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Advances in the mechanism of viral infection-regulated mitophagy
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Mongolia Agricultural University, Hohhot 010018, China)

Abstract: Mitochondria are important functional organelles in eukaryotic cells, and the maintenance of their normal
morphology and function is a necessary process to ensure that the cells carry out various physiological activities.
Mitochondrial autophagy removes excess or damaged mitochondria and participates in many physiological and
pathological processes in the organism, playing an important role in controlling mitochondrial quality and resisting
viral infections. However, in recent years, studies have revealed that some viruses have developed different
strategies to manipulate the mitochondrial autophagy process of host cells for immune escape and self-replication in
the course of their continuous co-evolution with the host, thus maintaining the persistence of viral infection and in
turn affecting the development of related diseases. In this paper, we review the activation pathways of mitochondrial
autophagy, virus infection-mediated mitochondrial autophagy, and viral regulation of mitochondrial autophagy to
promote self-replication, aiming to elaborate the mechanism of virus-mediated mitochondrial autophagy and
provide theoretical guidance for the fight against viral infections.
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H Wi (autophagy) & —Fh 2 A 7E T HAZ 41 i
ol AR IR T S E B . 2R
TR EARSEY T, IR FL B AR R 4+ 4 i N A S B i
Fo M i EE A BHF 5K Duve T 1963 4 5 Ihi2
M B R A P 5 R AT AR I AR
PR AR 2w AR ST 0, B 5 R0 R 04 o 2
PIEWRIAN, BEEEEBMHCERBRETS, 5
B S5 &, (51 Mg AR 7K A g I VR R B s 4 F%
e W B IR . IRWTIR . B EH RS =Y, B
HEAMLARBE =AM IEIR P MR R gz
RBIEEARIRS, HWFEZESNIMEN . BEH
Wi (macroautophagy)~ 1l Wi (microautophagy) 173
PHABE A/ S H 1 (chaperone-mediated autophagy,
CMA)Y, B E WA SR T TR, R 95 £ A
RV 5 HAR M, AR X AT 4 ik B 5 A
ek A T ARE R R, &
PRI B R AT 73 N EokiiA B (mitophagy) N 5T I
H W (erphagy). & FI§1A H Wi (proteaphagy). 1%
& E W (ribophagy) i S AL PB4 H I (pexophagy)-
WA 5 W (lysophagy). JEME (lipophagy). #% H Wi
(nucleophagy) 155 [ 1% (xenophagy) & P, Hrh
5 A LNS 1Y R N G D W AP s % T S R
W E AR RE, GoRiR B VR A AE4E RN AR
HES SR REEZEER, 2 5NV 2R
T

VE 9 e 4 o iz 1) S S A 2%, ZRRLAR AN
FEVEPESE (ROS) 774 MR AR AT A4S DL R R
fr (AYm) 4ERFieE EEER Y, e RER R
KIEZ T, 25 ATP KGR, L4ERFA M ) FE AR
A s, R “sh T B
Ak, LRAREANMTE T B R ReZEE 5%
SR R AR S Dy T OR P AR A U R,
SR LR AR () BR 1 T 25 AN T BE A2 RIE 41 AR 1F 3 3E 4T
SR AR B VE B ) A BT S . — Bk Ok AR i BX
DIRersng, B 7 maplikae & ACus, ERIR
&) ROS H A E MY I, M™EN TSR
e M Rk, R R AN AR P A2 0 B
) 2 K7 A S0of 475 1) 24 R A4 JoT S AN 4% 5 4 i D e LA
HEMIEA. HAET, Zekifkii 4] (mitochondrial
quality control, MQC) &= ZZil i & 1 i 1. Zekifk
Bk ZeRiAS) 77 22 TR A ) e A 55 T Aok 4
Fr 20 L P o PR B R B IE S B 1 e s T,
Horb, WU 5245 8L D e 25 8L 2kt LA E Wk 1) 77
T FEVEIE B 1 B BB I R A PR O SRR [ R

2005 4, Lemasters”™ W %% 1) 28 bor 1A 5 v A7 F4 I A 2%
AR I IE P 4 L. (mitochondrial permeability transition
pore, MPTP) JF IR RE T A& H Wi, AT 15 (X4 H 2ok
AW PUREEFRELZ. B, 024, mtDNA
RAMA. MEE. HARTEHR. LHR& ROS
K B ORI FEAL A SR A )N AR B 8 T LA
RALRLR W Y. — 7T, Rk R T DAgERE
LRRLAR A 2% B A E AR AR B SR = . BRE. DNA
AT A SR AR NAR SRS T IEH B RE AL, AT
PRAEZH MR SEFE R LA IE R DIRE - 55—, 2
itk BRI T e R RAERN . 40
I AR 5 SRR A I R B R HE SR P

TN BN 5 = BRI A — RIIE
ZHMEAER, 51 kETE S g0 A H R i AR A
o SRR E AT B R4 M AR A 2 AR 2 e
FOR IR, BRI 2 I B ST SR AR T BRI G A
IR A 20 L 2R A 1 R E ALK Hh 3 T ) B A
. MENURR — M R AL, Zobif 5 WRAE
PURTE RGeS T R R AR, AR, — L8 B
CL48 A Ji S AT DA T 2% i L 42 1) 2 P S s R R
T AN 2R A e R P, DT 3 S 4 )
e RGP I ISR AT o AR SORs H R B iR 2 b Ak 5
B SR BRI G T I BORLAR B R AEN LA I

1 SRk BRERIHLS

LR AR 52 B P AMER BTN, 2R A i H
P FRAR R AR oAk, 145 J5 B 1 kMR S 1 R )
AT, RASERRRG YRR B ARk,
RABEMR LR AW H LR, HALHIT 5T
SRz 0. H T TR I SRR B WAL
WAL NN - 2 MBI A RLAR RO AR AT R
R LR AR (). ZRIKBREE
5 PTEN 5 5 10 & G 1 (PINK1)-Parkin /1 5 [
LRRLAR H RN Parkin JEMKHIEZERIAA B, B2 R
M A L4 RS2 AR A T I SR Ak 13 W A R A4
BN SRR W o
1.1 PINKI1-Parkin/y SHZ ZKBIEIRRE

PINK 1-Parkin 4 i 11 2& ki 4 B W5 388 0 4 A A
R B & I8 12 . PINKI 2 — i T4
LA AR )2 2% ) IR IR G, 41 ut% DNA
Y 75 P, PINKI N iy 45 #4380 2 28 R0 1 402 15 5
(mitochondrial targeting signal, MTS), H )52 #i/KEE
JiEE 45 ¥ 35 (transmembrane, TM), 76 A LIRS T,
PINK1 7E N ¥t MTS 1 AYm [1EH T, &2k
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HMEELATE (translocase of outer mitochondrial membrane,
TOM) & & 1A F 2% ki fA P 5% % 47 ¥ (translocase of
inner mitochondrial membrane, TIM) & & & #izi% 2
e R Ze R AR B E, AR5 MTS % 26k 4 m ik
B (mitochondrial processing peptidase, MPP) 1J] #I ff]
[l 2TEEE T . TM PN B K PE 5 B et PINK 1/
PGAMS #H 5% 2% ¥ #f &5 A B (presenilin-associated
rhomboid-like protease, PARL) )%, BY1J]J5 1) PINK1
FBX SR BRI N, BRI R - &
FIBF 1R 22 45 (ubiquitin-proteasome system, UPS) i
B BT MRS AR R AR AL, R A
) J1E AR E A 1 (dynamin-related protein 1, Drpl)
IR 2 VAN S O 17 1575 7 S B = 7

AT > BRI AR TC VR YRR IR H (S AL, dokiik
JBE 25 A DA K R LA IS, 3 380 PINK % iz
A, SRR, EATELRARIME IR TE L
TR AR Y. PINKI R A GE I B R 1L Ser228 I
Ser402 i 15 1 Wik 5 SCWE R A6 3L 02 3R R 45 4 ik
(ubiquitin-like domain, UBL) - [#] Ser65 7 s . Parkin
BAMIEEA (ringfinger protein, RING) Z5#)4, %
4538 5 PINKI Ser65 A s W BR A 1972 ZAH FHLAE H

fifl Parkin F 52 & £ 2032, MM 2 Parkin N K i
UBL 25 #4380 )\ FE 2% 00 45 4 P BE T ok B 5 B S

PINK1 £ UBL 4 ¥4 38 Ser65 47 i % B2 4k Parkin [
i3 R L B3 92 ROE RS T P, BERR 1L 1) Parkin
ZREAMERLR AR, RO B S
JE 1 (voltage-dependent anion channel 1, VDACI1)., %k
LK A 85 1 (mitofusin-1, Mfnl), Mfn2, DL J%
Ras [AJJFHE K ZK AL 72 C1 (Ras homolog gene family,
member C1, RhoC 1), [ I 524K P62 (sequestosome-1,
N4 SQSTM1/p62). 1% mi 8 52 (nuclear dot protein
52, NDP52). 414 1 (optineurin, OPTN), TAX1
454 M 1 (TAX1 binding protein 1, TAXIBP1) A1 BRCAI
553K 1 22 (neighbor of BRCA1 gene protein, NBR1)
S50y T HA LC3 Sk A2 R A & S5 MR (ubiquitin-
binding domain, UBD) 15 LC3 #H F./E FI ) LIR (LC3-
interacing region, LIR) [X, EAT&Z 32 8k L 1L 11
LRRLARRN [ WA TR AR B R A2 AATE T
SR — i UBD 12 R &R SME R
F—wipdid LIR X% LC3, iz ARk
HMEE S B AR, (R E A1)
AR XU 1 i J 70 A0 T A R AR kA, i
J Wit A 5 s i R Rl 5 B2 AR 2R A B B 2).
1.2 ParkinIE{RERADZ RIKBIEIRE

54 AR PINK 1-Parkin i 5 78 28 ki 44 B W b % 4%
AR, AHBR KR 2 R R R B, s B i
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Parkin JFAME—, 7E Parkin SR RITE G, Zebifk
AR DR, X RWIAFAERR T Parkin LAAM
Hofth B3 iz 3 IEHNE, 2Kk B3 22 K FER N
1 (mitochondrial E3 ubiquitin ligase 1, MUL1). #&
1 78 (glycoprotein 78, Gp78). SMAD %5 1E E3 2
ZEHIEFER 1 (SMAD specific E3 ubiquitin protein
ligase 1, SMURF1). Ariadne RBR E3 iz % & [ 1% 4%
/i 1 (Ariadne RBR E3 ubiquitin protein ligase 1, ARIH1).
Siah E3 J2 & 5 1% 8485 1 (Siah E3 ubiquitin protein
ligase 1, SIAH1) MI¥f4i5 8 F 185 (ring finger protein
185, RNF185) %5 JLFiE B 52 45 e bir s 1) O Bt 1A -1 3
BT B3 iz RN, e T2 M dokiik, I
XFERRLAR SN A AT 2 FAGE, ik B Sk
% OPTN. NDP52 fil P62 455548 P, jxubq
WRHE R AR 52 R AR ASMNEE B A S, DL
3E Parkin & #t (11 )7 i 5 28 R4 B g BT, PINKI
F NDP52. OPTN fH52 | 4okifh, EA1— Bk
B ARLAR, 2K B WS 3 T 2K Une-51 B8 1
(Unc-51-like kinase 1, ULK1). { FYVE Z5#)3 & 4

(A) Healthy mitochondria

1 (double FYVE-containing protein 1, DFCP1) A1 WD
HE R IEE 4558 H 1 (WD repeat domain
phosphoinositide-interacting protein 1, WIPI1) 453
ZARRRARAL, DUCRA T B BRI AR A R H
Wi R L B Ak S AE 4R Y Bl S, A WERE Sk T
OPTN. NDP52 il P62 %5 H #zifid LIR X5 LC3
FEAER, Wiz Zbric i 52 40 b i i i 21 3 WA
HOl R f# . B3 12 RIEHEE ARIHI 5 Parkin J& T
[@ — /™ RBR (RING-in-between-RING) K &, 7E @
i M, ARIHI 38 i A K36 T Parkin (9 B 1] 75
PINK 1 A (1 2 A 1 e B, 4% 9 ek 25 (9 4R EL AR
# A 1 (Synphilin-1) 7] 5 PINK1 #H H.{E FH -4 ZL4E
FERRR, ik Parkin AR LR A 1 e B
I Ak, Synphilin-1 # i 55 7] DA 5% 4 SIAH-1, it
PINK 1-Synphilin-1-STIAH-1 #fi 3k — 572 & 1k 28 ki &
SMEERE, FHELC3 MKRASEE, FRH A,
[ i, Parkin [¥) ik 3% J& %} Synphilin-1 [ % £ il
PINK I- Synphilin-1-SIAH-1 45 [ £k ki fdk [ W%
fomg B, 58— TR U 7E HeLa 4R Z I, EE&Y

ZZREAMBR
IR

(B) Damaged mitochondria

| AR «— eRERIN < RER

W P o wame

> SHBHNEER O

E2 #RMZ AR R PINKI A Parkin/y S92 R B B [E (K B Figdraw#: )
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MULI-UbE2E3 jfiif MUL1 ) RING £ #4388 7 £, 4%
M LIR X5 LC3 AR &, HFLRIKA
Wi U, Tu # # ZE {ifi [K 7 (Tu translation elongation
factor mitochondrial, TUFM) J& —FiA7-7E T 41 ffo J5i F1
LRRIAAR T & 5, ZE R EE A B (Senecavirus A,
SVA) 17 2C & (i i 55 TUFM HEAHBA/E AN 5
AhifA H . TUFM EH p62 R /il f5 24 id iz
R, E3 12 RKIERES RNF185 JE i H s 4514
B 1 A1 TUFM AHEAEH], fiEfL TURM Z %1k, DA
JA 8 SVA F 3R B, 2 LK TUFM #
p62 NHIFF 52 44, p62 itk 5 MAPILC3/LC3
MEAEM, MR 2C & EH#E 2Rk 5 5 3
WHERGER, DR RZohifk, 257 i mt
£ DASEHIL5E 4 1 ok s e Y
1.3 BEZEN SEIZRE Bk
HWEZ A7 NI : —RE ARG,
U1 p62. OPTN FINDP52 ; 7 —RAEFEZ RE AL
R4, B A 5E M Casitas B 41 it ik B 988 (Casitas
B-lineage lymphoma, c-Cb1). 1% 52 14 i B I& 8 -7
4 (nuclear receptor coactivator 4, NCOA4). BCL2 #H
HAEMEE 3 #£81 (BCL2 interacting protein 3 like,
BNIP3L). BCL2 #H H.1£ F§ #£ H 3 (BCL2 interacting
protein 3, BNIP3).FUN14 £5 #4385 AH5¢ & H 1 (FUN14
domain-containing protein 1, FUNDC1). yE#;4h &4
) 38 #H 2% 85 [ 1 (starch-binding domain-containing
protein 1, STBD1) FI#7i34%8 & 1 2 (prohibitin 2, PHB2)
& 810 SLer, BNIP3 Al NIX S 308 T (e k4
NI T AIRGE, EBE S B 7E SRR A T A2 SRR
P RARA AW B A i . 5 PINK1-Parkin /3
iz R R i H AR, BNIP3 &4 LIR [X
I, AT DL E A AR R AP DLAHRSZ R AL
775 LC3 &5 &, H3h&kifk A g, BNIP3 5
LC3 AH BAE A 75 B H B B Ser17 A1 Ser24 1) i R
o 9. 7 AL B R AL 7 4% 1K 7] CCCP (carbonyl
cyanide 3-chlorophenylhydrazone) 5 54+, NIX
R R 2R kAR A | GABA A RS2 AR M R
£ 1 (GABA type A receptor associated protein like 1,
GABARAP-L1) 558 LR Ja & 5 H LIR 7 (45
HRNFLRAENE. ROS FIF=4E1HES—F/N GTP
ik Rheb 5 (i FIZHLK, FENIX/LC3 EEYIEMN,
T AR E 2R [ g . FUNDCT 2 B %015 S 110
o — M EORL A B W SZ A&, L LIR G5 R ek i ik
Tyr18 1 Ser13 [ % {2 1k 7] LA 471 1] i 15 FUNDCI-
LC3B M EAE M. EAHIRZE T, FUNDCI 7 %l

i Src B 2 L B (Sre tyrosine kinase) A 25 F ¥
2 (casein kinase 2, CK2) 21t Tyr18 il Serl3 %
FETRIE . BREASKAEE Sre KVE, T2 Tyrl8 R
Lyg >, 4% FUNDCI 5 LC3B & &, 5 34k
(NELaN
1.4 ZRARNHFEN SHZRE B

AR AR 38 I 43 R Fil R 4E 5 A kAR T B AR
A, HHERMGE T3P, Bk hdohiik
1% BRLAERG AL T kiR S 1) Mfnl .
Min2 DA K AL TSR0 I b LA 2 2 4 B T
(optic atrophy 1, OPA1) 1 ¥, £k Hi1A 4324 Drpl
VA B, MZRRIR ) R, SZ AR LR A
o B MRS 3 SRR IEEAEOL T, LRk R
EOR, SZARI Drpl B SR B ARAR IR, JF2H %
PR A, RS2k AR i a2, SR
AR DA77 2210 7 20D A e P B A o) 28 Hh B T
Ky KA FZARACTOAS O] WA 4 1) SR A i i )
Wi R 7 i R A 2R e JU) S i i £ R (] 3 R
P2, — G Iy 2 Bl AN B A A3 AN ™ E I 2ok 4
WP RS B ERAR N 2 R AT 2 5, Eid 2k ik
G TR — AN — IR kAR, DLAERFERAR 1)
RERAN IR AR BRI TR W KRB H2 M Lkiik
B SRR F W5 B 5 4 I AR B A, H— 24k
FABCR I ZRLAR AN B B AR (0 58, 75 B 0 Rk
ANFIRE A Be M R AN B . DL AN R R N ZR
WiAA ) 150 T AR A 3 R .

2 TRERREN SR BRI

T3 55 DX O 20 0 45 A S L A AR AR A AR TR
Axdridah, R A A A R P RN RS s i e
KA Rt Thae U SRRk R B
AR A E A SN, B R UARR R R AR
SE Rt . SR, JEFERIIBE ORI, FRE8eHTE 2 -
T SR A SEREAL G BUEoR A B W S IO AR
B AR B SR ARG R R BEAN R, Rk
A% W ) B A 4 0 B A2 R RO T, IR
RS 55 £ LRI B R 25 U8 R B B (0 [R] If
T FH AN (5] £ SR SR 2 b s | W AT (2 2k 1 £
Bfilo B, — L AL i 2R 1A B ) RE
731, CARSIRERE AN S B SN 5 T o) — Le i i i
LR B, (ERE IS EATARE B AR N R A A
BERINE LA 5 W DA FH L B Ak ORE T e S AN
ORI 2 75 25 ORE P RS R 3l AN T 4 sy JH A2 1) R
kR, A SRR & .
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2.1 FREHNEHIZ R A B i

W TR I, — e a5 nl LLd I 22 Fho7 i) 2
Kk J R, MIME R E SRS H I, X5
R EE R ARG B k. I AYUBOW B (influenza
A virus, TAV) 125 85 1 2 (matrix protein 2, M2) &
HAMEIRES SR AR EEA. £ M2 EH
S ER R H MR R I, M2 BRI RO
S TT UABH 1E R AR P SR A ) [ W 9 il A () 3 A
T 1) o A s B NS4 e B % 2 (human
immunodeficiency virus, HIV) ¥.4% RNA (ssRNA) &
FLAH 53 gp120 FT Tat BAR VT LSO R AHH 2 0 26 kL
B, (A6 2Rk SE ARG, IS0
PR HWEE . A, HIV P2 AR 95 2240 B Nef £
FI Al 5 BECN 45 4 10 il [ W 1 1) ol i 2
If) [ WA A R 678 BV P RAT 45 5% (hepatitis C
virus, HCV) # 3 PINK1 #1 Parkin ff] % i& If filt &
Parkin 5 {37 B 28 RLAARAMIE I, 55 S ERiAAR F 0 . SR 1T
A WFFEARIE, HCV 0 & A5 Parkin 47 /£ %) B AH
HAEH, @it Parkin 456 KB 1E Parkin /] £8 14
[ 5 AL, I LI #] HCV % S 10 2ok ik B3 e ™,
B ZHA % A7 8 (coxsackievirus B group, CVB) X fif
76 BB 75 RT3 B0UE B A I IR G 1 A A
& I (extracellular microvesicles, EMV) B Jit. CVB
NG 2 38 FRERL A4 477, B0 PINK1-Parkin
ZRMBIRAE, YR ZRL A H W /NI 75 140
R, (HEWRINMESE R ARG 2R A BRI
B B A2 2404, Sms LA EMV )T 2% H 40 B,
15 UL — b P 8 ™ N RO B 3 R
(human parainfluenza virus 3, HPIV3) 8§ 4 (P) il
I 5 5 fith /N A 2% 8 11 29 (synaptosome associated
protein 29, SNAP29) AH B F 41 i) . &5 K fuk e 5 25
F 17 (syntaxin 17, STX17) 54, M BHE 153X 5 F
15 FE A F R LRAR B MRS S B AR A,
e 3E 9 2 1 B 2 ) Y. BUIE M % (Hantavirus,
HTNV) 1) 1% 4K 7% & [ (nucleocapsid protein, NP) Fll
P A (glycoprotein, Gn) 2 5e M5 LC3 454, 45
A1 LC3 #H1] Gn A3 B Sk Ak 5 Wk /A IR TR 1%
I5 SNAP29 AHELAE L, S0 [ /) A5 9 I s i
& B FE PRI T, S R AT S 1E 40
AN 2R R e R e e % i g b 1 T B 2k
B, AT B A A0 A R B R i B & = A
22 REBFFEAFEE

DR od B S 20 e FL P A i R IR IR I 2 ek, — 2
Joi B AT LU AS R RO ALHIS SRR J R 5 BRItz

Ab, A — 95 5t mT DU R AR A B W AN [T B
Bk S AR A W
2.2.1 i ERE T PINK 1 -Parkinig 42 75 5 £ ki 74 (5 W

VF 22 9% 7% 38 i 0% PINK 1-Parkin 15 5 38 1% 3
R AW . HCV 8 id 3 Drpl (Ser616) 1)
fefk, {3t Drpl A4 ki 44 4 2L Kl (mitochondrial
fission factor, MFF) %:[K[ 31k, [AI {2k Drpl 524
B RIAR, FEE KRS ZKF B, PINKL A
Parkin ik & M, [AE Parkin 207 2 28Rk AN,
7% 5 PINK1/Parkin Z& R0 4k [ W B [FAE, 2 BHF
%95 75 (hepatitis B virus, HBV) 1 DL 25180 1) i 42 1%
i PINK1-Parkin 5 S 2Kk B W, & %6 HBV 55
SRR AL KA, i FIEO Ser616 A7 AT
WEER L il & Drpl i SRR S 61, S HL Rk
24747, fil#4 Parkin. PINK1 Ml LC3 )31k, {# Parkin
SRR KRN TR (W B B ER D
Jidi 4 93 2% (Venezuelan equine encephalitis virus, VEEV)
JEIT PINK1-Parkin #1215 S 2Rk H g, 7FH L
(19 N 2 5L % 41 i 988 40 i (USTMG) il JE I 2% 4% '
4 s (Marc145) H & B Drpl. PINK1 Al Parkin 7£ 4%
Rtk 2 B KEESE D, 4855 % (Dengue
virus, DENV) BZL 1 F 40 &, DENV [9E45 14
H [ 4B (NS4B) J# it 8 Drpl K16 K FE 5 LR 1)
e, T SR 2 b A IS 1 2 7S AR 4k, B S S 3
PINK 1-Parkin Z&F0 {4 F W, AR iR dgiE e B0 o
fEYeVE g B % i 5% (transmissible gastroenteritis virus,
TGEV) d i b — A4 i 5 0 P A 4 2% 3 1) B0
F:[A (PARK7/DJ-1) 75 S 2R AR F g, (R #ESE
H1 B FEJE % B (classical swine fever virus, CSFV)
G R I Mifn2 B[R Rk, i I PINK1/Parkin
M IAFIZE Rk S AL, % PINK1-Parkin J 2% .
T I 9% 995 BF (Newcastle disease virus, NDV) DL i [1]
WA (10 7 e RRLAR BN 71 5 P R 55 8 R
2445, W5, PINKI1-Parkin fHIE 28 b7 42 [ 4k i
WO BRI Ah, TAV. CVB. S8 S5 50 44
1iE9 B (porcine reproductive and respiratory syndrome
virus, PRRSV). % ik i 1H - [ /R %% & (Epstein-Barr
virus, EBV) % ¥ ] i if PINK 1-Parkin % 5 £& ki {4
E ﬂ% [53, 62-64] .
22.2 JREEE A EEE FERA

B 7 A 75 3 fih & PINK 1-Parkin {5 5 3 %
FERAR RS, — e EEE T LLd R B & e R
RHBEES LA, XI5 585 R H L
T B AR AR RLR HIERC A%, 5 H W2 AR
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LC3 454, Jashgkhifk | . HPIV3 % &
M AT LA G AL B Rk, I 2Rk TUFM B #2
MEAEH, H5 LC3 Bk AWM, Bosghiik A
Wi e b 2 2 ) . N5 % 8 A (human
herpes virus 8, HHV-8) % f5 [f] vIRF-1 &£ H H#% 5
NIX Fl LC3 454, s £ehifh g . Hev Kk
SZERJEE I SA (NSSA) FENLARIER Y5 fil K Parkin %47
BLERIRAMEE, SRR AN, 1AV 1) M2 5 H
7E HCT116 Al A549 4 g # i@ i LIR &5 #3k5 LC3
FEAEFHHE5E LC3 TR A WA, B f5H PB1-F2 &
1 (polymerase basic protein 1-frame 2) 5 TUFM #H H.
VERE SRR ELE ", e4h, HTNV ) Gn 517
B 28 i fk IF 5 TUFM AH B 4E B, 35 45 LC3 BiE
Parkin JF 4 i ) 2 R 44 1 BV, DENV NS4B @
NI ROEN ) Wi 5 R LN (RS i TR A 35 VRN E|
Wi, ¥ DENV B, =5 SR 25 4 1E R
# 2 & (SARS-CoV-2) 1195 # 85 [ g 6 FF ik B 13
HE -9b (ORF-9b) FJ LA A7 T2 bifh, 5] ALk b
SEKIF S LC3 M EAEH 51 RNk B, I HE
i) O PRI, g R AR 1 I R R 4
10 AN [F] ) SR SR AE A b R, R EA
FIERRAE B WA 8 i R E R, K
I 5 0 T BB AR BE TR T IR O A

3 HREFSENEBEEETEESEHNNE

AR R G R, USSR ik B RS
BRSZARARAAR, HERFANMACH,  [FI F3 fos 25 0K,
DL IE 5075 15 7 SR B G AR PR T2 e IRAT MRS
7597 %% (porcine epidemic diarrhea virus, PEDV) J#& %
T, AT DLd ik Sk A 5 W0 A i b 2 B
() PEDV B ), fER TSR AMM, ZRbi A
VRS A T 49 ) B A RAIRIE HIVL B 5
f 2R b PR B 4 AN gr R AE T U SR, A R
JE I, R SR AORLR BRI TR, T AR
Wk S5 17T B A 5 5 20 B 1 AR b B o 1 — b

FB
3.1 HEFSHLAF BT INEIIRFINER
R Rt s 2

Je R HoJZ T A T HRAE I JFE AR NAZ BRI 28 — 18
BT, MR IR AR s S AR A R PR B
BRI LRI, 18 A RIS T — R AR
Z 45 AR 23R ) 52 4K (pattern recognition receptors,
PRRs) 1R 7717 i 44 AH 55 431152 2 (pathogen-associated
molecular patterns, PAMPs), #i% R 55

I o IX L 52 ATE W AT A2 A I m A s
FLFE Toll #3244 (Toll-like receptors, TLRs). 134 iR
5 FIEA TFESZAA (retinoic acid-inducible gene I (RIG-1)-
like receptors, RLRs) Al NOD 52 {4 (nucleotide-binding
oligomerization domain (NOD)-like receptors, NLRs)"",
FER FR IR G A b, P BE Y PAMPs 4 PRRs 151,
NG ST B AR SME BRI SRR TR R E 5
(mitochondrial antiviral signaling protein, MAVS) %k
HIR BT, BB S 5 il TNF 32 AR 5 A
¥ 6 (TNF receptor associated factor 6, TRAF6).
TBK1 M TAKI &5 HEHFBE M T A T E (type 1
interferon, IFN-1) 734 7,

TEN-1 SR 52 205 75 B Al 40 215570
BUa AR — MR E S, HRIUBTERZ 0D,
TEIR T IR G RR o0 1 R4 AT B2 . M
L, — BT R Y T2 M SR SRAE T IFN-1 1
PR, RS IARLR B e RE MAVS FEfE, fIkK
P ¥ MAV'S 38 i BH W7 R 357 45530 B 4 i) TEN-1 )
oy, RETANEI TR R R B R, R R R,
HEAS T A2 AN [ 03 2 R AN [ BRI A1) 55 5 b 4
[ I DA A TEN-1 f 72 26 19 R 92 9% 5 (measles
virus, MEV) & 44155 5 P62 A T 11 28 hr 44 [ Wik % fit
MAVS, MIifik55 RLR {5 588, 2 2F 55 5 ),
UUER P62 3k AT i 4k H R, K MAVS %
& P 78 CVB3 A TR H T, MAVS
H CVB3 2A AR 25 ~F 2 R R A =R H
JKfifE i (cysteinyl aspartate specific proteinase, Caspase)
PI%), JF HiX M1 E A RLR {55, et
27, HBV %S Parkin 1< #i ) 20 4 19 W, 5%
LR 12 R A %% 5 A ) (linear ubiquitin assembly
complex, LUBAC) ZIZKif& FH-BA MAVS 15 5 /ME,
M) IEN-1 & %, (et B 55 Hl. thoh, Wi
AT AR E LA IFN-1 75 1t A 4%
ZAEH. Biltn, TAV (2L E [ PBI-F2 ilif 52k
Ri A W 5% /& TUFM F1 LC3 AH B H i 5 2 ki i4
W, HETAIE] TEN-1 50, 6750 219 LA 5E 7.
HPIV3 JE i & 9 M e f2 BI ki ik, @il 5 TURM
MEAER T SRR AR, +40 RIG-1 {5 5 18 B,
NI A0 1) i A A B W T T 2R A 3R S b DA SEE
F 5 2 Y. CSFV ARSI 1T (NS3) T 5 LR M
(% B (lactate dehydrogenase-B, LDHB) #{ H.1E H,
Fan 25 " % L300 41 CSFV & 4L 1 3% B b 52 40 g
(PK-15) IS fili ¥ 5 W 40 i (3D4/2) v () LDHB A
fe ¥t Mfn2 & A Bz 2 AL, I LR R 5 I,
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1 LDHB 75 3 1 2 KL A Wi 2 41 ] NF-xB {5 5 i
B WS, (40 [ IFN-o.. IFN-B Al TNF f) R
kD, TR EE CSFV & #il. HHV-8 1) vIRF-1
% [ 1 SARS-CoV-2 [ ORF10 £ 138 i 55 26 ki 44
ERERZA NIX 455, BURZRifR EE, S
MAVS [ fii, BETHH 1R W, Rk
2,

cGAS-STING DNA {5 5 il ¥ /2 J6 K % R4t
B — AN oy, A BESRAER, Bk B B ek
Bel-2 #1256 X £ 11 (BAX) Al Bel-2 [&] Y5 £5 P77 / 4%
377 BAK (13075 7 5 20 mtDNA B, — B A
40 M 5, mtDNA i 5 DNA & N 8 3 3R GMP-
AMP 41 (cyclic guanosine monophosphate-adenosine
monophosphate synthase, cGAS) &5 &, 1% & H 1L
ATP A1 GTP 7 A= — 2 {518 2'3' 3R GMP-AMP (2'3'c-
GAMP), cGAMP 5N i N L1482k 7)1 STING
I 52 454 330 TBKI BB #0E, 1E41 TBK1
T B A % 5% [ 7 F #6839 Al 7 3 (interferon
regulatory factor 3, IRF-3) i3 IFN-1 o U9, —1ik
o3 7 0 L O RLAR B WROR B AR AT Bk, AT
flEARAR _E 1K) MAVS FURE 0 5T ) mtDNA I3
/b, BEITA0A] IEN-1 Je s, feit 8 5 26l i,
£ DNA Wi #:H1, EBV 4l [¥]—Fh & BE 15 45 14 38 A
R 45 /38 1 72 % FF 55 H (ubiquitin like with PHD
and ring finger domains 1, BHRF1) [1id %A R LU 5
HeLa 40 il 2 KL & [ Wk, I BH W i1 3% 1 STING
MAVS fii & [f) TEN-1 £ B, WA Al 20t 05 2 52 1) 177
AR ZT S 1 B (Herpes simplex virus type 1, HSV-1)
AL T i A ) DR S A% R Bl UL12.5 33k [ it 1
TR mtDNA, 5 FER A H 1, I mtDNA A
5 cGAS 45 & 0% T i STING 15 53l #%, M1 417
il IFN-1 e i, Rk | & &) "™, tb4h, DENV,
TUERF (influenza virus). ZERIEF (Zika virus, ZIKV)
25 RNA Ji 85 B 1] U Id cGAS-STING DNA {5518
PRi% - FEORLIA B, FEm A IEN-1 #7742, (it
EE-F-X RN
3.2 TREIFSFHEAN BRI IS 2R TR
mEE

AHRRIE TR AR RR P AR T —Fh, fE R
PURBEREGE ) T — A E AR, W2 A MIE A
PRI URPE AR BRI T o AR 40 B ) T e e iR
IRBEIARF (tumor necrosis factor, TNF) FKEFIFET-5%2
Pl R s PRI 20 B T B AL R DNA 53477
ML R 5 RI3F . 4Bl 438 C (cytochrome C, CYCS)

B RS I AL A 0 15 S s . IREE P TR S
T RAE— e & il ok SRR SR 4L (mitochondrial
outer membrane permeablisation, MOMP). MOMP
FE MR T E A Bel-2 FORIER], #los Ja i
BE CYCS FIHAM 2L K 7 B B M o b, e %3
SRR I R A Tl (0 7= A 0B S 0 40 i AR T
% THURIE 5 46 755 9 B A A 2ok A B 1k DL RH 1k 41 i 4
T2, AT AR 1 795 5 S G R R A% 3% . MEV 2 B
PR IS S AR IR B, BB CYCS BB
TRCUR /D, BELIKTT =1 /) 200 o M 200 B F) R 90 1 R BB S
M 4555 MEV 8 =l /IS 41 ff i 6 40 i w1 52 1) ©1
TGEV -3 HIZRLAA 5 g 7] LA R ROS, 182 41 i
R, MIHE5R TGEV X% F 4 ik, et
HAH ™. HHV-8 4wl ff) vIRF-1 7] B 42 55 28 ki fh
H R 32 A4 NIX 456 JF 00 NIX /-5 44 3 0,
P BERR A LA TG B, AT 4 R 1, fie it
3B e S Y. CSFV R S 2R iy SR 2
FLAR B AR AN E G AR T, DRAUER 3545 SR 1 K
Ge . [FRE, PRRSV RGN ROS K, HIHLL
RLAA T ZEANARLAA H R, 33 Marc145 40 i 19k
b, A2 3 PRRSV & il . gk 4h,  7E HBV. HCV,
VEEV. NDV fl HSV-1 5 A7 KU I8, i
BRI G N AN [R5 5 BobL s 1 1k DA YRR 4
U S iR 3 8 O
3.3 HmBFSHEN B BT IEIEAAE MR Rt
ek

RAEVE S R A S NS 145 T2 B AR B A4 22 58
HE RIEVE SR S @ A B BOE I e AT M
RAEPMER—MZERAREEY, 25Nk, cea%
E T Z MR LU AR RE MR 24K, 45 NLR
XK Jk Pyrin 45 #4828 H 1 (NLR family pyrin domain
containing 1, NLRP1). 1% H R4 & 5 AN G5 1)tk
24K 8 1 3 (NLR family pyrin domain containing 3,
NLRP3). 7 NLR FKj% CARD 45#J3 4 (NLR family
CARD domain containing 4, NLRC4) Fl 2 {f, 25 J8 Bt
Z A ¥ 2 (absent in melanoma 2, AIM2) %5 ™, i,
W 5% i % 1) /& NLRP3 #AE/IME, 1% R 9E /K i
NLRP3. A K PE SUFE 2 1 (apoptosis-associated
speck-like protein containing a CARD, ASC) #l
caspase-1 41 1%, 7] %f PAMP f1 DAMP X f& [ 5 5
i OBE, 75 S IL-18 L IL-18 40 Wb, JH B i
RAPMIHIFET:, FESG R MY RR AR T7 T A H
AR M. ORI Z R R, Rk B AR
NLRP3 ZAE MRS R HEAEH] . — Lo agil
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I P AR F W R AN H] NLRP3 58 JiE /IMA IR0
AN 35 By 8 3 A = PR B0 B S22 7 4 A S B £
MFF S E il ln, 76 N BAZ 4 M 3 P THP-1
(Tohoku hospital pediatrics-1) i ffi , MEV dE45#)
V T 2R R E W PR NLRP3 3% P A IL-1PB
(R0 WA IIE E B A ) B9, TAV SR 28 k44 [
T+ ULK1 8RRk, filk 2 A B AE FH & e
2 (receptor-interacting protein kinase 2, RIPK2) 4151
LRk B, 4% NLRP3 {5 5B %, & FEIK
ORI N, R HK T, K2 Hondm
i LR W, (AR 2Rk A [ R R
P RORE SR, AT SE IR LA )RR Gy . (A
— LG B 2 O A ) 2R A4 IR SEORE AH OGS 518
e S WO, TR Y SORE SN AR i L .
un, FE HIV EGLTE LR, HIVI 2 ssRNA B0
/INJRE A B A 1) NLRP3 28 5E/IMA, 5 32 Rifk B
Wi DA B b T 3 900 ik BE A, HLE /N RS 4 i
ssSRNA KIAER R, Sokifk B REsZ 20906, s
S8 E AR JORE RO, T R A g Y,
ZIKV I SR04 1 Wk, 20 i rh 52 450 1 2 p A 2
HAE, BORKREAE 5 I, @i P pifk
B AR e M A R 14 3, T3 5 DAMP 55,
e BE 5 F) 2L S A 4 T

4 ZRFBRNIRESHYNEEEERR
BRI HIN A

JE AT H HIOA Sk B W e 22 g b A
MRS TR H B, HEARECEmAN T —
Pl IT RIS E . TR EEw i, W\t
AR R B I A E N 52 3 22 Flop 5 I Tk
PR, I TR T w25 25 5 i 1 B )
B — e B ARUE I I 29 R A Y A
AR B WA ORI T TR AT I, AR DA
K B AH [ BAS [F55 2R 22 P 23 (0 86 g . i dRIE,
o B IR U Y 2R A B RN B 7 2 SR A v
(Prion) 53 M & Judiff. {E Prion &), HE R
F T LAFEAK Drpl W3R, 82> Drpl S2kiiA IR &
1 Tom20 (3L, i Drpl /S Rifk o2,
10 3 B 1 e L A 37 1 4 45 FL T TR PINK 1-Parkin
B, AR E WA S 4T IRAET: B, SARS-
CoV-2 BILiy, HEMZI@ETFHIE MPTP B F BRI
7% PINK1-Parkin 38 % >k 41 il 8 R A4 A1 5 1) 280 i 2E
To, MIMIREE SARS-CoV-2 5| 1) 7 JiE b 7532k —
B B 2 AR H AT B B T KR VO

51 1 (transient receptor potential cation channel subfamily
V member 1, TRPV1) A DL fil & 28 R A 24, CVB
WEE TRPV I SRR RAR, WUE SR A B R
(EHETRBE ;W o [ I 32 44 L7 FH 88 13838 . 5Kk M
% 71 8 ( transient receptor potential cation channel subfamily
M member 8, TRPMS) # #x  ¥] 2 TRP i i&, 5
TRPV1 2 AHIC, WA REEOE, i B Ab 2
YR AT CVB L ¥, N2 2 Rg3 (ginsenoside
Rg3, G-Rg3) & HCV & smamilsn, o |
Drpl [¥E R IKE HCV 75 5 11 73 5 Ze b AR 2448 A1
LRRLR [, ] HCV (385 ™. 334 & (berberine,
BE) 7] 3 5% FF 1 i& A M 9 B (respiratory syncytial
virus, RSV) BG4I N\ MR B A J 20 i HEp-2 Hh 4ehi
R E K, W RSV 755 10 40 M 453 19 S s 75 1
YO 28— 7t o, BE nlE 5 S AR 5 10
PR e ifk ROS (177 A2, 3 1T 410 ) I 120 25 51 K
() B 2 i NLRP3 % 1t /NRTE AL, 6 4 i 5% A
B P BeAl, R A A B O I SR DA
BARRY IR AR I A IR B B 5 I JORE SR, R IR L
R BRI U BT S AR 08 0 R iF TAV K
Pes FHIZRRLAER H I, 9k /D mtROS B4, T
#) NLRP3 2 iE /MA R BOE, > T % B 1
IL-1B (R, AT AR S0 I B ™) 2% RE B 2k
B IR SR S P E TR R, X Hum
T AL TR FIHRIBY B, an ]G 80 T Zeoki i
AR, 55k — KRBk

5 REERE

ZoRiifE B Z R IhREMIZ SRS, el1Z
L5 0 M R BEANRE P P R T, X 2 B AR R A 7 22 5K
B, AR B WA Dy R A R AR R T I
— BT AEALA] IR B T RE SR 1A R 2R A BT e 75 11
FE PR 55 ZORL AR T BE AT PR i B8 14 ROS 1177 A J 26
R B A2 ) 5 T A HE R MR . RIS, 2Rk
PR B WEAE N 2 R FE IR TR, AR A LT T IR
ReF— PR SRR B — 5T, A AR
BRI IH 5 Bh 2R AR B W DA R B RURE B0
BRI, RIS S0 TR O A A AR B2
R R 1<V ki VA RS 2 i N = L e i DU
59 RAE/MRIE . TIRERLAR SN 5 BELAS 40 L I
TRV 9 S R A e e 5 5l g A e it B & =), &
DU SEPEIR G . TAER, 1R T REORIR B MR IR
RIS AR RE R, AORLAR B AR PR B
G ) SRR AR B TE IR, ST AR
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