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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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P2 fi% # (cylic adenosine monophosphate, CAMP) i)
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%2 = 4 (cyclic guanosine monophosphate, cGMP)
)7 I G (protein kinase G, PKG) Il i T
5 25 FI B g 1Y 2R 11 9% C (protein kinase C,
PKC); (2) ¥5/5%5 ¥4 3 K i 1 25 1 I8 i (Ca/
calmodulin-dependent protein kinase, CAMK) £ ;
(3) & £ H 4 [ 1 (casein kinase 1, CK1)4H ; (4)
CMGC #, V4 i J& 391 2 1 A 1 9t (cyclin
dependent kinases, CDK) . A 2/ 24 55 {b 5 H
7 T (mitogen-activated protein kinases, MAPK) .,
W4 54 i B U 3 (glycogen synthesis kinanse 3,
GSK3) 221 it 5324 J&) i B4 it (cell division cycle-
like kinase, CLK); (5) STE (sterile)4 .
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Table 1 Picornaviruses associated with various host kinases

Types of kinases Kinases Viruses References
Serine/threonine kinases AKT FMDV [34]
TPL2 FMDV [35]
AKT2 cv [36]
MAPK EMCV, TMEV, SVV [37-40]
p38MAPK SVV [40]
AMPK SWV [40]
ERK TMEV, SVV, CV [39-41]
GSK-3p TMEV [42]
ILK cv [43]
PKD FMDV, HRV, PV [44]
Pak1 EV [45]
PKCa EV [45]
MAP2K3 HAV [46]
Tyrosine kinases Tyrosine kinase EMCV, HAV [47-49]
Abl cv [50]
Fyn cv [50]
p56Lck cVv [51]
JAK EV, HAV [52-53]
Other kinases PIAKA EMCV [54]
PI3K EMCV [55-57]
PKR FMDV, EMCV [58-60]
PERK cv [61]
PIKFYVE CV, PV, EV [62]

FMDV: HEfERREE; CV: MEariiaE; EMCV: ML TMEV: ZEI/NEINEBESMEE; SVV: ZENRVR
#; HAV: WRIFRMRE; HRV: ABJREE; PV: HHEKITRME; EV: WMiEW#; AKT: HAMMB; AKT2: HHH
i§B2; TPL2: MRHEIEAIM2; ERK: ZHMISME V750 ; GSK-3B: WEIELG MHMM3P; MAP2K3: 22 %5 AL i
W3, PKD: HEFIMAED; ILK: A RELMEG; Pakl: p2liH#H; PKCa: HIHAMMICa; AMPK: AMPILIE 1Y
g AblL JAK: BRI ; pS6Lck: K CLANEAR M S BRI PIAKA: BRISIENLEZAMEE a; PKR: XUBE
RNAKAE I 3 PERK: PKREENBTEES; PIKFYVE: &FYVESS BRI .

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-3p: Glycogen synthase kinase-3p; MAP2K3: Mitogen-activated protein kinase kinase-3; PKD: Protein kinase
D; ILK: Integrin-linked kinase; Pakl: p21-activated kinases; PKCa: Protein kinase Ca; AMPK: AMP-activated protein kinase; Abl:
Abelson kinase; JAK: Janus kinase; p56Lck: 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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AYFIRFN A WEERE ;. A ORI AKT B2
1 FMDV ¢ H/Edr A, AKT jdid 5 FMDV
MR 1 VP3 B VR B R S (]2 1 A Wk
&, 1 AKT-mTOR-ATGS K #ith [H ik 2 5
& £ 1L B 8 (histone deacetylase 8,
HDAC8)#H H.AEH , JfF#f# HDAC8, FMDV 74
DLk s i 32 1 R AR S IO 5 X A T B 8 2
HEAR R A — R SR, B AR e R G U (a3 ) A
VAR A28 A AR S 10 2 2 1 SR Al s vl A B

s i SR L b R v 5 i T Y AE AR X R
IR BB, TPL2 2 —F 2 & IRIIF R IRIL
M, Jm T 22 BRI AL IO O (mitogen-
activated protein kinase kinase kinase, MAP3K) %
WG, AEde R b A5G BRI . Zhang A1
W YUEM , i 3 TPL2 1 FMDV & il i3 72
rho R TP AU T A R A R
RAEVOR B, [ E FMDV (& H .
212 EHEEXN OMERESRFRSNEIE
HLHY

WUEE RNA A 14 2 F I (double-stranded
RNA-dependent protein kinase, PKR) 7E 15 = &bt
o i e R R E AR T, R AN
MR WS, 40N PKR 2 K I 21 A
RNA, B Z s, F s i fb EA% i i
-+ 2a (eukaryotic initiation factor 2a, elF2a),
e —F B RG I, Huib s &N
TSR B B, DA A B 1) 52 1) FAL R, X —
WFFE R T PKR HA 5O 8 O R, At
Chinsangaram 25081 % 3, PKR ] fig4# FMDV
S, TR AR, EE T PKR 5]
2- R IENERS AL FRE RN A= P A 5 AR AL B ) Bk
AR, REERY R BN T 8.8 A 11.2
Fo ERBFFEIEA T PKR ZEHIH] FMDV & il
HAHREEEM. [FREE FMDV B4 PK-15 4ififl
it FE, Li %% B FMDV (ARS5 2 11 3CP

i o VA AR AR5 PKR R, S0 40 f b
PKR 1) 2% 3% A1 3% 4L, B AGESE T PKR &5
FMDV — & BT

gE ERTR, TR R R, 1 E I
X B 1 IR Ty R . A SE N RE 8 41 e
BEMY ST AR, [A] I 45 G AR P A AE b IR]
e BE A T A A BT ) 1 R0
22 BEHEX LmERRERIFE
MLl

OV BE B 1 T LU Z R EL e,
FEMG RSN, H B 2 (R S ki O
JIL 4% 9% B (encephalomyocarditis virus, EMCV) fll
Z% 0BG /N B B 6 48 9K £ (Theiler’s murine
encephalomyelitis virus, TMEV)2, EMCV #J gk
RIS, FEMR . DR AR
G . WE DRI R BEIE BREAT SE N, T E S H
PN A28 TMEV 1] 75 5 JBkk /) BLUY
X PR 2E R G ar Fra gL, FF 5 R AER 2R
UT N2 R MR E (Y 17 B G 75 14 It s e e
%5, Tsunoda % Fl TMEV &Y/, 551
T 2 RVEREARAE | W A VR ARG LR 3 Fhpy
AP A R ATy T R R0 9 7 R S
ORI A S T A BRAR, I I 3 295 35 1 A T
Z IR X R A SRR e o R R AT B
TEAT . CHIZATE F RO 09 B 8 e 2
AL, BB S LR AT .
221 “ZFRAERHBYCFRERFS
B EFE AN H

AHRIEFR, EMCV ] Be<x i i iz 20T 1
£ RNA 454 45 M (transactivation response RNA-
binding protein, TRBP) [ % i £k 1 8 55 IFN i
%, DNk SR T A AR e SO s AL S
7R, EMCV Beefa EA41 M5 2351 MAPK Xif
TRBP BB 1L, MM TRBP, 855 T IFN
72 LA b 7 R BT g B MAPK Py
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[i] EMCV Ziilid . tesh, A 2 F MAPK
fity , 4 i HP 5 5 98 75 B (extra-cellular signal-
regulated kinase, ERK)F/l p38 . 1] GE 51l EMCV
Sil, W &M, ERK 1 P38 By (V0126
il SB203580) it % [H Wi EMCV J& 4Ll i 1
ERK Fil p38 7 EMCV Jk Ut v il BEAFAE — 5 [ P
[FE

Moore Z5PUHZH , 75 TMEV B i I 41 i
WA, UM IL-6 B9 3R KK T ERK A
MAPK, {H7E R E], IL-6 13RIk H A
A, TR EEE S, T AR 1L-6 W]
PR B Al XT TMEV B (3l g 1 . b
75 4 ERK Fil MAPK A e &40 il TMEV 4 il
FYPETERE R AR

Benitez-fernandez 454 8 250 T R & dE
R % % 1 1l 4k GE (primary progressive multiple
sclerosis, PPMS) Il RTGAL RS, RIZ& 8 (G /)N ERUIG
A 2 B 175 3 10 B BE 35 05 (Theiler”s mouse
encephalomyelitis  virus-induced  demyelinated
disease, TMEV-IDD), i iZ A8 RIS T MR A
fifi i85 /i 3B (glycogen synthase kinase-3p, GSK-3)
(4 4 i 3% B0 /N 43 F VP3.15; VP3.15 BE 4E 2%
TMEV &g/ N, iz sh s, 7eif
I BB PR T R T R BRI
WFFEIESE, GSK-3B X T TMEV /&Y n] BEAFTENY
PREIVET
222 BABRHEBYLORIRRINIFE
HLH

Src Z Ji B it (Src family kinases, SFKs) /& —
Pl 52 1A B S R 1 B . Freudenburg S5 4R1E, 7F
o B SR L L A I 09 A E BRI SR A
SFKs & 1 F IR, 0 SFKs 7] i
55 EMCV 1% 5 1 S48 1L -2 (cyclooxygenase-2,
COX-2) &5 ik , I8 55 MLAA i P09 5 2o
F2l7 ) [almf, Dvorak £V % 3, EMCV L &M
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() AT — 50 T H e A7 5 1 T 22 R e 1 b 3
JF(KYDEEWY), %4 7 n] 1 1 2 IR U - nll 5
TR TR e ot B, EMCV 1 L & 58454
JE WAL, B T o9 o 2k IR 20 IR I 0%
zi Bk, SFKs # T7 EMCV Bt fe, IExt
HAZ W A — & ISR . SR I RS2
RAEVATEVE AR EAA Sre 3

Li 2SR 5% R B, Src 581 Il %F EMCV
G S R A — @ MIAEVER, IER] EMCV 38
o NAE IR AL, H AR BHK21 2 H A<
T/NEE H -1 (caveolin-1) M- F AN FAE R . #a
il , ez iARNK &R FE Src 5 caveolin /31
WA IRARAN SR Sy it — B ¥R 9E EMCV JER
ANZWITELABLE], 4kELH8E T Src £ EMCV &
Jend B g E MBS, ©ARIE Src fE i EMCV
(R B R i R A 32), L EARHILTRI i e B
T B R AR 2B Sre FIG BG5S /N RNA i
(RAE A FH R4 P 245
223 EtHExHURERFREIEENE

EMCV 7E 47 1 X 20 52 ] i 75 22 PIAKA (1)
BB, X BLEEAE EMCV 8 & i i AR bk b W) 4R
FHBA, B AR AR B 3 B4 #-FK506 44
A HR M1 -T5 A FE A S E 1 (phosphatidylinositol 3-
kinase-FK506 binding protein-rapamycin-
associated protein, PI3K-FKBP-FRAP);# % i) 4171 il
A, 75 EMCV IRYL S5, Ref 52 THe 55 245 1 i
A K, DI s 32 400 2 5 A0 4 Bt
St PIBK 1Rk 754 H B i F vl gede 2]
MHIVER . BF9E £ B PISK 78 EMCV JE L
LSRR EZOIER, 2 EMCV # AE I
L, PIBK i il J 87 M s I F 2 5 %
SIEFER A FIL, WK PISK A5 W20 i sk
TCik e B 90T B AL 8 e g, I R 4t O
ToMZET-B%, [FEE, Prejean 2557 iiE ] T T4
KIIE PIBK J5, AIFH 1R EMCV 5 511 41l i 5E
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T, Z LR, PIBK 76— &2 B LR il
EMCV [t fE, 1B 5| A AIEstT .

FEREEN. EMCV R8s e il i R rp &2 B,
PKR 7EJR 40 U937 iR IR ZRIMEE, =
J3E 40 0 5 i Y EMCV JR6 % BT e 73 Sl i e e
e HT PKR AT PATIHERE, EMCV YL B
Z PKR ¥ U937 #ififl )5, MR i mIa bk
FEIR R T AE U937 4l EMCV Ay HF4k Ik
B Khabar 560001 % 31, PKR Byl 2k 2338 JiF
fEiff EMCV AR . Bt AT UL, PKR AT
£ EMCV &4, fE ity B s ge b e
23 BEAMBYBFERERFRSHNIEE
MLl

J 9 75 8 1 /1 RNA 95 16, 35 15 B K J5T 4 s
2 (Poliovirus, PV). #1541 % 7 (Coxsackievirus,
CV) i1 % 38 % 7 (Enterovirus, EV)ZEU® ) Ji7 38 9
BRI HUIR S S s, RSB E
PG, FEGREMZRG . VRS R
B 7, QB . WP R . H9E
PRI G | T AL 10 A0 22 i e 4 e 20
HR 803 75 1Y ZH 2B P /Iy RNA i 85 2517028
RENS 5 e 30 B B 1Y s 7t T s 7 s Y
HRG, R 1 2 05t 8 45 i 0 75 i s iR g 1)
Rk 2, B SR LHa R
231 ZRBRAIRBREBYHFRERERS
SR EEAL ]

R, AKT2 S5 &R0 AN E 55
Sad AR, XA R BRI R A
T O MR g% 4 # B3 (coxsackievirus B3,
CVB3)J& 5 [ A0 LA S5 DL s SR Ak 2 —
T AKT2 7£ CVB3 &4 b 1 1 i AR5 48
Kim 2500 i AKT2 5 R 3R /)N B 5 B A 750/
FEATXF RETT RS E:, DAHfi o AKT2 7€ CVB3
A FHONR R EHEMER; 2tk O R
6], O ULAR AR P Y AKT2 38 i 38006 e ot %

B, fEONERZ . 25 LR, AKT2 AfZ2
i o S L S5 A R O R 45, (E R AR AE
PLHI AN . ERK X CVB3 Y& il 2 ¢ %
Prdiil, ERK &7E CVB3 YL e #kis, dEim
il CVB3 A i,

4 f AP T 8 O RS R sl R A
% R (integrin-linked kinase, ILK), 37F T i
W ON OUWE AR AR, AL HF AKT Al GSK-3B.
Lowenstein™ i #iff 5 %8, ILK #£ CV A1
AR E CHEH ; CV RS ST ILK, M
I fih & AKT 155 56 S, i 10 400 i 240 B 0 123
7, JHR R

PKD £ 5 #& il 5 /R FEAR B2y A o iz
[FTERE /1N RNA 5 57 19 2 ] 2 B 0 v R AR AT
B, BF 9% & B PKD W] fE B Bh R & &
HIUET Guedan #5E 1 SLHEW], PKD £
B R AERRAE R, AT /N o 1
PKD, HRV #l PV & il gdml, Kk, PKD
A BB — PR AP0 2 25 ) Ao

B %4 i 1 95 5 (enterovirus B, EVB) 1] $:5(£
TS [R)FRBE  Za PRy . Marjomaki 25115 55
B iR AT Y, RIEATEREAT
ERE, TR & 3 Pakl 1 PKCa I HM IR
BERIERL HHEA
232 MEMHENFFRERBSEE
ML

T3 — 2R UL 1) IR R A B
LA T A R Y BT R, ERA R I
fitg Abl 1 Fyn B0 5, 1T P B A B% A1 7 B
(coxsackievirus B, CVB)I/{R A ; CVB TEJ&GH4]
W aeg it bR A B R, | S R i Y 58
FEVER R W, SRR AN, SRS B
¥k Bk N 40 i 2 i 2E A 5 Coyne 25RO % B
CvB ®] LL # JH # ¥ s 5 & H H
(glycosphingolipid-anchored protein, GPI) % 4% il
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1 [ T (decay accelerating factor, DAF) /3 i {5
53 R BRI e EE N R T AN R SR T
DAF 5 BEA% 0T i 20 BB Abl, 51 & AR
W& A FEHE, M AV 5 ) B AR
35 [FIRY, 6755 DAF AOAH A 0 BESON %
ARG Fyn, 107 Fyn S/ Nes B I BERR (L AN
i B 20 o /N e B IR AR 0 a2 A1 P9 B A 5 1Y
W — . ML CVB 5 43 S BU™ 5 19K
¥, Delorme-Axford £ {fi F 394 37 20 itd 22 01 it
RIS AN M ED] CVB HE AR AL G #5002 37
IR BLE],, BFSE R, CVB HE ARSI R4
R BT 5 AR 8 B 240 i B B ) AL 143
FARL, A2 DAF 456, JE XOm T AN
2 TRT S 20 B 1) B 3 A EB 2 65 [RIE CVB
TG F530 % 240 M 340 T L 1 SRRVt Sre F
RIS, (A K]0 FAARBEE ¥ A T8, Liu
BN REFE 2, Sre 15 pS6Lck & CVB3 7
T AR AR, LR e 1A P 5 A
SRAFAE T LT A . & B ps6Lck AT AR P[]
CVB3 & il b 5 WA= /N B A 2R B0 1
CVB3 5 [ AR IR ™ FH AT LA . Mkl 5E
A sk O WU S, Bk = pseLck HP /N
YL G R EE CVB3 5|/ Y ot Bom ok e ok
O JUE 95 1) B G CHR o X 3% B pS6Lek & R 45
CVB3 & il iz B A M i 5 2 A 1

IFN-1 & %% 3E B Al 2L 46 g 38 9% & 71
(enterovirus 71, EV71) A& it #2, (HH TR
HARBLH AR T, Zheng B B BF I 48 7%
EV71 & Je B3 58 % 1) IFN- B1b/JAK/STATL/
OAS3 Se R My i iz As, BV IFN-B1b idid
IFN-B1b/JAK/STATL #4215 S 2/, 5 IR 4 R &
A i 3 (2'-5'-oligoadenylate synthetases 3, OAS3)
PATE AN EVTLIRGL ) H Y, Horp i & iR i
JAK FEAN] EVTL B Fe vh & HE R AE
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2.3.3 HEftHEsxt ipmE B R iBiE i

PERK 1 £ 5 CVB3 Ay YL e, Nk
I (endoplasmic reticulum, ER) &8 1 & 1 . 3T
TR EEMMS, ER RZETIaS
RS BSCE RIS E A TE ER BN
2 XA B SR A NI L 3 (endoplasmic
reticulum stress, ERs); ERs &/ER}, 235 &%k
8 5% X ¥ 6 (activating transcription factor 6, ATF6)
F PERK [0 , o5 2 A i (/553
HIEAL, AR ER (OSF-fi LA K T RE AR R,
C/EBP [d] & # 1 (C/EBP homologous protein,
CHOP) 2 ERs MG T ik iR h I H 224> ¥, Cali
SFOYEXT CVB3 W5 T SR d 0 LK (acute
viral myocarditis, AVMC) i #F 55 o % B, CHOP
Ao I AT G SLRTIEY] ERS/ICHOP {5
ST RS S T CVB3 i T AVMC,
IR AVMC IR YT 7 &4 i Topnsking , [a)
12 PERK (MR A SIS .

Luo % &% B, & FYVE 5 # i I I3 384 it
(phosphoinositide kinase, five finger-containing,
PIKFYVE) A] DL i 95 N 1K 73 i 5% iz B & 1k
(endosomal sorting complex required for transport,
ESCRT)i# 2 5 RNA Ji# & il id &, IF1es
BERY A dS R R PFEE T ; H PIKFYVE A%
SEPEM SR YM201636 7] L iE L 411 i PIKFYVE
4G AT BELMT ESCRT Sl B AN IR ;12 F301
AR 5 R EVTL SRR il 1% & 5 e
I, I AEML N EVTL SRS #5175 5 1 SORE I
Ny BRI L, YM201636 fig) vz 4kl H:
fih/N RNA Ji 82 (1 & il A4% CVB3 il PV,
PRt #E 1] PIKFYVE S 4 40 5004 78 ) ik
T /N RNASREETUR TR 2 P B HE
24 TEEXHEXRERRENFE
ML

JiF 9 B & v 0 BB I 98 0 7 (hepatitis A
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virus, HAV)J& 1224 27 nm fBRIE Bk, H 32
A FEORLLL BT BRI A AR ACSE, N4k
R RNA; HAV BHA 4 gy, B
VP1-VP4, Hr VP1 5 VP3 iy ik dE K 7e ik
FEEEBUR LK, S R by e A8,
HAV 2 2Bk [ N 2 E e s e I R 1 i =205
2z —, 5 01 2 W B 2ot T 2 8 (acute liver
failure, ALF) F11& finn 24 JH- %5 95 (acute on chronic
liver failure, ACLF)®Y_ #Xifii, HETIfAK ik R
AT R T BT R TR 258, I
7~ HAV 515 F2Z BIAA EAE ML . 16 398
it 2 e 2 AT A e R v S BT D i SCHE )
B PERIE, A2 R E HAV et
T2, BARDBEGE S IR T
241 ZEFRAERHABNAFRERFRS
BB AL

22 8 TR 28 R T T 22 54 375 b 2 1 K Ak
fiff 3 (mitogen-activated protein kinase Kkinase-3,
MAP2K3) Rl HpHl HAV & il . SAEERef siont
Pt HAV J& L, Kanda Z5M9V % i, S AL B0 i
HAV & 7] g 5 HAM 6 MAP2K3 i&PEA ¢, I
RIS, MAP2KS3 1l IR AT HAV JERYL )
k25 PR s, JF s 0 MAP2K3 FT B 1k
YL HAV 1 f8 5 e 2 2 Je Ry die PR BRI 4% o
242 MRBERHAEYTFRSERENIEE
HL

Sasaki-Tanaka 251 F1] F fa e 26 1k HL 5 H5
K IR BERE A9 HuhT7-HAV/Luc 41 it i 1
Pt HAV 258, UEB 1 1% G R v k41 i 7] 5 P4
JEREIN ] HAV PR A R 20 1 2 1, [m] i
IH HAV S R BIE, TESE T I R e T
HAV 152 il B A — 3 iy U VR . 4t
Kanda 45 78 JF Y1 £ M & GL37 4 Jifd & v & 3E,
JAK 1417 SD-1029 1 AG490 il i [ (% La &
kil HAV 19 P30 A% 6 R E A 67 5

(internal ribosome entry sites, IRES){f ' X 7 &
HIB W] JAK 7E HAV &l i & ¥ T &
BEH
25 BEHMMEANFRFRSERSHAE
AL

JE N K 459K 5% (Seneca Valley virus, SVV) &
/N RNA R EERHE N RIREE R 0L, B IE
E RNA g, LR K2 7.3 kb, H 5B
X, BA—H 5% ORF ., 3EZRALIX L A poly
(A)BYLE, B ORF gifd— N2 REH, W&
L0 Jg G5 K 1 VPL-VP4 ARG H 5 1 L.
2A. 2B, 2C. 3A. 3B. 3C £ 3D, SvV &
Jen | EO O BRI IR I A AR, S
FE BRI AR, A R FE IS |
PRAE . g ME RN A28 2R 40 i IR 00 ST AR R
SVV ZEIE e . S8 AR B VG 45 AN TR 45
T R B 2 TR AR,

SVV REifl i PERK il ATF6 AT 8 H X
R ARG F W, FHIEPERG RS Hl; Song 45
KB, SVV K YL BTG 22 & RIS & IR K
AMPK ., ERK, MAPK #l p38MAPK, {17 H
W75 T M 2 R B AR, WFSY R L EH Ry
SRR T SVV YL AR, HE H T HAR
HefE E R SVV B RIFR R D, %
SR RRR AT o

gi LTk, #5280 I AT LAYE/N RNA Bk
BN m A R E R CEZEWIEN, HEHE
WEFE R SR BREE S 1 = SR o 9] 42 5 7 1Y)
YL R WA, BT ESIEERMT. K 1
Fis, ARSCEER T FE /N RNA IR 37 2L 40 i il AN
FIB B, 45280 5 IG5 A )& i 7 22 1)
MIEEVER, BTEIE /RS 16 £ REE P & 25
YSRGS TR, A E St ot SR EE s
WA
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PKD e FMDV AKT FMDV
PKR, TPL2 e FMDV PI3K, PKR EMCV
PI4KA. PKR, MAPK — EMCV GSK-3p TMEV
PI3K, tyrosine kinase e EMCV ?fgz’ EERE g¥
ERK, MAPK e TMEV
p56Lck, ERK, ILK, PIKFYVE ~ ms— (6)% @
PKD = HRV o
PKD, PIKFYVE — PV "
PIKFYVE P —— EV
MAP2K3, JAK, tyrosine kinase e HAV E. Release
AMPK, ERK, MAPK, p38MAPK s SVV
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Figure 1  The regulation of host kinase on the process of picornavirus infection.1: 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.

3 RE5E%E

6 ERN B R R AR Z, BATERAE /D
RNA 95 75 18 e 1) 25 A B BepA T 2 A [ 1) i i
Har, 75 EHMS5HE0RERER . Wik
BEACREER SRS EATREZ.
PKR. AKT Fll MAPK 53 fiff it A 1% 2 PR i g 5¢
T 5 2476 /N RNA 95 57 8% G Wy B #5081 1
P BORERAS BT /N RNA 5 27 i B
FERLHI AN, 8T 5 St — 2 it 58 F i
TN, AL P A 1 700 F4) VE FH A R LA g
S e—FirE B/ RNA 95 B s i R i
R RTREYE, B R T I A X S AR A B
BEAYIIEER S N ETE L, BAh, fE B
Tt 8] 42 T 25 i 1T 2 PN S 0 2 i e B IR G 11
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FEHATAL TR AL B B, BAT ) TR ARk 5
FHRIS

i PR 1 AR B R — Bl e A ] >
MSCHEE H, RIEE EERIEEN, LR
TESRAE SN, MG BER S o o AEAE 2 5 A 3L
B, A B RE ST A — B, M
i 2 e B ] 1) 775 2k i A T A e A S B
&, SRR fedb i R, B
— S8 R T A SO T RO R R, AR
TR A . FEAROR, Al RABE— P TR
AIRGEAE BRI /N RNA 55 53 B e 1 B A AL
i, AT RS /N RNA R I A AR
F L AT U s g BT 2 (19 A B L S A AR
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PALTE E Rl AR o RIS SR A2 T R B X e
T U ) R S T R B R ARG SR BT
FHRPER, A/ RNA i 2L 2 5 36 97
WlE . LAk, ARG A R I EARELL, BT
FREFERNASMEEEZ R XER, BRD
RAIBIT TS, ATREA AL/ RNA ik 5
e Bin Rt B . &5, EdS s L
V) g M G 2R, e
X4k N TS, A B T8 s e 3 SO TR
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