) S sy 17
T S TR 20 L AR S AL = I g T AR T AR
U LS 2 R R 458 I 4%, LA £ 20 Jf i 0 38 7 ob
RN AR
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1.2 EHRRHEEERHEE

1 J5 T 2 T TR s 53 AT 7 200 R 5% T )
[ R R NN s W e N K =N 8
(receptor tyrosine kinase, RTKs) Fl 3 52 {4 fi% 2 iz
P4 (non-receptor tyrosine kinases, NRTKs) 2 2,
RTKs & —FPEs RSN, SRS GG S
RS, IR 2 R B (B ARBERR L) AT i
G L RS R R B R AL, R A AME
SR B ETh PEARIE, S22 R T
(anexelekto, Ax1) A2 — Fft B AU (1) 5 7 5 IR 0 5F
(SARS-CoV-2) 324K, & Al REAE Al A EnT
W R GE R R e i R R AR, IR H R
Sl R P (e HARUS . B T RTKs 4b,
A —PEK I NRTKs Z %, AL4E Src. Jaks
1 AbL 2 BFSR R, HE R 7 (Newcastle
disease virus, NDV) 1] DL i3 5 & fE iR 1) i 2817
I8 (gangliosides) 25 &, F1175 AR Z RS & FR 1
fiti Src G4k, 8L Sre WE ZFPME 538 i DAL
9 2% 18 1 /N8 25 1 (caveolin) A 5 B9 N F B 42 i0F
A fE B g0 R, B A 2R R R R
(Janpanese encephalitis virus, JEV) il i caveolin
s R e B DN - 1| =l A )
(human brain microvascular endothelial cells,
HBMEC)H [RFEFFZE Sre (192 521,

% RTKs #ll NRTKs Z5b, i AF1E— g2
PR I it £ (tyrosine kinase-like, TKL)AY 25 F 18 fif
Horb wy 32 4R A0 B AE & H O (receptor-
interacting protein kinase, RIPK) ] i H. A Ji% & iR
T A 22 B R D5 R A T M, T R
it = 32 (KA 5 A/E & F W 3 (receptor-
interacting protein kinase-3, RIPK3) [ /]y B & ik
UL VY JE % ] 4% B (West nile virus, WNV), {iEH
RIPK3 X # £2 2 5E HA B 2R PE T, IR
RIPK3 #ffy 37 b 4 il P 28958 25 8% e 1 SC il 1
R
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1.3 JFHBIE RS

A ML TR PR i — 28 5 A G A 1 4 A A
VB FIALIAS 6] (9 25 s, 8 3L R £
40 18 P 5K 98 72 Al ¢ 2] M (ataxia-telangiectasia
mutated proteins, ATM)., 3% 2R JH BN Y 7k
F1 Rad3 #H 3¢ 5 1 (ataxia telangiectasia-mutated
and Rad3-related kinase, ATR)F1 i ZL 30 %) & 1A 5
Z MU 4E 1 (mammalian target of rapamycin, mTOR)
S DL P BT AR A0 A 2 R B A B
Frh A E LR S, Fln, mTOR & @5 mENL
Pt 3- /R U B/ FL Y R inE R AR
(phosphatidylinositol-3-kinase/protein  kinase B/
mTOR, PI3K/Akt/mTOR) {7 *5- 38 % (1) JC H Vi s
ZAF T R AR AR R L T RS Y O
VIR, 52 M U R IR AE B & AR Ak R
% ) A EP Xiang %5 B 9% % W] PI3K/AkY
mTOR i % BE % 711 i £, Y 1T 4% 9% 75 (hepatitis B
virus, HBV) ) &2 i i #2271 [a] i 32 0 % 8 42
SARS-CoV-2 JEGL ] i) T A5 am %, e
fle i SARS-CoV-2 S il , fdi JH 2 1 % 54 410 7t 51
REWE BT SARS-CoV-2 $& 4L T A7 B AIR YT Jr
S R, ke Al R R A F 5T R AR B T
AR AR 515 T 2B, B RE N AR
PR AR T Rt R A
14 XERHEE

KB MR — RINIEET . W2 AH Al
N, BRI DIRE S AR AL, AR
S IE A BERR AN BT . MR B AN, TR
M R FEEE WS DIEE. filan, ZER
ARt H B 5 B il A% B 3K B (riboflavin kinase,
RFK)™, B — PR (0, mT DMk
E BRIk R B HA% 2 (flavin mononucleotide,
FMN)BO g 8 1 (thymidine kinase 1, TK1)
2 1 41 9 982 (hepatocellular carcinoma, HCC) %
RIRVEFR ) — ORI 2, Bk TKI1 fig
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ARG HCC Ry ke, ik 235 25 W 35 i Jel
HCC fyifE Py

Britb 2 Ah, AAAE — S8 5 ot Y 28 2 11 O .
flan, Ae BTk S5 i PIBK, & fe o 4 At
B NREEUREIA R 3-F R 1LY, Lambert 45
52 #W1, PI3K 5 MAPK ({5 S e I 1S
IR 983 #H 2 9t 92 9% 1% (Kaposi s sarcoma-associated
herpes virus, KSHV)EL FEop iof # h & 55 2
KELZMME, DLk Le38 #% h i A RE S 411 61
BRI

gE bRk, DAL 4 RBEEE A 2 5 R
BRI o A SCHE SIS LA A 20 3 e A/
RNA a2 M A EAE G R, & 151
TS ORI /)y RNA NS o

2 FEHEA/D RNA G F RS
Hy R

/IN RNA R 85 oL BB IE 5 9 RNA
WEE, TATRIFEHELIN 7-10 kb A%, HKH 5
AE#HPE X (untranslated region, UTR) ., HLFF i[5
1% HE (open reading frame, ORF), 3’ UTR il 3’
poly(A)RZAH M. VFZ /)N RNA 2l A2
MR E N E A, Al R b i 2 R 58
JERE . GOE . PRIRGE RS Bl s R 8ing
ATE], 7N RNA % 5 (picornavirus) 1] 43 Ay H B %2
)% B J& (Aphthovirus), [ J 7% J& (Cardiovirus).
1197 7% (Enterovirus) . JH 2 & (Hepatovirus) Fl
FEN-FJHE5/8 (Senecavirus) 5 @Y,

21 TEEHEMOFEZRSEERENE
Y=L

1 15 %% %5 7% (foot and mouth disease virus,
FMDV) & H B B8 8 1801, S F R A 2
TR IEAR ;. FMDV JERZH 0 IE5E RNA, KEZZ
9 85kb, fEH—AHB RNA 431, FERIZAH
WETLEM 4 FEE A VP1-VP4 B R — 11

PiAcsEp®l, FMDV A 7 ANIE R, 435108 O
A. C. Asial, SAT1. SAT2 Fil SAT3 #, £57%!
Z A TEAE AR R 53X 267 AU 0] DAL i
FLEhW, FeEd . RSB, ThE
e, BATUL R O . B EAFLSk Bk
LRI S ARG RAE AR, BE4h, FMDV if 2x i
GrlE, TSR, FELIE ST RN
KA AR FMDV JFA 25 R B Sh ) = 5T
R KA, Rl sh W A 2 55 60 45 (K B s 42
IR T ol N S S NS ¢ o SN 1 8 R
7 e,

FMDV &% K & i I R s YR a2 — .
2021 FELICK, R EZREA DB,
LU AIEE M o 7 s AP RERR G A, 1
R B i 22k, AT REMRELE AR, W
FERp Lk AT X 1 R EORE v I R L ALY,
R, 205ERA B OB 518 A B AEH
L. fa FME R —KS 5m E2 M EY it
FEACHEE 1, MRk, 240 E FHE2 S
A4 FMDV g 2, BRSO R 2 pL
HanF
211 ZFR/GARRHAENONERER
RE R

MR, 22 Z@ R/ A TR 2 5 %
FMDV J#3 . Raf 22 2 /75 2 19 it 1) 410 31 51
RHidEJE (sorafenib) & —FHTIE LY, KAAEE
RGP H] FMDV &l ; #5058 R0,
RP AR A B —FRTT FMDV BGL 254
LA AL PT £ 2 38 Ao H0 1) 22 2012/ 7 2 R i it
Al FMDV &1, DL 45 R AR Raf T fE
Xf FMDV HA —E e, HIEAPLE]
e 2B HARST .

AKT X Fr 2 H ¥ i B (protein kinase B,
PKB), T REWEHLE mTOR {5 5@ g VE My 5
WEAH S H 5 (autophagy-related protein 5, ATGS)
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®1 S5REEIHEBEXE/NRNAKE

Table 1 Picornaviruses associated with various host kinases

Types of kinases Kinases Viruses References
Serine/threonine kinases AKT FMDV [34]
TPL2 FMDV [35]
AKT2 Ccv [36]
MAPK EMCYV, TMEV, SVV [37-40]
p38MAPK SVVv [40]
AMPK SVv [40]
ERK TMEYV, SVV, CV [39-41]
GSK-38 TMEV [42]
ILK cv [43]
PKD FMDYV, HRV, PV [44]
Pak1 EV [45]
PKCa EV [45]
MAP2K3 HAV [46]
Tyrosine kinases Tyrosine kinase EMCYV, HAV [47-49]
Abl (0% [50]
Fyn CV [50]
p56Lck Ccv [51]
JAK EV, HAV [52-53]
Other kinases PI4KA EMCV [54]
PI3K EMCV [55-57]
PKR FMDYV, EMCV [58-60]
PERK CV [61]
PIKFYVE CV, PV, EV [62]

FMDV: HERERRE; CV: MEEE T EMCV: IR TMEV: ZE)R/NRINEBERTE; SVV: ENRAHK
7 HAV: WRIFRWTE; HRV: ASNRE: PV: HREKEANT: EV: BRI ; AKT: HEAMEB: AKT2: &M
BiEB2; TPL2: PEDEREf:2; ERK: UMM I8 153 GSK-3B: WHISAAGMAN3E; MAP2K3: 2234500 (LAt ik
W§3; PKD: HEFUMEED; ILK: %5 FE5HEE; Pakl: p2l0& A ; PKCa: HIAMMCa; AMPK: AMPEIE A
W ADL JAK: BRZ MR ; pS6Lck: LA EAS SV A MR MR I s PIAKA: BRARBENLEZ 4G a; PKR: XUHE
RNAROHIESE i ; PERK: PKREFNEMiHMES; PIKFYVE: &FYVESSBERRIIBLRS .

FMDV: Foot and mouth disease virus; CV: Coxsackievirus; EMCV: Encephalomyocarditis virus; TMEV: Theiler’s murine
encephalomyelitis virus; SVV: Seneca Valley virus; HAV: Hepatitis A virus; HRV: Human Rhinovirus; PV: Poliovirus; EV:
Enterovirus; AKT: Protein kinase B; AKT2: Protein kinase B2; TPL2: Tumor progression locus 2; ERK: Extra-cellular signal-
regulated kinase; GSK-3: Glycogen synthase kinase-33; MAP2K3: Mitogen-activated protein kinase kinase-3; PKD: Protein kinase
D; ILK: Integrin-linked kinase; Pak1: p21-activated kinases; PKCa: Protein kinase Ca; AMPK: AMP-activated protein kinase; Abl:
Abelson kinase; JAK: Janus kinase; pS6Lck: Lymphocyte-specific protein tyrosine kinase; PI4KA: Phosphatidylinositol 4-kinase
Illa; PKR: Double-stranded RNA-dependent protein kinase; PERK: PKR-like endoplasmic reticulum kinase; PIKFYVE:

Phosphoinositide kinase, five finger-containing.
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AR HWRFERE ;. A BFFE R AKT 25 P
I FMDV SE AR, AKT @it 5 FMDV
5Ky 1 VP3 SR B R [a) E F F Wikt
£, #£ AKT-mTOR-ATGS #&iiPE [ ik 2 i 5
& H X O BEALEE 8 (histone deacetylase 8,
HDAC)MHEAEH, JfF%f# HDAC8, FMDV 1%
DLk 3 1 5 1Y AR G SO 5 3Kt I 5 0 B
HEAG ) — RSN, R T R i A
Wi TR AR A A DG 228 PR R 7 2 1 DY

s R G o B b 5 1 S AR AR P R R
FIERE B H L, TPL2 Je—Fh 2R/ AR
fitF, J& T 22 BT AR O O (mitogen-
activated protein kinase kinase kinase, MAPSK)%’{
JG, e SR b R A AR . Zhang SR
WFSEH YUERA, i 3 TPL2 78 FMDV & il ol 7
HraE b R T I ER A T A0 PR T A SRk Ok
RIEGURTEERDY, [HH0 T FMDV (&
2.1.2 EfteHEsx O WEHERHREHIEE
HLH

XU RNA A4 2 F U (double-stranded
RNA-dependent protein kinase, PKR)7E 15 F Pt
o H R e AR T R AR UOL R A
JEL T b S S, A0 LN PKR 23 A6 T 3] X 4
RNA, FfiZ#080E , #Emskme b S i ih
¥ 20 (eukaryotic initiation factor 2a, elF2a),
X — MR LA R, R A i e
TSR B B, DT A A B 1) 52 1) FAL B, X —
WEFEULEA T PKR A U 88 1 AR, s,
Chinsangaram 2P ¥, PKR 1 GE# ] FMDV
S, A IR AR, VR T] PKR 5
2-ZA FEEMS A RS A A A A0 s S oR A A SR
ARMIAREL, SRR T 8.8 A A 11.2
Yo EIRBFSEIERA T PKR 7E4H FMDV & i
HATEMEM . [REE FMDV J&2 PK-15 4 jl
it R, Li % &8 FMDV RS E 3¢

IR B AR RS PKR RYREAR, S 40
PKR 1 2 35 FLE LU, HEINIESE T PKR 5
FMDV — & A e B R

i bk, Teie iR b, 18 E 0
X EE 4Ry 2 RE . A SN RE % 1 e
BRSNS AE,  [A)IEAE  4 ad # rp AF AE IR
TR EEEA T A o A i O
22 BEHEBILHRERRBSIFE
ML

O 15 SR 1 AT LUR gL Z R L3, 42
FEWG SN, Hrh A 2 i 2 O
AL & %4 #F (encephalomyocarditis virus, EMCV) Fll
Z& i G/ BRI A B8 2 9K B (Theiler’s murine
encephalomyelitis virus, TMEV)!"2, EMCV #J Jg&
MY, SER . OILR . AR
GEPRI . WE R A B R A S, S
AN T 2243 TMEV 1] 75 5 J8bk 2 /0 B
HORK b 28 R e ST RS Y, B R AEIR S
BLT N2 22 e MR A 1Y) 1) B B 5 A ot i A o
%, Tsunoda %54 TMEV &Y /N, 55 H
T 2 RMEREARAE | B AR RO ILR 3 R pg
BEA-PE PR A AT SRy T R 9 B R
AR AL T A PR, IR ] IX 2895 7 1 & B
Z PR | O 2 1 SRR o R A T F 5
TEMAT o BRI A F2 PO 1 0 0 B Jm 0 27
YL R, BB SR LR R

22,1 ZFE/AIRYETOFRERRS
=ONEEZLIIE

AMBEFR, EMCV Al fE2x i i Sz T bz
& RNA %54 45 [ (transactivation response RNA-
binding protein, TRBP) %) i 2 4k Ifij Vi 55 IFN Ji/
2, DN RETE 32 00 AR G i S g 5 LI 9T
R, EMCV Bty A )E 2351 & MAPK X}
TRBP B AL, MIMETE TRBP, (55 T IFN
725 LA 23 2 A2 107, 1A 9T B MAPK P
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[i] EMCV & iilid . b, b4 2 F MAPK %
fitg , 20 L S5 5 U8 15 B (extra-cellular signal-
regulated kinase, ERK) Al p38 1 1] &3 i) EMCV
A, W& B, ERK P38 B (U0126
1 SB203580) fiE 1% BH W EMCV J& JLB¥, i 1]
ERK I p38 7£ EMCV &Y ] REAFAE— & 1
[FE

Moore PR iE , 78 TMEV B F g 41 iy
Wi, IR M IL-6 (9 35K BT ERK AN
MAPK, {HAEFIEGL N, IL-6 BYRIKEA
A, TR EEE S, T AR IL-6 W]
P B VE YT TMEV B (i 68 71 . eI
55 & ERK Al MAPK 7] G J& 9 TMEV & il
AP TERE SR DA

Benitez-fernandez 254 2 Hi 250 F ik i7F J
R £ % 4 i Ak E (primary progressive multiple
sclerosis, PPMS) I R AT, RIZE 1) IS/ )N B
G A 9 75 75 7 19 0 85 855 %< 5 (Theiler” s mouse
encephalomyelitis
disease, TMEV-IDD), il iZ R 5T T HE A
FiEF i i 3B (glycogen synthase kinase-3f, GSK-3p)
4 ) 550 BD /N 43 F VP3.15; VP3.15 fE 4E 287
TMEV J&Y/NRIG#ERE, BGRIS SR, TR
I I BE A P T s T R BRI
WFFEIESE, GSK-38 XIF TMEV B4 Al GEAFAE )
PAREIVET
222 BEBRAEYLORERKRENFIE
L

Src Z G B4 (Sre family kinases, SFKs)J&—
FpAE SZ AR R R PR B . Freudenburg S5 4R, 7E
o B SR L L A I Y R E BRI SR s
SFKs K 4% 1 PR A 4E/E A, #ii SFKs ] Jk
55 EMCV 175 5 19 1 A8 AL -2 (cyclooxygenase-2,
COX-2)%F My Rk, MM v80 55 MLAAK (4 Bt s B 2ot
24 [FRE, Dvorak %ML B, EMCV L EH

virus-induced  demyelinated
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(8 )3 B AT — AN AN v o7 B8 1 T 2 T Tl e e ik
JF(KYDEEWY), %47 n] 1 1 2 IR i i - nll 5
TR TR ot b, EMCV 1 L & 58454
JE IR AL, REAIG T 7 R IR 4H B RO
g LAk, SFKs #] T EMCV J@&ge it e, Jfxt
LA il i AR — i BRI . SR I R AIE S
RAFVAAE FAAEAR Sre 5 -

Li ZPWE5E % B, Sre F % BHE X EMCV
IR I R A — o B MAEAE R, UERH EMCYV i
AR E#EA LRI, FLAR BHK21 404K
F/NEHEH-1 (caveolin-D) M F N EHIEM . ¥
il , RS2 IR Z R B Sre 55 caveolin /T
W RPN Sk — 98 EMCV e
MNAZHITEABLE], 4RZLHRE T Sre 75 EMCV &
Juid B g EHMLE, ©RIE Sre f£ i EMCV
(B R i R A 3e), L EAHILTRI i e B
T B FRATTIR 2B Sre FIGBIES /N RNA T
RAH ELAE R R 45
2.2.3 HibHEsxh R E R REEEE]

EMCV 7E 47 5L K 20 52 il B 75 2 PI4AKA 11
BB, I E EMCV (152 i 1 72 e By [R] E
FABY, R MAEE 2R WEIR LS 3 S -FK506 45
A1 - I8 Z A 54 85 1 (phosphatidylinositol 3-
kinase-FK506
associated protein, PI3K-FKBP-FRAP)if 1% 4171 il
M, 75 EMCV UL, RBHR L4 T 7 2 1
(A BRI VI S 40 R 5 Y A >
St PI3K 7Rk 75 4 H B i i vl pe e 2]
WHI/ER . BF9E £ B PI3K 78 EMCV JE L I
Mt bR E R OER, 2 EMCV #EAE I
AMfJs, PI3K Sl B Mo is - 5 5 %
SIEFER A F L, WK PISK A5 W2 i sk
TC R Bl RAE RN AP R RN, PR A i
ToIMAET-P0, [}, Prejean 2P UER] T4k
KIS PIBK J5, AIFH 1R EMCV % 5119 41 i 58

binding protein-rapamycin-
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T, i LRrid, PI3K 76— & F2 B LAt il
EMCV Bt 8, M a5 | R M AsET

FEHEST EMCV 2R YU ml i i R rh A8,
PKR 7EJAZANM U937 ik Z Bl , =
3 440 M M 1 EMICV RS ] s 735 Ay 4 2 M R
e, T PKR BAFT-HEE, EMCV 78R YL Bl
Z PKR Wy U937 4iffl)5, R aEis a0 T pk
FEIR R T AE U937 iR EMCV Ay Hr4k ik
b Khabar 2501 % 3, PKR [#2k 2334 i
{E3F EMCV A E . kT W, PKR A9
£ EMCV J&4e, ity B s ge b e
23 BEABMERERERSHNBE
MLl

JY 9 AR /N RNA s 756, 55 5 1 I3 98
B (Poliovirus, PV), #1 % 4F J 7 (Coxsackievirus,
CV) 1% 18 95 7% (Enterovirus, EV)Z:7 . iz 18 %
BERHUIR S S s, RSB E
P, FEGEMZRG . PR GRER R
BEAR 7, AEBE KT . RRPERR AR R . RIS
PEMRIE 52 T 0 R S e 2 A T
HR 0 5 A L LB PR B /N RNA i 8 1743028,
REAS 5| B30 % 1 S B U T i )8 Y.
HRG, R 1 2 5 it 45 1 s o i s iR g 1Y)
it 2, EAREE S IREpLHa R
231 ZFR/AIBREEBEFRSERS
A=A H

WM, AKT2 S5 &M AN E 55
Sad AR, XA A AR BRI R
25 B H A B AT 9N 3 B3 (coxsackievirus B3,
CVB3)J& 5| e N0 LA 5 5 DL i AR =2 —
T AKT2 7£ CVB3 B4 b 1 1E i AR 48
Kim ZEBOF] F AKT2 [ R /0 B B A= 1/
SRAZEA T BRI B SL S, DAL AKT2 7£ CVB3
A FHONR R EHEMER; 2O NLR
6], O ULAR A P Y AKT2 38 i 38076 Se Kokt %

R, Lo 0. 25 ERTid, AKT2 Al 2%
fiff i TR SRR J A R B O WS, (R B
HLE % AWIAf . ERK X CVB3 (Y4 il G 2,
Pl , ERK 2378 CVB3 JRYL G ias . i
HrE CVB3 HyE I,

0 M AP R B AR O RS RN iR S
7 P (integrin-linked kinase, ILK), #F 174
WO U R AR, L FE AKT R GSK-3B.
Lowenstein ! {53 2, ILK £ CV K44
Wi R s OV B JE &30 ILK, M
M filh % AKT {5 5 55 5, 10 400 44 40 B 04 12 i
8, IR S

PKD 2 5 2 il /&y /R SR 88 1 A i B i
[FJ /N RINA o 25 ) 52 ) 2 B 9 e ZR SRR ISR 7
Ji R, B 5% & B PKD 0l BE B B R 2
HITS Guedan SEME R SLHHIED], PKD 7R
B B RAERAE T, AT /N -5 ]
PKD, HRV #I PV (& il g, i, PKD
AIREE — BT UR T 2 R A

B #4171 )% 7% (enterovirus B, EVB) 1] (£
FehAS [ R () 2 PRI . Marjomiki 251X 27
O AR AT, R e AEA B
FAHRIME, [IEHE & B Pakl Al PKCa AT B %
BEHYRGL SHEA
232 BERAEXERESERSNEE
ikl

o5 — 2R DL R B 1 I T A 1 O T
BO AR T AR T, WFS R, AR
fiti Abl F1 Fyn BEE 5, Al BREIATEE 2 25 B
(coxsackievirus B, CVB)AJ{Z A ; CVB 1EEYLH]
Wi st bR AR BRI R I Y 5E
RO RN, RGN, AR T
TR o DA A0 B T UE A Coyne PO 4 B,
CVvB u] DL Fl H W& W M <& & K
(glycosphingolipid-anchored protein, GPI) % Z& fill
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4 [A ¥~ (decay accelerating factor, DAF) /" 5 {5
53 I R BRI e EE N R T AN B SR T
DAF Ji5 RE 8 T I 2 PRI AbL, 51 A& ARSI PE
WIShE FHEHE, DI ARV 2 ) 5 2 14 4 A F8
85 [FIEY, $7E5 DAF B9AH BAE FHIE BE O %
ZPRIME Fyn, 10 Fyn 2 /N 8 AR (LN
o 7 A 2 /)N R AR A T 3 A L PN T T 1Y)
Pl — . BG LY CVB J5 & R BU™H MK
Jii , Delorme-Axford 5B 1% 3% 41 fifd 22 F1
RN IR MR UER CVB #E AMAL G £E% 57
MAEAPLE, PRI, CVB #E AR I 4
i INERRIN il RS e oy s i) Y A O VA e
FHL, W72 DAF 456G, I Ko i LA A
T 3) 40 A 1) B i R E R e v 5 [l CVB
A NG T A0 b 75 B 2 BRI Sre Z8 15 I
RZ, (HW S B A T AL, Lin
LU 2, Sre F % p56Lck & CVB3 7E
T 4R P ARE N, DARR TR A P 5 i A
SLAEAE T A5 U, 2 IR pS6Lcek Al fE Hh [A]
CVB3 A b fe; BpA: AL/ BUS G N R B PE
CVB3 235 [ VR ™ B LA . IR 58
R R A5, ik = pS6Lek JE Y/ ER
JEGL A I CVB3 | 1 2 o 1 i
O JIE 5 0 B S AE AR . 3xX 3R W] pS6Lek J2 M 4%
CVB3 & il AN B M i) 8 229 F H 1

IFN-I & % 3 B ] DL i i 38 9 3 71
(enterovirus 71, EV71) A& il id #e, (HH T UEHY
EARBLEI M A vl %1, Zheng ZEPH G BF 5T #8578
EV71 & 4 5 #1 5¢ % 1) IFN- B1b/JAK/STAT1/
OAS3 Jo RVEf e i higte, B IFN-B1b i
IFN-BIb/JAK/STAT1 4215 S 2, 5- B BRI &
A 3 (2'-5'-oligoadenylate synthetases 3, OAS3)
DLIE R EVT1 Gy H Ry, Hor ik iR i
JAK 7EHITH] BV71 @G il B b A AR
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233 HAiHEEX s R mREa B S

PERK "] Z 5l CVB3 fEyaid 2. MR
] (endoplasmic reticulum, ER) & 1l & Bl . 9T
Sz E A, ER REZ BT ia S
BRI & 8 F R AT S W F B e ER A
B, PP B G FR R B I N 3 (endoplasmic
reticulum stress, ERs); ERs & ‘Et, 25|k iGfk
1 % HF 6 (activating transcription factor 6, ATF6)
1 PERK WU, 5552 22 A0 {5 5
HEEAL, DURE ER A7 LA R D RE R 212,
C/EBP [A] #i #& H (C/EBP homologous protein,
CHOP)J2& ERs XA T2 H I EZS3F, Cai
SEONAE X CVB3 551 2 M FE O LR (acute
viral myocarditis, AVMC) i #F 25 o % B, CHOP
5 GIZ A K SEEIEN] ERs/CHOP {5
Sl R MTIRIES S T CVB3 B3R AVMC,
I RIF R AVMC RYIRYT 5 S5 T, [A)
L2 PERK (BRSBTS

Luo % & B, & FYVE 48 B W2 JIL i 54 i
(phosphoinositide kinase, five finger-containing,
PIKFYVE) 1] LL ¥ 15 W 1K 43 3 % iz & & 1K
(endosomal sorting complex required for transport,
ESCRT)ifl 2 5 RNA Ji# 2 Hild #e, IF{Ehk
B SRR PR H PIKFYVE B%F
SPERIHIF YM201636 A] LLiE 4| PIKFYVE
Wt DA T BELEST ESCRT 3 B F N A iz, B
AL Sy e EVTL i ARSI 525 P pinsk
I, A0 N BVT1 SRR RE 5T 0 JE
B BRI R, YM201636 BES 12 #H] H
fl/s RNA BEEE 0], {245 CVB3 Fl PV,
I, H1m) PIKFY VE S %30 il 7504 v 1 s
TR /IN RNA JHFEDUR RE 2 PR HE A
24 BEHBNRSERENFE
HLHI

J- 95 B J& 1y B B I R 6 7 (hepatitis A
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virus, HAV) & H12 2 27 nm BIERIE Wik, H 32
A FEORL AL FR B PR A TS, AL
RIBLK RNA; HAV BfF 4 ety r, B
VP1-VP4, Frt VP1 5 VP3 gy By B AKX 5E HR
EECESZE N NI R4 AP SIE/ NN il
HAV J2& 43R0 [l P9 200 e 2 1 98 1) o 32 25475
Rl 2z —, 3 2 B0 2oPE I 329 (acute liver
failure, ALF) Fl2 fill 2 14 JH- % ¥ (acute on chronic
liver failure, ACLF)®, 4R, HAjIGK Fif &
WA PTR RF R 25, IS
57~ HAV 515 FZ BIAA EAE ML . 18 39
it 21 F AT A Y R A AN AT D DG )
Fi. e, A 2418 F B HAV Bt
2, BARMEEE SRR
241 ZFR/GIRABINHRSERS
BB ALl

22 8 TR 7 2 R T Tl 22 S84 375 6 2 1 K Ak
fitf 3 (mitogen-activated protein kinase kinase-3,
MAP2K3) Al il HAV A, AR 20
Pt HAV J& Y, Kanda S5VL B, S AL EE
HAV & i n] G 5 A6 MAP2K3 {EMA ¢, I
PRIFFE 2, MAP2K3 ] LIAE A3t HAV LY
e 25 W 5, I B i i MAP2K3 7] B 1k
Y HAV 19 R85 e 2 e Ry die PR R 4% o
242 MRBRAEYTRSERSHNIEE
HL

Sasaki-Tanaka 2V F Fi fa o2 1k H 4847 4
K G R WL Y HuhT7-HAV/Luc 40 i 7 1
BT HAV 2547, UEBI T s 22 Rk it 100+ 551) 5 4 %
JEREIN ] HAV PP 2 A R 2H 1 2 3, [m] i
il HAV 25 1 B, UESE T RS 2 BRI T T
HAV W& EA —a M REEE- . 1Ah,
Kanda 55 fEAE PN 40 M6 1 GL37 4 Me R rh & 3K,
JAK 4117 SD-1029 F1 AG490 3 1t &A% La &
1235, B0 HAV (9 P30 88 R iF A 07 45

(internal ribosome entry sites, IRES){ P ik 7 &
I3 £ W] JAK 7F HAV & il ot 88 b R 18 T &
BAER
25 BEHBMNEATHREERRSNAE
=N

ZE N K 44 9% B (Seneca Valley virus, SVV) /&
/N RNA i #ERHE N B I, R JRGE
B RNAJNEE, EEALKZ) 73 kb, B 5AESw
X, B—H 528 A ORF ., 3'dR4af% X LK poly
(ARBAL, B ORF i — M 2ZREH, w4
B N L5 R 1 VP1-VP4 FIAEZ5 M 11 L.
2A. 2B, 2C. 3A. 3B, 3C £l 3D, SVV J&
Yun| R . B A KR A, 2
F BRI RAEAR , LA R FRINAFERETS |
DAL W R R R 28 3R g0 IR SO AR Ok,
SVV S fE [ S LR B P S5 R WA
TR T A TR AR

SVV figil i1 PERK Fl ATF6 A#r&HE H X
PEE AR F W, IR IR R E Hl; Song M)
BB, SVV R YL BIE 22 & R A TR UK
AMPK ., ERK., MAPK #l p38MAPK, {2t T [
WG 75 5 RS 1 A Wl (R L R, T 9 R P 2 &R/ 5
SR AT SVV IR Ge it 2, (A2 H A HA
et EREGAE SVV B BB, %
TR FHRARIT

g5 AR, 42808 F I AT LITE/N RNA i
BE M A A 0 b R G B AE T, HN
WFFE A SR PR, — S0 7 = il G o 8 42 55 2 1Y
YL R AN RS, AT R SRR MR . Kl 1
FiR, ARSCLER T AR/ RNA SR 2R 41 i A A
IR B, 45 2800 J2 PG5 AN W) 3 5 =2 )
IRTEAER B TE4E /R 1 2R R o B8 25
YIRS T REYE , MR SR oY SR AL FE IS
A
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The regulation of host kinase on the process of picornavirus infection.l: The kinases that regulate

picornavirus entry; II: The kinases that involve in the uncoating and replication of picornavirus in host cells; III:

The kinases that involve in picornavirus infection with unclear mechanisms.
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FERLHI AN, 8T 5 St — 25 Hu it 58 A
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