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against the invasion of microbial pathogens. Pattern recognition receptors in the host innate immune

system activate a number of proinflammatory cytokines and cause inflammatory response after

recognizing the invasion signal. Viral infections may activate immune responses of host. The strong

regulatory network of inflammatory response plays a key role in the antiviral process of host to

maintain the homeostasis. This paper reviews the inflammatory response induced by viral infections,

focusing on the host regulatory network of inflammatory response, and the mechanisms of DNA and

RNA viruses in regulating inflammatory response, aiming to provide some references for the treatment

of immune diseases caused by viral infections.
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N Fi b B PR EE P AF e —Se i 7 . Al B
P PR AR U o SRR S R G RN
X AMRE S — B B4, ™ A i R AE R
S U SR . BE T 40 A SR S ) s s iy
Z 8N 1E RS IS . Janeway BHIRIEH, 15
M 5 K g & gt A B0 52 4K (pattern
recognition receptors, PRRs)i%x—#:&M, PRRs
S — P AE T 4 M 3R TR B BT N ) A2 A T‘D”'J
AR SRR 595 32 G k15 E /R )
5 toll #£5Z {4 (toll-like receptors, TLRs). B Hﬁ&
gt & 5 B Ak 45 ¥ 3 FE 57 1K (nucleotide-binding
oligomerization domain-like receptors, NLRs).
MOV IR (4R ) S A
acid-inducible gene 1, RIG-NFEZIK(RIG-I-like
receptors, RLRs)FIffl/fi DNA A% PRRs
R AN R 7 N 1 B S e R =V
(pathogen-associated molecular patterns, PAMPs)
MG A R 4 F B 3 (damage-associated
molecular patterns, DAMPs) , #{{%  Wi#{5 510 %,
F7 AU B SE R A E RN JORE W I DG B T, 4
15 + & & (interferon , IFN) . £ 7% 3| 3 [N 7
(colony-stimulating factor , CSF) . i1k [ +
(chemokine). [140ifi/ % (interleukin, IL)F1J&
YRBEH F(tumor necrosis factor, TNF)ZEAE 4

1 (retinoic

2 DR LIRS0 S R ), BT IR Sl B0 A
FERBIENIE, 51 IAE L -
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DNA W B/, EE DNA 1E Ry F2 0
PAMPs 5| E2H0H B 56 K s by, ik fA H
e T2 W IR 2 38 02 0 5 1 R - R 1Y R A L i
(cyclin GMP-AMP synthase, cGAS), ‘E1EfRT:
LI O NS cGAMP BIE 8., ¢cGAMP 5
M Jit M (endoplasmic reticulum, ER)AH & H
STING %54, BliJ54#% STING i gk E S, 78
XUEf Y, TANK 454G 1 (TANK-binding
TBK)ATHLZE 1K F 3 (interferon
IRF3)#4A 555 STING -4
R AL, i T R iU s A 5t . RIG-T
Ml MDA5 % RLRs J& % 4% RNA 5 2
5'ppp-RNA I SCER TN SZ 1A . e i ot 3=
B, RIG-T B IA A 2 s 2 1Y) fix B 2Rz 48 U,
BLEAIREE S'ppp-RNA, 15453541 F MAVS #
TAER, BldE IRF3. IRF7 #l NF-xB 1%, M
11755 TEN-T R PRI AR . DRI, hsi
PSRN RIG-T AOBLE, DARGCRENS A R T
FEAE A, [RIE E AR s/ D i B (R 98 9 S o

AT 25 A X 1 T 5 90 B AR SORE O
TR IETT A, A5 B T 3R A R0 25 1 3R i
RRWE, TR ST B2 M EAER, b
9o B B Y 5 | A A A DG S RE IR R o VA T R R
B, TRREGRREIT OB AR o iR ik
AR P SR, IR A T TR i 5O v A BIE R B 1)

I AR 7 AL A

kinase 1,

regulatory factor 3,
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1 R 5l R M 3 R

1.1 RER K

RIESNL, TEHLUK- R IMEY 5K |
ESE | INER i e iOR G AN R NI R D e S|
RIEFRAOL . AR R, 7ERELLAE AT LA
TR TEr K b, J2 38 SOREAH S 40 it R+
(A3 T 25 | A2 P SR o 9 7 B AR PR 2 3 R o 52 1l
ARSI R S A A
[F) P S AR T ATt R 8 5 2 O AR R
BB Xk fE SR T EE SE R T «B (nuclear
factor-kB, NF-«B)Fll IRF3 2164k, F=a4 Ry4E4H
LA, PR MR B8 R 9RE S g P S S i
BEROV R, DAHRUN g
1.2 RERNIIER

YR S B I NI B3 SR e PR AN R B ke
— 53 o RAE RN IR T X AR TR, B H
R D A TR S BILAARRR 2 o o B 119 e 3 b 10 5 gt
KA 2%, A5 AR M A R 1 T BR, 2y
XHE £ S B0 E e AT SR,
— SO B Q0 O R R P TR
(influenza A virus, IAV)Fl% 1% H7 5 B (ebola
virus, EBOV), 2375 | E i B A I (8] % 20 At A5/
AL F SO, FROAHAE R+ 2>, F3m &
R ABET- RO, R, o B B S VA1 I 2 A
KT ABRERG D, HENE ERER
A, g A 2 A S S0 DR AR Y R R
Jbo FPEREUAHEA Y PERAERL S, Al 2R ER
LB RAEERNG, B L St

2 SRHE RN BYBE 5 N B

ML A B3 B A AT Sy IR 9 465, 5 2 40
PRRs IR5I5 1T 28k F M EAER, 36
RAFHMIIE IS S R A5 5 E s, 40 NF-xB 3% |
JAK-STAT i [H . ARAE/IMAHE P55 .

2.1 NF-kB 8} R & B A9 EE

NF-«B i F 4 A A S RAE T 72 14 H O I
BLHI T, B AR Rk R &, X
BLIARTR 5 G iE 5 A W T 55 120 T4 22 | i e
15 F SRR N ) Z i 2, NF-xB {5 5
R I R R A R W R R
WU, SETA AP Sl 72, &5 IFN
fry A NF-«B 2 40 i A iy 8 0T 4 7 208
A, WNERIE YR A T R AR, B
MR 2O S,
2.1.1 NF-xB 55BN

NF-xB M1 NF-kB1(p50) . NF-kB2(p52) .
RelA(p65) . RelB Fl c-Rel(Rel) 5 4~ Rel Z 5 5
Wl ZRMRHLIEGTERPIRE, e W2
p50/p65. P Rel &R & A — RSB
FEu Rel [A]J5 X (Rel homology domain, RHD),
RHD 1428 kv 45 #4) 3 (N-terminal domain, NTD)
FNFR Fe v 45 #4) 38f (C-terminal domain, CTD)f &
DNA 44 KA — R, CTD W% e r
X3 (nuclear localization signal, NLS)/Z &b
NF-kB & &Y AR b5 1. p65 . RelB Fl c-Rel
£ RHD 19 R o & A S =X 006 45 1 Bk
(transactivation domains, TDs), [fil p50 Fl1 p52 A~
HA TDs, FASRESIE R s 71,
p105 Fil p100 AT B & 1 B VI B3 AR 3 i IxB A
SHER p50 A1 ps2 VY, MUHATEMER ps2
B R SERE R 78R SZ 00 1 Bl
T, NF-xB RS HIFIE S kB M EERAN,
i H kB #B00 5 & 1 #E &R 741 (ankyrin
repeat domain, ARD)!'®!, 5 NF-xB &1 RHD #H
HAEF, B NLS Al AR,
212 RERRIFS NF-«B FSRBEENL

NF-kB ] I#; TNF. IL-1 %842 58 M40
T TR S 2R R AR T, MR tE
IL-1R. TNF-R SF4 MR AR G52 1A, FIK SO
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25 IkB 1§ (inhibitor of NF-kB kinase, IKK)
EAA, IKK Bk IkB )5, IkB # SCF (SKPI1 .
CUL1 #1 F-box A E3 Z RKiEHME Gk
SCFP P 5 B (2 Rz K1k, kB #iE
[ TR A2 4 78 T D86 NF-xB 2 A, i H 2 8% NLS
JE ARUUITE «B 45500k 454 DNA IS
R RPN IKK i 3 AW Hoh R4
PEEEVE R B9 8 TKK o AT IKKB P FE A 21
IkB #F; 25 3 ~FF IKKy (NF-«kB essential
modulator, NEMO) ¥ A i Ak 7% ¥, {5 X5 H At
2 ANV I 2 SRR A R B A AR

R FE G T AN NF-«B 06 818 B84
2 Fh(El 1): s K 2l IKKB #1 NEMO 47
T IkBo BEER LA p65 —RIKM AR, TNF &3
REDF SR BB 0SB 52 a5 6 IF
H5E TNF ZAKF AL T 25 #4385 (TNF-associated

receptor death domain, TRADD)%E[ , TRADD
5 TNF Z{KH 5 H T 2 (TNF receptor-associated
factor 2, TRAF2)454, J5 & H#i5E NF-«B 1553
fiti(NF-xB-inducible kinas, NIK)?*, Az, JEil
TRURARMT IKKa 45195 RelB H12KH p100
HABRIL, FE pl00 AN TIIEAL pS2/RelB
ZEWPT, B TNF Z5ERHE € A ST, 4 CD40
KA. B 4HiE S R F(B-cell activating factor,
BAFF)HIk 82 B (lymphotoxin B, LT-p)=**,
YL R TR BT R e RGO, 4 |
fi TLR P15 PAMPs W250% NF-kB, A fE R
PEAMIE -, PO PR AN, JFE T 40
PRI AR AR P G e B P, o A A R
88 (myeloid differentiation factor 88, MyD88)mE
TRIF J75 A 18 B AR R A, S0 [R] IR
NF-«BPY, J&EfbR T 4, Sk, dnrslk

1
Figure 1

&1L NF-xB B8 BUFNE s AR 1

l e Phosphorylation
Ubiquitination

Type | IFN

Activation of NF-xB by canonical and noncanonical pathways. Under resting conditions, the NF-xB

dimers bind to inhibitory IxB protein, which inhibits inactive NF-kB complex in the cytoplasm. IkB protein
degradation is initiated by phosphorylation of the kB kinase (IKK) complex, which includes two catalytically
active kinases, IKKa and IKKp, and the regulatory subunit IKKy (NEMO). The phosphorylated kB protein
targets ubiquitination and proteasomal degradation, which releases the bound NF-kB dimers so that they can be
translocated into the nucleus. NF-«B signaling is often divided into two types of signaling pathways: canonical

(left) and noncanonical (right) pathways.
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NF-«B IS Hilss S 4t 78 B 4iid: KA
KBREF, BAFF 55 p100 JE& p52 il i
#eAi T BAFFR I NIK, TMiAf2 IKK & 4KC,
dsRNA & i () 8 1 ¥ R (double-stranded
RNA-dependent protein kinase, PKR)F1 IKKa Z
WA EAEAT, DA% PKR Fl P65 f 3k i 25 91
GB3 POR PKR Al filad o o 1 EL ek R AL A0 AR
DAL HE NF-xB AU 1L .
2.2 JAK-STAT i@ %X S iE Je B B 45

PAMPs iH51)5 5 |42 NF-«xB 2515 538 % A3
6, A7 TN sris eI pash, 5 HAb 40
FRIZ ARG 4, @1 JAK-STAT (janus tyrosine
kinase-signal  converter and activator of
transcription JAK-STAT)@E%E BRI 515
S, BXHIESAE RN LG ik ie 2z —, A
T 2L B T TEN )43 Bl (IFN-stimulated
genes, ISGs)yfEREY,
2.2.1 JAK-STAT i@ &R0 A%

JAK J& T—1%) 130 kDa FOHEZ AR 1
Z R4 i (tyrosine kinases, TYKS)ZJZEM G, H
JAK1. JAK2. JAK3 #l TYK2 415, AR
FEH A 7 F STAT 2 (P72 4~ JAK A ¢
5| R R A0S, PO R JAKSs Bifi )5
Rk R I AOHE 5 STATs, HOR IEsm A 1 8k
JAKSs BRI PRAF IR 2 BRIk 3, 55 SH2 2515k
PHEAMER Rk, BEMRILM STATs # T #%k
AR 0-5 F1 Ran 25 [T ARGRARIE A AN A% 06
ol U0 1) P R PR P 2 5
222 TREBREHIEN JAK-STAT BERE5%K
FE & BZ

s B e g Z AP gl i 7 AR TFN &
JAK-STAT i pg H Ly R4 A . 1 BUA I &Y
IFN 5N [RISZ AR E5 G s AN R EE R, TFN-o0 8
1% JAK1 1 TYK2, SR J5 B2 1k STAT1 1 STAT2,
MR LY STATs 454 IRF9/p48, TEM. 51 — 5
& IFN LR fili% X ¥ 3 (IFN-stimulated gene

factor 3, ISGF3)&Z ALY, AMJG AR S
IFN | # & W JG 14 (IFN-stimulated response
elements, ISRE)45iGHaZ 1> ISGs FE 5, 1
PR mE AR B, REEEY
B, NI AROER AR EE . IFN-y 5HAZ{k
ZEATE JAK F1 JAK2, 53¢ STAT1 Bk,
{H STAT2 AN kA Wiffk, mwkfRfkr) STATI 5
GAF-AAF E &S, Ziuslape, 5
IFN-y 5 S Y GAS 4540,

AN, — S H A (RN R A S
JAK-STAT {554 5%, Ul STAMs, STATIP A
SH2B 155 &E A% i (SH2-B, LNK F1 APS).
STAMs &= B AR5 VHS Fl SH3 4543k it fic
A, A R DR A 5 SR PO JAK-STAT
WPEAZ 3 AR R 1) A& R . SOCS | PIAS
Ml PTPs, SOCS J&ZHMiH F1{5 S mdl4y, fi
JAK-STAT 3 I8 B S i 45 . STATs A3
il SOCS #55%, 7=H:nY SOCS FEH I SH2 2
P38 S WERR ALY JAK 256, ELHEEA ] JAKSs 199
ESEFI, MM JAK-STAT 851 PIAS
H 5 B2 4540 Ubco fEH, I+5 B3 M HEMHE
FA5 SUMO Ffi#, J& STATSs #4330 i 41 il
HAM; PTPs RIS A MRBERRNT, 7T DA%,
JAKs A5 o
2.3 RRE/IMAIE BE X R R B AV IR

RAE/MAES PAMPs 5 DAMPs {555 J5 41 %%
MEREARAD S, BEERNEZEAGS
B LRSS R AN ARAE SO R A
TEANEH . RAE/NMAA BRI i) 12 T R
GG FERAG WA Z IR E T 3 (nucleotide-
binding oligomerization domain-like receptor
protein 3, NLRP3)LA & NLRC4. IFI16, RIG-I

I AIM2 2594 NLRP3 7E 501 i 8 5E /M L
HRTEE AL, 7 HIE 5 caspase-1 #5I0E ,
Y] #| pro-IL-1B #1 pro-IL-18 , [A] B} ) #]

http://journals.im.ac.cn/actamicrocn
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pro-GSDMD FH{H HAEAH I TSl AR IL-1B
I IL-18. IL-la F1 HMGB1 4330 540 i 4457
T i (4 TL- 18 AT LI 2 385076 A 6] 1) 45 53 5
RAES N, fedk IL-6, TNF, IFN-a L}z IFN-B
LRI R, 7 RAE R T XU,
SEEAVERIEVESR ., MyD8S8 /%) TLR4 {5
5 AT DL3E o A AL 7E NLRP3 JEfifi ik 7K F
_HeEUE 3 NLRP3 S /MAN E—2inag 5
NF-kB {5 538 [ Z A R
2.3.1 NLRP3 &HE/MEARILE S

NLRP3 RAE/MATE 1 2 AR Z5 AR % &2
Z, MRV NLRP3, 8 11 ASC FIkN
M caspase 1 41 (K 2)NLRP3 J&—Fl fi =3B
SRS T, AT A U O A 1 45 )
(pyrin domain, PYD), —/~H1.(» NACHT %5 #44,
T — AR v & % 52 2 R # & (leucine-rich
repeat, LRR)G5#J3, NACHT Z5#43 H A5 ATP
MG, ST R ELEEY, ASCH

Oligomerization

Assemble
NLRP3 /}/Sg Caspase 1
PYD NACHT LRR ‘@ Lage @
CARD  catalytic
domain
Small catalytic
domain

2 NLRP3 ZEE/MEAHERE
Figure 2

2 AN A AR EAE A, &R PYD MR A
Uti ) caspase FE4E 45 #4 15 (caspase recruitment
domain, CARD), HILW#F A PYCARDM,
2K M caspase 1 2 M CARD, K IEAELL
S5 4 35 (p20) FH R 5k I /1N 7 A A6 45 44 35 (p 10)
LA,
2.3.2 NLRP3 RAE/NAHIEE

NLRP3 SRAE/MAANE Ry S 4T s v ) — A 42
U PR N ¥ A1 g P 3 e D O Al b2
5%, HhRZHOFARMEHRMN, G5 K
2 CIIAMAL . Ca® (55 | IETEA(ROS) . A
MR | kiR e bt | AR T A e X /R 26
R4S 14 PRRs IHBI44Fl PAMPs 508
o 20 i R T35 NF-xB, |3 NLRP3 .pro-IL-1p.,
pro-IL-18 KAL), phid Bk T8 £ A4
NLRP3 f/JE#% /5 1&1fi(posttranslational modifications,
PTMs), HHZ 254k, BRI OB, nlfasE
NLRP3 iG55 BES S AR /IMARTIE

P

20
Pro-lL-1f @ e e 1L-1p
Pro-1L-18 ——— G 1L-18

Assembly of NLRP3 inflammasome. NLRP3, which contains the PYD domain, recruits

pro-caspase-1 through an adaptor protein. ASC uses its N-terminal PYD and C-terminal CARD domain
homologous proteins to interact to recruit NLRs and pro-caspase-1 to assemble into inflammasome.

P4 actamicro@im.ac.cn, & 010-64807516
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ji,, NLRP3 ifiid NACHT %4438 1) M 1.1
o2 ASC EINFERIK. AR ASC i
CARD-CARD #H H A %4 pro-caspase 1, 175
T pro-caspase 1 MY H & Y)#E 1 IFE T
pro-IL-1p Fl pro-IL-1851, =4 sz H HA W)
TP TIL-1B A1 IL-18. ASC RAHY caspase 1 7E
p20 I p10 Z [A] (1% HeAb (interdomain linker, IDL)
HIUIE, A CARD Fl p20 ) p33 H A 1A,

HZEZ A5 S ASC 456 3 HA E KA IE
PEBA D JE—7E CARD FI p20 Z[a] il a4t
(CARD domain linker, CDL)YJ #5423 M ASC
I p20/p10 SUEPURIK . BELAY p20/ pl0 S
VUSRARTEA L HPORAR o, IR, 28 0k H AR T

"

B3 BRI N RER NAE S M
Figure 3

HEHS, NLRP3 Stk /IMACKEA (4% .0 L5 NIMA
AH T 7 (never in mitosis gene A-related kinase
7, NEK7)J& H b A A] /b [l 4 il 430

3 MR R SIE KA By

Y 25 PR A1 A s BE A3 B, DRIt 2 00 A 4 e
ik I DR 20 0 52 O A O sk, ik
A 2SR IS5 20 A DNA #5143 g, 38
T BN FNER AN L S A A A A PR b A
FH BT A M [R]ATL R 56 1 e ] A 2 i o 3
(B 3), X ag S Aan ey 5 4 fAH B4R A A2 1Y)
5T, IR ZRF 2R R S A 4y A SO L A F
FEHRAE T I B LA

\b} [";é_,

/ﬂg’\\

Phosphorylation
DNA virus g B

Ubiquitination

[FT16

.\ / -

Type I IFN
Type Il IFN
@

Inflammatory response activation and regulatory network induced by viral infections. Mechanisms

of host innate immune responses and virus antagonism. Overview of innate immune sensing (left) and

interferon signaling (right).
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TR A IFN-o F1 IFN-B kiR R 55, —Lk
BN EE AT e S A B A EE R R A )
Aefoc. HA IFN BbThae&EAW: A f1 B
RUGE R 219 NST & Y R 821 VP35
FEAPY URPUREM NSs HEAPY, R
V. WA CEM. FisEmEn v EAP,
Jer g 75 220 Gt 4 R TFN-o A1 IFN-B (%2 5]
7y, - H ARG A IFN-y BZH . BEAk,
2019 H7 7 ARG 7 (SARS-CoV-2)id@ 2 {3 [ 1
T 75 4N 1 R TFN #9572 428 cGAS-STING-
NLRP3 i [ 7F DNA J 8 2 GL FI I 5T DNA il
i, fEHE NLRP3 S AE/MABE A TL-1B 403,
AL HIRFE R, TFT16 237 8 #5  e H T
FEERMIEN T RIG-1 {5 515 S 0 6k
K, i HAE RLR /-S04 TAV FELA RNA
5 R (14 51 R B g% oy 25 HR VR T, /R L mT BEFE
HT VR T B 2 SN A S0
3.1 DNA REX R R M BV IEE
3.1 BagmEpHRE1E

PRAIEZ R RE 1 7 (herpes simplex virus 1,
HSV-1) 2R E A o WEE R R, E—F
AEABUEE DNA R 8E, 28 b R 4 sk
K2R, SR )5 fE B 2 i IR IRy, 5l Rz
JRAZ . FRAEE R B A S (HSK) . R It
B Wi 9 B NS R Kt

HSV-1 (1 VP22 £ | AIM2 A Y 2 4
VARSI HSV-1 &L E g i 3595 S
AIM2 RAE/IMAETE . 75 F X HSV-1 SR YLy
WA 5155 NLRP3 . NLRP12 Fl IF116 4P /MA
DL caspase-1 JI& FI IL-18 B/~ A, FE#i1h
PR RAE SV o T HSV-1 EL 280k k H e b plL
i, DTG AT ik S 1 225, bl A 14 9 S
312 FEAREHEXESRS

K PY N R A O 9 2 R BE (Kaposi's

sarcoma-associated herpesvirus, KSHV)J&—Ff3Y{

P4 actamicro@im.ac.cn, & 010-64807516

5 DNA Ji8g, C 8k EPRIEAEDT TSP IARC)S
H 1 RBURR S RIS T RS B
I EL A LR P R A I BEZE R 1 1 2
B2 AERE . KB AIZ H0AY Castleman
[CJ% (multicentric Castleman’s disease, MCD)#H
SIS R 240 i LR Y

KSHV &g A\ A Bz vl i TLR-3.
IFN-B. CCL2 1 CXCL10 #3311 H DNA A] A
& IF116, {EiF IF116-ASC-pro-caspase-1-4 i
JIMAS B 2H 28 AN T TS caspase-119°1, p= 4k HAG{
Jiea £ A TL-1B F0 IL-18. KSHV %ifid 4 F 5
00 IRFs [R]JE A vIRFs, LAEkiffs 3 a0 9808
Jv , vIRFs #ll ] TLR3 459 IFN J& 80 F B30
VER AN TEN 7 28 14 6 45 DR 740 T Uit RE
K72k, H4iisA miRNA, miR-K12-9
Al miR-K12-5 #4011 IRAK1 1 MyD88 &
[k #E TLRAL-1R {5214 KSHV &
28 5 1E F 9% RGIE R —RTA , DL R )
e 71, ORI YL 5 K IAE T
3.2 RNA REXNRIER K BIEE
321 NIBRS

PO R B (Hantavirus, HTNV)J2&—Fp B £
i RNA N, J8 TR aERr, fER) 2
BN B LR R, SET- R, 28] T et R
TR, BB A BRICTE A2 36 T A [a) i
IR BT A ZSPIRER : DURIR B IZE A AE
(HPS) R 8 B 25 5 AE 1) 1 #((HFRS)Y,

HTNV JE& 35 7 B AKT 5 R 1k A
NF-«B 3 F A 0E , Aadk 4 it D5/ fh R
ki B 2> T80 k020 HINV B8 K 5% & A
(nucleocapsid protein, NP)gEHIH] TNF-o 75 500
NE-kB 30 LK N EE p6s Boiis ™). TLR4 £/
1 IRF3 Fl NF-xB [ Al A& ik MyD88 Jit
SIS SR, TG EH HINV L iH iR s
W BRI, /N RNA-146a (microRNA-
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146a, miR-146a)%f HTNV %55 A94E 46 1 4 it A
THAGAEER, WA HREnEsH, &
W] miR-146a A REAER—FP B IRTT HTNV Jfi
A 257
322 EFFRS

FERIRBE(Zika virus, ZIKV)2 8K 8
78 A — R R RNA R JE S i
FIT WAL 25 NS, (A AT DL o R AL 4% | 1
TRABFIMEALHE , I RZ RN, RN
B9 Guillain-Barré ZEG1E . B4 2L/ NSKAE LA
B iR . kB e 9 ot ET

SR, e RAPE N BAE ZIKV B i /E
S G . — SRS HRGE T BG4 W A A R
RS Z M 5077 T BRI IFN R PR
il ZIKV YL RE ST, IS LA 5
(2R MR, Kumar 2578 AR S 2L 2 1
ZIKV YL i 20 il TIEN F1ISG 263552 3|3 2041
il 1 T BURIIAY IFN {55 & K. Colavita
b —AAIESE, ZIKV REEET 1 AUAIIAL IFN,
{HABMEIIE AL IFN, Jf/"4: K&t IL-6. IL-8 Fl
IL-9 SR REANM N 7B, feil i FLsh i 4n
MBS 3R, ZIKV B NS5 2 FIRE S S B i
7% TFN-y, [A]ifxd T A IEN HA e .
PRlt, ZIKV XF IFN-y {5 5 09 S BP0 L n] /e
S LA TFN-y 38759 (9 S e DI ReE , 9140 5 e 248 i
PTG A Th S,
323 AEFRFS

TN 7 R 975 7% (hepatitis C virus, HCV)J& T
O RERHN R R B SR , & — RN 2 9.6 kb (R
JBIESE RNA T, 2 — /NI RNA i EE
E S BT, IS R A 4T 4
fb. FFEAL, B AT an

HCV i 3 RAE M HLHI 4G PAMPs 485/
PTG PN &I G 0L A R A8 A AT PR 5 o
W, PR P RS HOV & S 30t B 0 R 5
LR 1977 Az, Tk 2 00 2 1 20 e PR - —

5 DRI AR AE , Be &M 20 U 5 915 R AT
g™, HCV JRYLd FE (1 RAEBUR T HCV
RNA FIZE 18485 PRRs FIHAfE T 40 i 244
AR AR, 75 S0 S P i it R 1 Ak IR 11
FRAE HETTEOE T e R G RIE A IS S
EESRRAR . fltn, TLR3 2% HCV &l i
PAERBUEE RNA JRMTE, $3 IL-8. CCLS,
MIP-1 1 CXCL10 KEBHP, HCV fydd
A LAIE A3 5 200 if 3 o XA B A 3 A
A, S MyD88 /%1 TLR7 {5 5@, 55
pro-IL-18 mRNA 25", b4l , TLR2 1 HCV
ol 18 NS3 & M Z A BAE RS TLR2
Fr P JaE R, B2 5 CD81 mZh4 vl ki
1o PO 22 54 R TS AL B PO (mitogen-activated
protein kinase, MAPK)™®4% S CCL5 B3,
NSSA FESF VRS 40 AT B 200 TLR4 JEA Y
BT, MGG MyD88-IRF3 {5 545 54
B, Il #4 NF-xB /~$ A9 TIFN-B Al IL-6 431,
NSSB 7 /1N U IE AT AT 41t Hh Y e 22 s 41k
T miRNA 77 | X 26 miRNA il i TBK 1,IRF3
Fl NF-kB #IG Je R, IFm&iAS IFN
MR TR =AY, HCV B ER S 2
BG4 5%, 28 AP Fh 306 15 515 S
STAT3 5B BTG . SR MR,

4 RERNEFREERRKS N
RERGREF X ENEFH

ZETCREIR], T B A 55100 B A0 Ae] 52 M AN [
3 I LA S AN ART S2 AN [ A3 S T B R
BE LAY e Ny A it R Y DL T B4R
X RAE/IMAERIITSE KB, 1RZ RNA JiaEt ] LA
755 NLRP3 RAE/MABE, W 1AV kit
HRAGTEE(VSV) . KON EE(EMCV)P | R
IRV P R B EE(WNV)PO L FER
5 95 12 (RV)PT . HCVI | % 35 % 75 (DEN V)P
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&5, —UE DNA JEE IR NLRP3 S/ MA )
W, AR R (ADV)PIRIHS V-1 Bk g4
P 0 6 PR 1) 9 T S S A0 L 1 R
B, DI EE I8, I8 2w 2 gL 108
MG SN o FER BRI YL I LT, S HLRRAE
f) PAMPs {5 J&:5 5 5 P 41 A B ol 2 76 18 F 40
6L T S A R AR, WA/ BUEE RNA
sk AR B, DNA,

NF-kB £ Z Fg sl A2 rh il 5 2R
AT BB BE 22 8 S, WPBOR I R
MAF S LRI BETT, A5 0 IR YT S U e
bro B, TKK #0500 1E 26 055 FIR YT ROAE
Mg Mg AE , Py BRI A Y HA KK
ITRE, S — PR AR AT A0 I 755 T )y 24
POl HIV-1 A EIER) LTR AR LIGE &
NF-«kB p65/p50 &1, NF-«B i f§5f PKC i@ I%
PTG 2315 16 HIV-1 19 LTR, {2 HIV #9555
R0, BF5E B, SAMHDI A U] NF-«B
TG, DA R HIV-1 e i s U
SAMHDI1 7E T ¥ 56 K f g5 1 225 v 1 T e Fl AL
i, B AT R s e EE R A B B R
TRIITAEIRY TR SN, B IR, %
PSR LA A AL 2 1k 20 DR - Ak Tk R -t AR
#iF NF-xB, 2EXI% ST R (rheumatoid
arthritis, RA)E B AENAREAT gl ™ | A
R h ks BERE AL BE LU OOV S XSRS UFSE T
NF-«xB 7 R AE FF IR 7 00 28 M i i R -1 1 1
A, /R NF-«B 76 RAE TR M F2 b & 2
A A S g i T b VR . e i
AR T PKR IR S LRk | B i F
KB EIR I F 20 (eukaryotic initiation factor
20, elF20) it i is 07, foft 40 i s 25 2K 1
FIBIR S R RE A RO AT, e i R e Bl A i
o7 4t AT D A P U P S R PR ) PKR G 2
(PKR-activating protein, PACT), #{i% PKR M
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i #E NF-xB 19754k

JAK F1 STAT 1] Sfe w02 e AL = 2 ¥ ) 3
J7 I, R (ruxolitinib) 2341 JAK-STAT
fE S e FlAt, KRS EHtER JAKT A
JAK2 SN, FoprdiE &Y, COVID-19
AR RHIE i R AE, HEA ICU HIfEH B
RN IL-2, IL-7. IL-10. K4 A& 3 1
(granulocyte colony stimulating factor, G-CSF).
T RIFEFEM 10 (interferon-inducible protein
10, IP-10)., HEHMMEILEMN 1 (monocyte
chemotactic protein 1, MCP-1), B IE4HE % P&
FH 1A (macrophage inflammatory protein 1A,
MIP-1A)H1 TNF-o H 5 B R KN, i
Yo rj |2 4 9 S N —J7 TR A G U R T, T 7
— 77 3 BE R ARAE SO, i)™ IR 2R S e AR
T BE (SARS-CoV) FI H1 2 WP 1 23 45 ik 76 4R 9 75
(MERS-Co V)35 g 2377 E S i 7 Mg 7110,
[ i £ JE (baricitinib) . 65 # JE (tofacitinib) 55
JAK #IHIFET7 COVID-19 5l 1 455 KX
Z A F IR, LB KATS #ik
BULE DNA TR cGAS Y2 2 £ 1t
b, FE cGAS 5T DNA R saE, {2
U R RO X BT R T AU BE S
AR PP, #R AN LE LA B T k677
TR QMR RAE PRSI T VS . B2, JRBEAETE
A A AR 1 SN R 2
[z MR A BN, A EUE S5k
fedktly, SPEULEERAESN, HE— AR 1 i
R I, RAES AL —AT <RI &, LE4K
PO B G R [R) I, SCAT BEZa HLAAHT S ™ 2 1)
HEBAT o

5 HASRE

L/ S DS I RS PO A L K iR S TASEZY: 4
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5T E KM, B TR L5 S A o] 5
RIE VAT A IR 2 F5 4R/ &, o4k 40+ vl Gk
SR PE S M B R, Hit, #E—5urse
S Z AL A 2 A A S U] o X ARE S
N7 (AR 2R B SR R AT , T P A e BEA A 150 A
VI Z AR Z 18] 0 A= P2 AH S X 88 T AR
ST AN A3 BT AR OCAT 5 A3, FF TR0 3 i (1) sl
T B S BE IR LA A . 4D, X RIP1
ViR S B0 R i AN [R) D BE Al , (A5
M ATE NF-xB AR5 530 % b i S ag ] Lok
SRR o HAhEE A U 2R TIRE, (EXT
BT RE AR AR R AT B 2 A
HEATIRIE

NATTREFEA [R5 12 8 G 5 | /S 79 98 i Sy
FFTTZWWEIE, SR, X FAHSCIE R anfal i 5
PEREH DN RER FUEWIHIFF46 BR T 1B 1 NF-kB
WHZ A IIREE S, JAK-STAT Hi7% , NLRP3
GRAE/MEM AR Z AN, FHAMPA7 5538 B a0
cGAS-STING 55 [F] B 38 £ Z2 PP HL I A2 14 48 5 S
N o FEREAE S AR Sh F IR s, e
T PR SHEEBUER X REEAS S 7 S e
RN o W RRIE , 255 K500 5%
A2 3 A, R RE A I AA A 1 25 DR A e 7
25 Tl 240 6L 0 A= 40 4R S5 I 19 i) R A6 T 1) 42 7 25
o ER R REBE TAER IR |, Kok H 4
NSBT T S B, 33E— 24 v R 9 S 1 A HA
DR 11 A RN 95 R Y9 R - 22 1R 2 4 AH ELAE
(A
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