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IR, e 1-lE-3, 6-75 FRRRIBOR — 1 I k4
wWE, BRI Z R TIREMEY, AT
Tk, KT, BEREEZR MY P RERIEY
BESBAR, SETHE, B, WISEAILER, %
KrhiEfgE N, 4T CyH, 04, 45T 634.46 Da, B
HWFFEFRMT, MBI EAHIR Y (5 B Rk
SRR ) U O (A g 4 R L 3 RS R AR
2, BEIRAEE TS AN | PoRE T (A AR
W, MEEREE R S MG EIEME, AR, T HAR
FEVER IR DO AR, AT LR R BT R A 3 )
ZHEM, MHCAERALEIO S WA R Rt e, BT, Mok
AT R IR B E LRI R G PE SRR, BiiE T+
SRR B O R T . SRR . IR
T BE A PO BEAR DGR AL HEAT AR BB 4G, DU Ay L
P BT FEDT S5 R AR SRS LA
1 mERFS

PR A VE R W R Bt 45 A RE TR R #E-2 (severe acute
respiratory syndrome coronavirus 2, SARS-CoV-2) J&#r # 5i
WRIFEEEYY (corona virus disease 2019, COVID-2019) A%
JEAA, 2 B MR % U (9 — i 8 AE B RNA AN
SARS-CoV-2 JEHE YT AR A 145 A Bk 2 3k TUAE Sl At Ok
TERPRAR, o e P S AT T R HL 2 4 ALY
EIRSE L7 R

Ambrose 45U SR FHTTSLALHE ST 5 | 24 ¥ BRI 45

Wi EE . 2024-12-12

XEHS. 1001-1528(2025)08-2619-06

TERTFE 50 IMETE I RIRAL 5 WX SARS-CoV-2 BF A= I &
R SRR R 1 (S E ) MR, ik i ey B
&5 AN A WG AT T B, 4 SR 3 B LR
SARS-CoV-2 BFAE Y S SRR I th S s &6 ), 456
AEN-7.21 kJ/mol, $27R 4] HLH7 5T REHE [7] SARS-CoV-2 Y S
B, IR REE AL

Binette %5 R A FXHE L AT ¢ 454 H HRE
S5tk — 20 PP Ak AR BBt T TR e R T ;B
b F A B LR AN A AL RS, R A R R A —
FEEE L REMH SARS-CoV-2 By S 25 Ak (receptor-
binding domain of spike protein, RBD) 5 A& Eik Kk
fiti 2 (human angiotensin-converting enzyme 2, hACE2) K
(254 . Yang S5 SR AR F ¥ HR | ELISA 35| iy
i B A2 A I A5 5 12 B — 2D S AR B 5% RBD 5 ACE2
AL GORAT); RAWIMBR R RS A B R B
X B I HIAE A, SR MTT 356 5 K 52 351 k3
C57BL/6 /NRIFATREPE IR S, 45 RR W], 7 BB nT BB TH bR
hACE2 2 33K (1) HEK293 2 ifg i RBD B 781 g 5 114 J&
P, HARNBFFEFRW, 5K 300 mg/kg #] L 507 C57BL/6
ANRARP R A, R B RO R — MR 2 HEE 0
YUREEZEY), figiE it FHIBT RBD 55 hACE2 HI45 & L i
B

Mithum 25187 33 H LI 5T J7 5 5 B & IR g7 i35 op
= SR A IS S T 5 SARS-CoV-2 & FIHE M iE 174
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TXHE, 0T 3 1 S BN 5 X SARS-CoV-2 HY 1) i v
J1, XA TR ML e PEAL , E— 2 AT 25 3 M
T, AR ER, RTHRAIRE M EA RIS G R AT,
LA REN-68. 7 kl/mol . RWIMT L Ui /= 4T SARS-CoV-
2 ik 25y, GG RIFIAEAER], BA T RE ).
Loschwitz %17 56 F 43 F 8 S 2 B 5T 150 ML AT 5
SARS-CoV-2 1 1 3CLM™ M 25 507 ki, 85 %5 1 1
IR — BRIV SRR RS 14 MEE Y, 75Dt
IRE X A 3CLM AT O e, AR WoR, ATHLRL AR 8
MMEAYITEI ] SARS-CoV-2 4= 2 11l 7 i B AT T Mk 1tk
Gh, Li ZUSOVRESE &L, R BLRL 50T B %S SARS-CoV-2
B RNA 4K #i ¥ RNA % & [ ( RNA-dependent RNA
polymerase, RdRp) Z5&, UMl RdRp Wi, EC,{EN
0.13 pmol/L, Ff HILHERE S b 75 iR G M, A0l
il SARS-CoV-2 J&e .

L5 L ATA, RT B 32 2@ T ¥ 1) SARS-CoV-2 1 S 7R
F, BHIBT RBD 5 ACE2 &2 R&5 &, M 328 Al M,
3CLP i RdRp 6, i ZHEDLH R fa/E M
2 RBAETRE

FAPEIE R R (herpes simplex virus, HSV) J&—Ff
LRPEXUEE DNA G EE, 70 18 HSV (HSV-1) A1l A
HSV (HSV-2), HSV-1 T2 S IR K R B, 51 kL
K. BRE . AR, HSV-2 3B Y 130 0 5z 1tk 2 e
RS HSV AMUBZEM A RS, SR R4
R BEVERR AR, B TTRTAR AR T, SR .

B AR R HSV-1 e 1/ NB B AR I BV2 240 A5
B PRSE HSV-1 Y /N B 4 ML J5 Toll #3244 (Toll-like
receptors, TLRs) mRNA £ik; RHAR KX HMMA . Western
blot 3, RT-qPCR #: # M TLR2. Toll ¥t 3% {4 #47 ¥ & 1
(Toll-interleukin 1 receptor domain containing adaptor protein,
TIRAP) |, #ERE 5L F 88 (myeloid differentiation primary
response 88, MyD88) . MJRIRFEHA T2 KM EH T 6 (TNF
receptor-associated factor 6, TRAF6) | 22 %4 5035 1k & H B4 it
p38 (p38 mitogen-activated protein kinase, p38 MAPK) , NF-
kB F: Al T £ ( NF-xB essential modulator, NEMO) |
NF-kB p65 W4 mRNA J 8 H ¥ RiE; ELISA 340 F 41
fifr -6 (interleukin-6, 1L-6) . i J& IR 5E A 5 ( tumor
necrosis factor-a, TNF-au) 7K, #F— 5% HSV-1 B
BV2 4l 5 X5 TLR2 KT Ui 05 45 30 6 P 1 5% 0 LA B A
RO HSV-1 e BV2 401 J5 TLR2 58 #% (1 845 7 1
ZE PR, HSV-1 BYL)5, TLR2. TLR3. TLR9 mRNA Fik
e, S BERIETHE, TLR2 K& T iEE 5 # 1K
FEAS, 1L-6, TNF-a 73300870, W] TLR2, TLR3, TLR9
¥)2:5 BV2 /N R A HSV-1 82 AR, FLA L7 5
AEIE o FEAR TLR2 {5538 B8 A #5451 HSV-1 4EH] .

S EE R AT ELISA BRI 1L-1B . 11-10, TNF-a 7K
-, BFFERT B S R0 HSV-1 Y 5 /N BT 40 i 8 P X 7 B
FAE A BT WY 5w G 24 R R I 2 Bt R A Bl

2620

( Caspase ) -3, Caspase-8, Caspase-9, Caspase-12 I 1;
Western blot 345 M 4 il (4 &K ¢ ( cytochrome C, cyt C) £
ik, BFTRI BRI RTN HSV-1 YL f5 BV2 K PC12 4 E T
B R S AR AL s s 7 /0 B P 92 5 2 e g 46 A AR
HE— A5 A5 ] B 35 X B i 92 9 i A M 8 /) B i £ 4
M, RER, WEREFHEN TR &, SR
Fint T W5, IL-18. TNF-o, NO FikFEAL, H A e #
HSV-1 5509 BV2 40 A T, $0H1% 315 509 PC12 41l
BUPETS, cyt C, Caspase-3, Caspase-9 FeihFtiH; & FA4li
R PEIG R /N AR R o A U AR D, 3 AR BT
SUREE I A TR AR HSV-1 B S H0 BV2 40 E T, JFH
RERSBTA HSV-1 Bk & M H 00, 5035 B 4l e 929 B P
G 4% B T .

TA B R A HSV-1 B YL 1/ BUBCRL . RT-qPCR
Western blot ¥ TLR3 X F #5573 F TLR S5 5011
T RIFEFE L E A (Toll-interleukin 1 receptor domain-
containing adapter protein inducing interferon beta, TRIF )
mRNA FIZE £k ; ELISA AR EHSNMBN TINE «
(interferon-ac, IFN-a0) B4, FRITATE R 5% TLR3 55
PRI, 25 RN, AT HURL R AT B ) RN 2 21
PR , A% TLR3, TRIF mRNA FiZE £k, HfE
T8/ TEN-oc (4330, 3% AT BT 53¢ AT /0N B/ 0 6 S8 4
P TLR3 {55, MM HSV-1 5 1R ZH 215145 .

Li 1SR 1 HSV-1 B /MBS T 41 BV2 41 A5 78 11
AN BRI B R mUE T TLR3 15 538 6 6 45 2R afi i
I TEPERR A 1Y 3 F L. 25 R, AR AT g R IR
TLR3. TRIF, TNFRSF1A < HKFE -3 & H ( TNFRSF1A
associated via death domain protein, TRADD) . TNF 5% & 4H
K F-3 (tumor necrosis factor receptor-associated factor 3,
TRAF3). TRAF6, NEMO., p38., T #H Z WM W K F 3
(interferon regulatory factor 3, IRF3) mRNA Fl% [ 3% ik,
EREWH D TL-6, TNF-a, IFN-B 733, 24 TLR3 M RABPIT
SR kRS, A BB AT LA ] TLR3 B KR A o
Fik, ANEIG A LU HE G R s A 2= 1 A R
] LR S R o 19 2 i R, 3% AT LR T R o
PE TLR3 155380 [ 4 ] 15 B8 9205 2 M Wl 4% 179 e 88 IR,
WA SAE I, SRR AR R A HSV-1 Bk BV2 41l
F/NAERL . 833 RT-qPCR, Western blot A5 BV2 41 i
FIZH4T TLR9 . MyD88 mRNA FlIZE 1383k, ELISA 46
TNF-o [ 53W5, BFFEA LR TN BV2 4 AT/ USRS HSV-
1 J& TLR9/MyD88 {55518 B 52 i, 25 S /R, HSV-1 J&
YeJ5, TLR9, MyD88 mRNA FlIfE (KA T, 2o 45T
THif5, TLR9. MyD88 mRNA FiIZE (43 iA AL, TNF-a 4
WD, FIAFT B w] B TLRO/MyD8S8 {5 5l 1, I
BRI BRI R T R Y A RE R

SEb] LR TR R AT AR, PR OR F A0
AR VA ISR 15 P H FERIR 4T HSV-1 i&dE, IR
DNA Z il RNA #5¢, EAMREIL 3 M2k SRt
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JRBERSEIA , S5, FA BRG] DU 7 DNA (19
S, BAEKTERGEE,  n] LA BH 1k B A U B, 2 0 S
R A AR HSV-1 1A

Zhang %5 SR FHl HSV-2 8 i 40 A A5 780 A5 4L )5 1%
I B AR AR SN HSV-2 M ] B e 045 15
G SN T TEAE T, SR R, BT ELRL AR ] HSV-
2, 1C,{EH 118.0 we/mL, TI{E N 4.05, FEL4HE
TR, HREMEDE TR B B OCHE T HSV-2 B D
(glycoprotein D, gd) . %% B & M 16 ( viral protein 16,
vpl6) . #ifL [N F TANK 455 3 H | ( TANK-binding kinase
1, thk1) mRNA ik, THRMUEIL I R T/ B
HSV-2gD WTEPEAL 2 2 )77 A KRV A6 (9 38 43 F (R AH B A
M, AP REsT RN, BRIl DU TBK, 2 W]
HLpE st AT — 5 RSN HSV-2 VR,

25 TR, TR EUEEE S TLR2, TLR3, TLRY {55
R EST HSV-1 VR, WU B AR 1208 LG 48 5 1R 1Y
RIS, Geff HSV-1 51 R R B0, tesh, A8 4
FHA —E RSN HSV-2 fEH, EAT 5 38 2R 9SS
O ik —25 B LA AL
3 mFFRRS

JFRIRFEREE L, FE PRI (hepatitis
A virus, HAV) | ZBINF R 4555 (hepatitis B virus, HBV) |
WRUFR AT (hepatitis C virus, HCV) o PR HEGL &
FHEUG NG, FoBRER S KBNS S
SRR BRI RWT, R R HE R AT 4 . AR
KEVERFR . P didk . AP —& THERS . H
T, AT LR HO SR A 5 R B R T R R
JHF 98, ok A AL 35 VR 46 A AR SR 5E fof UL

EA%Y R HepG2. 2. 15 4 #5133 CCK-8
. HrOREARAE A RIS I LA R TS I A A i Bk
BAARZG X AR A K A SE R 5 27 R D1 T ARG ) B AR 245 2 %o
HepG2. 2. 15 4 B F R FR W PR (hepatitis B surface
antigen, HBsAg) FIZ AT e P (hepatitis B e antigen,
HBeAg) FEiRMIRZ0, A5 0100 8 0 AR B F8 b, 4R 5%
R ST HBY A RE T 38 A= W5 B 2 000 . RNA
MFHAR | RT-qPCR H AR M Ak 2549 %F DNA 255 3k K
F 3 (inhibitor of DNA binding 3, 1D3) mRNA 3k RI5 0,
BIRAYMERPLE . 455 WK, BRI R AR Sy
BB BURE S I ) HepG2. 2. 15 S5, BELY 40 it 51 401,
WAl K, ESAME T, #H HepG2. 2. 15 404
W HBsAg Fll HBeAg ik, JF HAEM ] HepG2. 2. 15 40U Y
SAALNIAE T, RNA-Seq £ AR 7 22 B AT BLRE 5 m] LA 1
ID3 mRNA ik, U4 B 37 50 AT G838 3 ] HepG2. 2. 15
2 P A Ak 7 BV DA B 3 ID3 mRNA 3R 3k ok & #5i0
HBV fEH,

Reddy %57 SR H HCV J& YL A JF 98 4 R Rep2a FITN
B R 7 1b B (hepatitis C virus genotype 1b, HCV-1b)
FFA/NRARL, BRI BRI BT HOV MFE ML, 45

R, STHEALGON HCV OCHERG, fdEasiEm 3 &
FIfiff ( Non-structural protein 3 protease, NS3) | AR5 R A
5B ( non-structural protein 5B, NS5B) . RdRp %5, H. A #I#]
FEAL, 0T LA RS HCV &, Jf@ i3 fH Il HCV 15 %
BOTE PR AR 7 A, ARG TR T i T 416G 4 (NADPH
oxidase 4, NOX4), 5 b4 K P +-B (transforming growth
factor-beta, TGF-B) mRNA ik, FILH KR WPLAIIE
PE, 7E HCV BUL ik &/ BB AL b | ] LR 508 BR R A 1M
THHH HCV RNA ACE, WD R DU A i As v . 3R]
] B s RERELIET HCV S, 981 SRR LA I

g5 BT, A0 BB AT 92 B A A 5 A ROk R T
HBV ., HCV /T, BT
4 HilpERE

o B REAR YT AS G540 A BO Ik 25 57, T 43 R K
FBEoeTE, MIBPAINEE . RTI T, BB ER R, H AT
AT B BT M 38 9 1 BT 5K AR R T BT % AT i B B3
( coxsackievirus B3, CVB3 ). # % ZF 5§ & Ale #!
( coxsackievirus A16, CAl16) LI K i i w & 71
(enterovirus 71, EV71), CVB3 &Y n] RE2x 0| A aEte ol
2, ATEU I 2O IR O SR SR 18 MO E 43
B E A BV, CAL6 2 TR F I 3 B R
e, T ARE | VPIRGE DL R B AR R AR AR, XA
AR T BRI S Y

R ESE P R CVB3 JERYe B0 8 O WL /N B
A it ELISA, RT-qPCR. Werstern blot, %y 20 1k % )5
WSS TLR3 553 P R ik, Z5 R R, AT HHrgtn]
FIi TLR3, TRIF, TRAF3, IRF3 HHFEXL, {27k IFN-B Y
SR, AW TNF-ao, TL-6 (950, 3BT HLH 5] fE il 1
W& TLR3 {5538, F+i IFN-B, TRIF, TRAF3, IRF3 3%
ik, BEAR TNF-a, 1L-6 ZKF-, RIEGURTEEMECILAAER

P ME SR CVB3 i 85 5 105 2 1O LA /) BRUASE
B3 g A A AT SR I /) BRI T R A 2 R A B e S il
(aspartate aminotransferase, AST) . FL W& i & M ( lactate
dehydrogenase, LDH) . WLER 3 ( creatine kinase, CK)
HILAR 384 B I5] T. % MB ( creatine kinase-MB isoenzyme, CK-
MB) . DHLWLES 2 I ( cardiac troponin 1, ¢Tnl) 3%k
HE ekl UG LA S i BB S 7216, RT-qPCR,
Western blot %5 J7 ¥& #& JU /N B0 WL 41 41 TLR3, TRIF,
TRAF6, NEMO mRNA MK 1415, HLIKIE R R 28 5 70 i
PRI/ B LZHZY NF-kB 5% Sk 3R ik i — 2B TR 58
BRSO LSS /N BCC LA ZY TLR3 5538 % 19 1
WEM, 4R B, M EB GUOR{CRERE AR/ B AST,
LDH, CK, CK-MB. cTnl /K-, B30 JJL4nfdfi, & ae
JI& TLR3, TRIF, TRAF6, NEMO mRNA fizE H#E ik, I
SRR I AZ T «B (nuclear factor-kB, NF-kB)
TP, UM E R U RERIH] NF-«B B s, W T
PR ML N By 40, DR O LR R PR 5, X0 LR
HRPVER, BeAh, #7HRBIEE T LIETE TLR3 {553 ¥,
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JI% TLR3. TRIF, TRAF6, NEMO & H # ik, X #E#
CVB3 5[ 1 #E PO LR AE T

Van Nguyen %5 48 58 5 4 4 0 (1 46 2% 153 I = At
CAlL6 HEYE, 45 W, AR BAHT CAle HIfEH],
IC,, {5 30.5 pmol/L, Yeo %% SEH] EV71, CA16 J& 7t
Vero 41, ZH5EH T SR Wy S H: 32 B8 M i A3 ] B i o
MARSMIT EVTL, CAL6 3G, 4R EIR, 76 2 FhEA Hiw
VR AR T ZREE I h Y Be A A AL R, HAT BB
A EVTL Ml CA16 1Y 1C fEH A0 5.6, 32.33 pg/mL, #
WA LR 0 EVTL, CAL6 BT IR

Zx BT, AR BB AT S B LS TLR3 R 538
KEEPT CVB3 VB, HWFS k SUAT BB ot B — 5 i Ak Ah
PUEVTL, CAL6 AR, [EHAR AL ot — 2 5E
5 mEMKS

Bk B3R LR R4, AT HLR 50 A P I R 2 AR
P L7 O RY RS (influenza A virus subtype HINT,
HIN1) . HAW & % %5 ( Japanese encephalitis virus, JEV)

S EA —E NI EIVEH . Za 51 X 4E 400 g CDC
FEBAET 1 (CDC-like kinase 1, CLK1) Il %3 47 i 01 5%
T 5 2 AR AR AN 1 50 UE AL S W AR S B R N M 4
R, FERI R HINT RGN il 195G # R CLK1 B
MHIFER, F AR R B A — 2 P HINT Ef . Ding
SR JaGAr-01 G #E MR A T JEV K SUBE LA 5 4] L o7
O JEV iIEFMEFRW Y EH ., SR ER, fEPR
T, KEMh 2 E K- T, B R A S e L
CLEC A b I 5k 1y 2 W ] L7 o LA — 2 I Bt JEV AE
F, BBV JEV IS IIAEREGAE, MAh, BigE ok
FH MTT 2075 S v 43 815 2 (14 1k 22 B 3R 1T P00 HINT 36 %
e, SR D R MER 35 R 9k %o AT T HIV-1 % 1
P, AREIR, AR A BT HIND 36 P X bt HIV-1
Wk, AR S Z S5 AL, T HINT 352 B e,
PR By 5 Al R HAA TR RGBT HIV-1 364

ol L7 SO R Y T EAE HIALE WL 1,

®1 WERNFRHRBESHEEERNE

REERIE WA SLET G FE LI Sk
STEMRAGEE  SARS-CoV-2 C57BL/6 /NEL L[5 SARS-CoV-2 (19 S [13]
— FHIST RBD 5 ACE2 ZAk45 4 [14-15]
— #1115 SARS-CoV-2 23K 1l M7 [16]
— 115 SARS-CoV-2 7K [ 3CLM™ [17]
— B %5 SARS-CoV-2 RdRp 454, 5 w5kt G S Ros 2 (045 %o i 1 [18-19]
A HSV-1  BV2 PCI2 400, [&fik TLR2 TIRAP . MyD88 . TRAF6 . p38 . NEMO mRNA 3ik; F&{k TIRAP MyDS88, [21-22]
BALB/c /N, TRAF6.p38 NEMO NF-xB p65 & [12615 ; 3/ 1L-6 TNF-a 530
— JHES eyt C . Caspase-3 . Caspase-9 235 ; fe /E BV2 AU T, 0% PC12 A0 IA T ; [23]
/B IL-1B  TNF-o 43 ; AR NO 7K
— FAAE TLR3 \TRIF mRNA FE 4335 ; /0 IFN-« 3 [24]
F#{% TLR3 [ TRIF . TRADD ,TRAF3 . TRAF6 NEMO p38 .IRF3 mRNA %K 113 3% ; sk [9]
/b IL-6 \TNF-o . IFN-B 73
— F#AIK TLR9 \MyD88 mRNA FIZE [ 15 ; I8/ TNF-o 43+ [25-27]
HSV-2  Vero HaCaT #fiffd il HSV-2 & i XA FF (HSV-2¢gD \VP16) ALK+ ( TBK1) mRNA K3k [29]
I 4 9% 75 HBV  HepG2.2. 15 4HMid 75 4HARIN T ; 0 401 53 HBsAg HBeAg; il EAL I ; AR 1D3 mRNA R ik [37]

HCV Rep2a 41l ;
BALB/¢ /ML

iBER g CVB3 BALB/c /M

M HCV S \NS3 25 [/ NS5B RdRp 3 1% ; FELIWT HCV 755 19I5 M 480 A ni; 18 [7]
ik NOX4 . TGF-B mRNA %3k
F#5 TRIF \TRAF3 \IRF3 2 [ 33k ; T IFN-B 7KF, BEAIK TNF-o IL-6 7K [42]

— FEAIGIMLYE AST \LDH ,CK ,CK-MB ¢Tnl i ; F}# TLR3  TRIF ,TRAF6 NEMO mRNA [43]
FIEE 238 I NF-xB 762

CA16 Vero ZH/iEg REAIR EV71 17551 20 i 75 1 [44-45]

EV71 Vero 4i/its KA CA16 17551 20 i 2 1 [45]
HoAth HINI MDCK 4 i HINT B il 1Y s CLK1 [46]

JEV Wistar KR FHE KR4I 2H 2 EROKF [47]

6 %iE

PR BRI BOR SRR, X R |
HARZIRTE . AT . W e T AR A — E I R 1
M, HyoHSV-1 WA, seAh, HPumsEMILH A
ZREME, —Jr i, FTHEPOT A R TR A Y, it
FHIRRE AW B | BEL L7 B HE A, 0 B 1 5 R
RIEPURTEAE A 53—, ] HLRL s AT 4R S i R B0
Ry, AT VR A0 A I G 5 T B S AR DG R ) 5 R
2622

FEGURTEVERT, 400 5 R S e 240 M8 e 2 78 40 i PR 1
PP 7R U RE TG P A A,

Pl LR UG e RIS T T R B R B4 B
{EHGTRTAE AT S A7 (e —LE RS, H AT, OC TR0 B4
AURRROG 28 | A B L AR T PIL ) 45 5 1T A9 AT 5 45 2
HORZGHEDITEA FER A AT B U0 B 15 M T 20k
THHREAUHE UL 8 5 R A S0 K P B SE B BIF ST, R AR
SYBRSIIBE TE R AT Bk — A ER R N UE L2 AL
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