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RNA and inflammatory immune response
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Abstract: RNA, a fundamental macromolecule essential for life, not only regulates protein expression as an

intermediary carrier of genetic information but also functions as a signal molecule involved in various

physiological and pathological processes and responses to external stimuli. RNA plays a crucial role in the

immune system, with coding RNA controlling the expression of numerous proteins related to immune function

and non-coding RNA affecting signal transduction in immune pathways. RNA also acts as a ligand to activate

specific receptors and initiate immune responses. This review focuses on the role of RNA in immune and
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inflammatory responses, discussing the regulatory mechanisms of different types of RNA and their metabolic

processes in various immune signals during physiological homeostasis and pathogenic infection. We also

highlight the immune responses directly activated by RNA, as well as RNA-related inflammatory responses

and autoimmune diseases.

Key Words: RNA; inflammation; immune response; auto-immune diseases

¥R IR (ribonucleic acid, RNA)ZAEW1AH
W HER R T, WIS A D)8 5 g Y
RNAFIESmIZRNA (non-coding RNA, ncRNA). %
IRNAF ZE{5RNA(messenger RNA,
mRNA), TEHLAF 5 EEIE90%, ncRNARFEZ
PEARNA (ribosomal RNA, rRNA). #¥IzRNA
(transfer RNA, tRNA). #%/NRNA(small nuclear
RNA, snRNA). #%/1-/ANRNA(small nucleolar
RNA, snoRNA). fiflRNA(microRNA, miRNA)#I
KAEZMAGRNA(long non-coding RNA, IncRNA)
&, EABRBIFELRES, rRNAS S H Rk
PImRNAAEIAR, @IS RNAKE 2 HE IR 5] 5 Ik EE
M, EGMAGRNA M IE R H 4 5% Ja AME AR &
FRCER BT, {HL (R AE R R 2 A B R b R B
MEZEH . H A4 A HE 2 EEIRNA ) T RE
AR, R HERNAGET I D) Be LI AT BT g 2k )
AR AR B B RE B BE AR, IR ARNARHE G
P Fe Bt B 22 VR YT RN

RN N RWARAE R R G R 251405 J
PR A PR e e S, WLAARIE I 28 M e I B R TBUIE
K551 5 B SN BIRORSUIRE, (L0 IE 1)iE
FRAE AR R, M RG AL, RYE%
9% N5 A AS R T LA e N AR 05 A S 2H 2R
1BE, T 9RE SN ) FE B0 23155 K AR M50

RNAE % R 400 B A 5, %1% R B
ARG 0% (5 5l g OO 8 I mRNA K
EiF. FR, RNAEAZ MR ACKR, Bew
I BE A% R F-xB(nuclear factor kappa-B, NF-
KB5S 18 6 R A0 i £ T2 AR IR AR B RS 2 IS
I, RNARHET 5 A8 AE LA AR 31 R A0 21t
B EAZ R RENE.

1 RNA &
FEL SR R BRI A

EA EERAT 07, RNATE IS 6 & )5 15
BHE AT AT . B EEARNAR G S
T, WFERNAR KGR, B4, B0 b
FEXT 2 P A= 3 ) g B o #2402 B 4%
EH.
1.1 RNARREM

FUAZ A P46 K 2 BURN A 1 7 5% HDN A 1)
RNAKGRE [ . . M. K, RNAKSE
fif 1 LHLA rRNA, RNARAE 1T 4 mRNAFI
ncRNA, RNARGHE 5 HRNA. snRNALLA5S
rRNA%E /N BERNAP, RNARGE [ e A
RNAKIE R, RNAZE G 1 3 Z Az N AT
DhRe, FHAER T 70 b K IMAE A AN 2 511
FERNAM A A Y. RNARAEE IR K
IR AL, EAEMT N2 5 ¥ RIR A% X
B, FLAERI AR A I DNA M ¥Ipoly(dA:dT)
P H LS RNA, 0SRS5S 5 B -
I (retinoic acid inducible gene protein 1, RIG- I )&
WG TE, HR1IE TR (type | interferon,
type 1 TFN)AJF=AECO, R[] 36 R i s R e 2 b
s R R A R s A R . B,
PERLGE MR AEAN R K BB B IR A A2 23R
AN NI T NGB PSSy i W Ry e LA = =
o LML B8 2 N R, R TR M
1 [K-F-8(interferon regulatory factor 8, IRF8)R{[% /N
BAHE T AR NR EEMLRBFHE T %
7 i, DNA# N 2§ 1 (DNA  topoisomerase
1, TOPL)IEFA#RNAR AR I/ S, M
TOP IR 2% e 35 Bh /N BRAHS U I 26 Gy 51 2 Y Bt
%E‘E‘W]o
1.2 RNARE

mRNATER KA e @ s F s L RN
T HIEEANE 7Y BOE S 05 8 5 0T
Fll o 40 B RZ P B BY 4 A ar e 1R A R g ) AR
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SERE AN TR B3 BTl 1, AEAS R A ZRAS
[FR BB, [F— B3 E B mRNA IS &%
PEBT @A B P A2 22 A ) B 1 5 E Y (isoform)
PLdE N A F Dy Re R 2, [EREREAAFEENZ
FEvE. BRI, RNA )G % BY 452 52 Wi 2 1 o1 1) 45
K. EAL. DhRE LSS AR AP R o 1 I ELAE,

XA AL . S ERKE MRS e LA =
AR

AN, 2 M 5 mRNA G B BT H: 40 ¢ .

RNABY 77 2 oo A28 5l 5 % v] 3 B0 i £ 1 5 P 41
RS REAE , AT R e 2 1 5 ) IR D g, 5l
AN, SEREE M. EAEPRER, RNA
G FE M BT e e 51 2 b MR A O R R Rk B
U, AR MR R, RIS 5 L G ) R A A
fiE B 2% BRIE (Alzheimer’s disease, AD)EMHZE
PESE A R G PE A BRI (systemic lupus
erythematosus, SLE). ZEXWRMEICT R 554 WL E &
G AT RN, il A 4 R S PR AZ R
ZHEHAL(nRNP A RE AL ] 3 BRNATT L
FEARLL, 5l 2 KA ALE (multiple  sclerosis,

MS)H AR v e R S e, 24K
TR/ ¥ AR & S B #2 [N T 1 (serine/arginine-rich
splicing factor 1, SRSF1)ifid ik £ 85 B ik 1%
mRNAFREM, I E%-1(interleukin-1, 1L-1)
22 25 15 4 B (mitogen-activated  protein
kinase, MAPK){5 5, 03 R R 98 A s 1) %
A, FH Fo(interferon o, IFNa)fiE ik 5 B4H
RNEAHPTE T 257 (human leucocyte antigen
[, HLA-T). Fii)s B RHE R AGE AR 5 1R
1K, (R I R B R W R e BT H T )
A, X R B R 4 A SR A5
(nucleotide-binding oligomerization domain, NOD)
FE 524 22 5 2 Bt - R & 20 B8 B B I 55 4R 405 F 3
(caspase recruitment domain, CARD)AHRE S
(NOD-like receptor family CARD domain containing
5, NLRCS)HIiA#E, 1618k R b & 15 5 2 4E
FHUY, I FEERNA BT [ DEXD-HE fi# fie i 39B(DEXD-
box helicase 39B, DDX39B)/ 4 JE48 Re 8 i 4
%75 /K(interleukin-7 receptor, IL-7R) mRNABYHZ
FEAE A IIL-TR (soluble form of IL-7R, sIL-7R),

B AIMS 5 XU, DDX39B [7] B 18 4% 4% 5% [ 7

XL AHEFR [ P3(forkhead box protein P3, FOXP3)ff]
mRNABT 82, dEmiEsl T ETH M I e 5 K
g, AR EAET RS, FAr g R A
(isocitrate dehydrogenase, IDH). SRSF2A1# 4 [
& AW %3 (integrator complex subunit 3, INTS3)
mRNA B3 575 2 (i i i 2 g (v e 20
1.3 RNAf&!G

L FIRNAB AT H 3. Sl IR
IR BN 55 . Zh ALK RNAE
SWERNAND T, BRI AR S 2 A Al 7, xF
RNAAT AV Dy RE AR5 8

N6- 7R ! 340 (N6-methyladenosine, m6A)
ARNAH | FE W, s 2 AW ET R
R RE, 4R ZHmoABI K EFERNA |,
MmRNAKFIm6AMB I £ E R A3 EREKX
(untranslated regions, UTR)FIZ 1k 7 [X 152,
L 55 #2 B 4 25 (1 3(methyltransferase-like 3,
METTL3)MIMETTL 144 5 7 — AR A FmRNAFE
S HIA IImOA B2, A & CCHC 45 /I8 K
H4(zinc finger CCHC-type containing 4, ZCCHC4)
FIMETTLS 32 ZErRNA P2 A m6Af& 1, 54,
METTL16 5isnRNA _Fm6A FIEAL 20, fig il
AR A 5C R (1 (fat mass and obesity-associated
protein, FTO)HIALKB [A]J & H 5(alkB homolog 5,
ALKBHS) U2 £ 2 [fimRNA 2% H AL Eg72%,
RNAW) 2 H AL AR AE R 48 & 8 M K g il 78
B EEMEAPS, YTH(YTS521-B homology) %
R R B meA B BB R R, K, &
YTH&5 #4388 A 1(YTH domain containing 1,
YTHDC1)TER A B m6 Af& i LL 45 mRN AL £
PEBY B2 5 A R, YTHDC2 E AR S A f
RiE, WAHImOABIIIFRM & H Bl %, YTHDC2
RiG S FEOS T2 A R BLE DY, Y THSS #4155
KIEEHIM3(YTH domain family protein 1/3,
YTHDF1/3)7E i B it B me A S 5, 5 S B 5
3(eukaryotic translation initiation factor 3, elF3)E &
VIFF IR e #2007, Y THDF2/3 152 MU m6 A & 1
A SmRNARMEC, BRYTHZR AN, S REA
KA 72 mRNAZE A8 1. 2F13(insulin like growth
factor 2 mRNA binding protein 1/2/3, IGF2BP1/2/3)
5t X% J1{& K & H(fragile X mental retardation
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protein, FMRP)iEHmOAEIiH- & SimRNA [ F5 &
PRS0 ghAh, RNA LA A7 B IRNA A&
ML KA T ANFE R Th e, 05 - s g AR A (S-
methylcytosine, m5C)E1fiHFEtRNAFIrRNA [] 45
PRI E M, 1-BRETR FH 546 (1-methyladenosine,
m1A)B T RNA R B IE RO, 7- 55 1R H AR AL
(7-methylguanosine, m7G)Z1HIEmRNA 1) 1TE
R

RNA G i AT i o 147 4 9% 40 i v %A 5 A
LR a5 Wi P BRI R G o 1 v ) %
2T, B HL T SLE £ 2 g E A A A FIRNA
BRI, A A mS C R4~ il g 2T Ak (N 4-
acetyldeoxycytosine, ac4C)LtAgHE A& /KA Fr
FEAIG, H2 S B B A0 A BT 4B P (cluster of
differentiation 4°, CD4") TZifig+, mRNA &%
EIGAL R mSCIEMIE 2, 9wt 741 Fac4CliEif
W%, JFHAT LS B 2 M A GE R T AR A
PONE S BB R R TR K 25 R0 g e
I3 B R G B b 2l i PRI 25 R EF ALK BHS (1)
FIE MG RmeAE R, BRI 85 5 i 7 21 H
BT ZRAHOCEE Rk &, MARE B R IEA O
IFNGE B (50 #8578 Y. B 220k 40 g (dendritic
cell, DC)f1, METTL37:CD40. CD8OFITollR:Z
{&4(Toll-like receptor 4, TLR4){E 5 i )%k
HHTIRAP(TIR domain-containing adaptor protein)
FImRNA _E A INm6 AE i LASE 5 A5 N 5 R i 205
FELHENF-kBA5 S il % 103 LY. YTHDF1REWS 1%
I mo6 A& 11 DL 3 oif 175 B 14 9 2 2088 A B I 3RS
% R kG S BH A E OB RIA RS, JFRE
FE R DCA I AE X4 2 MR Bt = A CDS™ TA I
A B RE 11 A IR IR B B AR R A 4
(natural killer cell, NK cell)4, METTL3X A& T
# FF%, METTL3E(Y THDF2 )6k 2 BH Wrm6 A I 4%
M REfES, FMEZINKA R IIEE, AR AE K
T IR BB 4 R R R G0 A I NK 4E il
YTHDF22 2 Eifl, 78 T moABENKA T
iR 75 5 Jt 2 A D,

T BERPERNA L (K42 1 R 8 2 7 290 AR
HAEH. RN, N2 55 BBk -1
(human immunodeficiency virus-1, HIV-1)>KJHARNA
RERS I mo A I B RIG- T IR 5P, KyE

I %% 9% 7% (vesicular stomatitis virus, VSV)f&BhfE &
2 P9 FIMETTL3 #E 1T m6 A& i - 9 /b SUEERN A
(double-stranded RNA, dsRNA)JF=4=, M AH ke
RIG- I F1EE 8298 5310 L [RlS(melanoma differentiation
gene 5, MDAS)/ ™ FHIFLEF LT,
1.4 RNAMEGR

AT mRNATE 2 bR 5" IHME 25 4 F13'poly (A) 45
K] i 2 e 1 o I 0E N PR 2 . RN MR 1 R 2x
(decapping enzyme 1/2x, DCP1/2x)EE &Y )5 %
FRmRNAWS INME &5 4, 5 -3" 4% K4V 1
(exoribonuclease-1, XRN1)BHIRNA# #x 1K i -
TRER AR FEPY . poly(A) K = M R [poly(A)
specific ribonuclease, PAN] 2H13JE B &4 LK
Tk 53 AR G ) BHIE 55 1 4(carbon catabolite repressed
4, CCR4)FIA & TATAME B K 7 0 & (A
(negative on TATA-less, NOT)ERIME &Y iG%
RE RIS, DA Epoly(A)RIRE M, HRNA
ANV FF UG HE3'-5" 05 ) B FRRN A SR A 2 1)), gtk
Ab, IR N D) AR RT DL 4 BT ) RN A - firh & X [
B f it A2,

RN A ] [ fif ik A5 2 5 e G 92 40 P mh 4 R 3k [A]
%) 2 3 FIAH O 38 8 ) 0S /Ko fE BB
TLRs 32 AR B B AR 5, BOENF-«BfS 58
B, B 2B RORE N1 R IR K, R 5
EIHRIRNAREZc3h12ail 1 /T 28 5E K 7 1L-6 ()
mRN A FF fif 4 il 5o 7% [ B, 38 4 e L
Ze3h1 2at AR ) B A R AE TLR FCAR S0 73 1)
IL-6FHIL-12b b B AR A0 i 2 25 3 i, LWL o
Ze3h12alfy iR FIRE FIAIL-6 3R 1A & 5 ™ & O
WU, Beah, Ze3hl2aBi g NS R A ER
i, My RZEERE B E Sk R B, JfR
B H 3 %0 S N R B R R R 5
Z5F B FINF-«xBI#GE K- 1 (nuclear factor NF-kappa-
B activator 1, ACT1)45&CXCHE M F1(C-X-
C motif chemokine ligand 1, CXCL1) mRNAHJ3'UTR
KAEREMRRH, MHmRNAREESRE, #5EmRNA
FHRERIIL-1740 3 10 B2 Jok 20 A< 4 RE,

2 NcRNA

2.1 miRNA
miRNA 2K 24 822 ntf 5720, 28
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miRNA H AE i e A s ) & 7= 2, FE 4
miRNAG e H, HRNAR G T E &N
A ] 2 miRNA#% Drosha-DiGeorge [X 27 & 1iE A
K 8K & ¥)(Drosha-DiGeorge syndrome critical
region 8, Drosha-DGCR8)VIEIS AHTR, RJEHE
i 2R A Exportin-53i& 2% 2 M 5t A 007 B A
miRNAZ i RNA P VI Dicer Y] 22 B4R 45 74 I it 2=
b M B 5 A 3R BUTER 2 5 M (RN A-induced
silencing complex, RISC)*™, RISCYEmiRNA ]
'S NEEE HARRNA, 28 = ERER TS
$:3L & F 6(trinucleotide repeat containing adaptor 6,
TNRC6)$ 55 Jfipoly(A)4h A 5 1 1 [poly(A) binding
protein cytoplasmic 1, PABPC1]4 %l H #rmRNA
L7, #EPAN2-PAN3HICCR4A-NOTE &1 1€ F
T, mRNARZSZZNH], B0 1L B I fid A B
TR, Zd R FNRNATHL(RNA interference,
RNAD 7, fERZEAIA S b RIEDhBERE
Frft, miRNA R HZEEIEHNY. ITLRIG 58
HE AR /- miRNA 27K, A miRNARET
PO R TLROGE % b (1 0 40 43 1500 BRRNAIZ 41,
miRNAREWS 5 3 S AR50 W 2 M JE R 7, JF HL
YA B G T PR AR AL /N BRI R,

miRNAZ 54 REHLIR I R B M RS E 18
17, miRNAGRRE 5 2 P 5 G s 9505 AR 5 9%
FHOG . IXLEPI A BEDNA fa B FH AL . TFNGH
VR S B P R SRR . KGR PR R
T AT LA (RN MR JORE SR T, RS S R G
TR R RME AL S, miRNATREX L
P52 T BB A P B % A R AL PR 4 L R ) 2 b
A FEREEY 2 R miRNAZE KR 5 9% 23 5l &
PR AL R DIEE, miRNARKIE A1 2 5200
R PEF . SLE. MSE B 5
FE & miRNA ) 573 %55 k7, miRNAGE S 5
V% G5 22 G AE s PR B i R e i B v ) B 2 I
o FEREESUE 51 RS I B2 s 1, miR-24F1miR-27411
il THH M ) U, X EEmiRNA R 2 33
P& R G BT A S AL AU AR AR R T K e
FBE AR, miR-183/96/182 1K A K T B¢
REVRE T E FIERRR R AT,
2.2 IncRNA

IncRNA T 2@ I RNAR & 1 11 #e54,

AHAESTINTEAEPY, 46K Z HIncRNATER
ik B2 B AR, B IneRNABRA /N Bty
DX 3, G 2 B 1 /0N IO B R 4 R A I AR B 4 A
o IncRNATEWLIA. KIN%EZ Fil g8 B )iz
TEAE, 75 22 Fh 40 i T 4 22 400 B R 4 28 4 o 3t
RKik, FEMFIA ML N EH 340, AN[EIncRNA
TR TR 23 7] b B A e P AR S 1), IncRNATE
YeFF et it i A EEEH, S 5IH%RNA
BB, BRI R (R 1R e 010,

TS RS, IncRNAS 54 MUK IEH 1)
BE, BEWE o)A P 1 25 7R 9 B AR 1R R I ROE I
Rio fEYIZRrErd, GBMHXEEEF LMY
M (histone) H3 % P4 A7 i 24 i — H ALK (H3K 4me3)
MKV 5 iZ 3 R IEKF 2 EMKMT, — &5
IncRN A T ¥ 58 H3K 4me31& 1 /2 3 2 5E
RS AO) LR ML R A A S BEEE,  Z2 FiIncRN A
FiERAEZA . BN, IncRNA GAPLINCTE #iE
N AFRGE N, GAPLINCHR K 23 mNF-«BIE i A<
JERE KT, I 3 5 48 RE DR 1) 3Rk I 7 B/
SIS IR 2 BE (lipopolysaccharide, LPS)i% S HIK
s, PSS IA MIIncRNA Mirt2 53 iR R 5L
[Al 752 AR B K] F-6(tumor necrosis factor receptor-
associated factor 6, TRAF6)K63Z &k, i)
NF-kBHMAPKAE 5 18 i 0935 A0 98 0E K1 BB
T FRAE N G A R 5 R TR N 2 3R IUAE /) RO
b B 2 e MY, B RELE A Y IncRNA
lincRNA-E PS8 VR 2 1% /M 1) 8 57 400 1) e 928 e
FHOCEE R R 20, 24 41 B 52 2199 Jir Sk Yt 1) T 7 )
R BRI, IEIETLRAMIS ) 0 e il

K= IncRNATE 2 i A i K A5 HE T
ft. IncRNA PSMBS-ASI-S BAZ 4 B A [ 05 24 o
XoF AR A0 P R B, R I A % S B RN B Jhk o
FEREAL, 1% —IncRNA MALATIZR X BEAGH B A
AL AR FRE A U ON IR ST LT M R R
FIEMIncRNA INKILNTEAN R0 G R, FEAER
P S RN -« BIE B _Ff . N Sh ik ks i A1k Al
16 E Bk P INKILNW Rk 8 2 B, IfE—3
PEm e R I RIE K, INKILNGR WA 240
il 29 SR, IneRNA - Neat I 78 4 i 48 B
NODFE 52 4 5 Jk #4111 45 #4388 AH 9% 25 F13(NOD-

like receptor family pyrin domain-containing protein
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3, NLRP3). NLRC4F1E & 28 i = [ T-2(absent
in melanoma 2, AIM2)%&AE/IMA RIS, 7] 3455
caspase-1HIVEE . /N R R Neat 1 i 2 FEAK T
NLRP3FINLRC4iE A 51 & FIHLAR 2 E SN, (Rt
Neat 1 ATy 98 i /AL JBE 3035 FH 6 55076 R0 97 40
SO FELE R, IneRNA  NAILIE T #H|p3 834
g FINF B 5 p65 (1 35 ] £ 1 4% R 1 2% 11 o R T
1D(protein phosphatase 1D, PPMI1D), {i&itt & a4
3 A B I A i 3 1l S X SRR AL, IncRNA
B e th 2 5 B LR SO SN . 45 i 4 4 BE 4
s I IneRNA  HOXA 11 os 5 2 ki A o B 74 335 5%
BEW 1 46 It 4R Hagte, HOXAllosHlfa 3
BRI RERERS, 15T 0 0TS T A (reactive
oxygen species, ROS)/KF i, &b % it
PR B 4285 T B IncRNA B A 2 3 B9 55 1
PEAEH . IncRNA  MIR155HG 5 Ik BE % 1 5
DCZH M M TA M $2 S Hu R R, 2 DCAH M
A T YRR RS o3 A B2 IR 9 ShE N R R #0428 3R 8 )
EE LI AN

3 RNAEIARIZ 4K

RNATEZ Bl A W) D g vh e 5 2 00 B B 1
M, A T4FIEFE AT, 15+ H FRNAK
W2 BA S . AR, SR BRI EAR(WRNA
T 5 ) I AP RRNA S 51 R % SN o At A A —
5 1 5T R RN A BB R ) %2 K (pattern
recognition receptors, PRRs). RNAR T #E5F%
2 PR L BRI B E B o I o
3.1 NOD#FZ{K

M5 N FINODAE %2 /& (NOD-like receptors,
NLRs) 57 1R 51l 73 A £E 5T A )99 S AH 5% 70 1182 X
(pathogen-associated molecular patterns, PAMPs)#/l
1495 FH 5 4> T4 i (damage-associated molecular
patterns, DAMPs). TR, NLRsiH R AE A
W B 4, NL RS (1) 5958 5 B A I e 1 97 9 Al
H & G2 e R A AR

NLRP 1 HE /N fi 545 L RE % 1 42 1 10 24
PR BT R SUAE 85 2 1 B 20 AE 22 S O
Jo, WFAE R, IEREERNAYE 8 ——ZE A
AR B (Semliki forest virus, SFV)REWEHUE
NLRP1 4/ MAI, SFVAE i 57 5 il 2 rh = A=

(I dsRNA B H E % A il A 12535 ) K dsRN A H fE
5NLRP1E & & R 1) B & )7 ¥l (leucine-rich
repeat, LRR)ZEHIK4E & 3 FHNLRP1IEALIY,
AR, dsRNABETE 1L A JE BBk 40 i 2 P i
NLRP1, 1A GE ¥ Mk 223 ¥ 44 W [R5 2 A
NLRP1b, HA FHLHIE A AR AT,

dsRNAIE e 5NLRP6 1 £ #i 2 IR X f5k 4
B X I RAE AR A 258 R 41 i v R 45 2 TR
S, HEdsRNABUE 5 IMINLRP6 & AL -1 AH 73 B
(lipid-lipid phase separation, LLPS)Jf¥#G NiifE 5
i1, NLRP6iR 5 dsRNA K3t FELE 15 3 3K R
JH R 9 B A FE R g 23 IR e o R b 4 R B AR
FAUPL, 5 8 (i 5T — B AR AT T NLRPGENL 4 A
Wiy 32 dsRN A JI) A% 5 T A5 5 HIHLH] . NLRP6—
J7 1@ I DEAH-HE fi# i€ B 1 S(DEAH-box  helicase
15, DHX15)-Ze R4t 75 4% 3k 25 H (mitochondrial
antiviral signaling protein, MAVS){K#i ) IRF315 =
A TENA R T 2 ], 5 — 7 s ek &
M55 4 38 0 08 T2 AH OC BE 5 AE B H (apoptosis-
associated speck-like protein containing a caspase-
recruitment domain, ASC)-caspasel-GSDMD(gasdermin
D) A5 I 20 A 1 368 s A 4 3 45 51,

5 3 BRIAAE N il i b Bz 40l FONLRP6 A
[Al, NLRPObZRIAFE /it - B4 il . NLRP9b
RIE/ MK ABIRN AR EREDHX 91 ) dsSRNA 175 5
AUpAET, AR s AR R A .
3.2 TollFEZH{K

TollFE 52 442 PR 0 JSN A2 7 2E (KT PAMPs 1) 2
LK. TLRsEA —/N45 G e B 44 1) i 2128
— AN WA R A o R B IR 5 Ay A — A i
WAL T Rl 5 I Toll/ A 4 AR A 38 1 %244 (Toll/IL1
receptor, TIR)ZE )5,

TLR3E 7 G 2 R 7 dsSRNAJF /i 3 NF-
KB 5 58 B A0S JIFN- T =40, TLR3H K
REW W75 7 dsRN A B poly(I:C) Hll ¥ 5| 2 (1 f i J
RIS ENLAARH R, TLR3BESS RG] E & dsRNA
Ziiy . fEIENEE S, RNASBIARAEDNA H A4
&, JEHDNA-RNAXUEEARASAR, 5ARBEREE— i
7 HER-loop 25 # . Wiskott-AldrichZg & fiE(Wiskott-
Aldrich syndrome, WAS) & [1(WASp) &k 2 5 5 AF 2=
SHR-loopti %, FIHDNAHS, [FIKFITmRNA
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BUHE, R SREEEREA AT B B f i e b B A B AR
M2, 41 g A R-loopf X i 2% 1 Je 2 1 B 9 VT iR G 41
FFHE G T KW MEPBEE F(xeroderma
pigmentosum group G/F, XPG/XPF)V)#|*DNA-
RNAZSARIERER R, FIREE R GMP-AMP &
i (cyclic GMP-AMP synthase, cGAS)FITLR3 A
JEIRF31E S i@ H g A H T, 5l &K Aicardi-
Goutiéres%i & i (Aicardi-Goutiéres syndrome,
AGS)!',

HEERNA (single-stranded RNA, ssRNA)[FFE
0% ) 35 e 28 4T B 18 INTENRN 48 i IR 1 ) 3R 18 A 43
IR AR B AE T, TLR7AEWER 5 P A rp it Jak
3 TF 1 FE IR H RN AFRIA SR i (1 ssRN A 1 7
NGUERIL, FRISTLR7AIAJETLRS 6 57 iR 5K H
HIV-11)'& &% GUF 41 ¥)ssRNA, LU TLR8 A />
AVETLREH ) ssRNA KB i) LA EE R, (KT
RNE L FRERR A Shagl > 0, R E R,
RNA /)& S FEm6A . mSC. 5-FRIENE F
1k.(5-methyluridine, m5U)Z&# A8 305 DC L4 i
HITLR3/7/8 (&AL 34 I e e vh 2 08
77 DNA-RNAZAKZ K, e HEBIEDCH 1
TLROF 755 G g i,

TLR3/7/8 R AIRNALE TG £ HUim 23 AT 1T
PR REEHEEEH. HIFRE 4R n
TLR3FIH 40 B AL SRR 4 il (plasmacytoid dendritic
cell, pDC)H ITLR7AFHIIFN- T G295 ) %) T
T T HRAEAL S 7 BT e A AR R OCHE, IFN- 156
R A Sk B AT R - B0 2 A2 M KRG O 91 K
RGN SE P, BAh, w80 IR AR A R AR
Ik Wk I 52 A4 FL A7 BH B - 3 TE I 2K R MUK 7% 8
(transient receptor potential cation channel subfamily
M member 8, TRPMS8)HIRNA, Ffiliit M AR L
I fubh, FEMEIETLR3-NF-«xBR&IE(E 5, TEATS]
JR R AE I 4 5 BE 2 NK A F IR, 3 RIRAEIX
R, PRt B R e,

3.3 RIG- | 24k

RIG- | F£5Z4&(RIG- I -like receptors, RLRs)®&
—RIARNARSZ A4S, BIERIG- 1 . MDASHIIG
25 A AR H 22 5 16 55 2 1 2(laboratory  of  genetics
and physiology 2, LGP2). =& i #5HE A AL
{10 fiff Jie B 45 M SN C 4544, RIG- 1 fTIMDAS N

Ui P NCARDZ M A 5 5 M iE#E Sk B IMAVS
A EAEH . MAVSHE— D IS TANK S & W 1
(TANK-binding kinase 1, TBKI1)LLNF-xBf5 5
ST} 2

BRI R e BERIG- 1 2 595 B#RNAR
W5 BRI RE, LA e I 45 #4357 B2 8 i 1 11
dsRNA, i CARD 45 #4384 i3 {5 5 BUH NF -k B A
IRF3/5 5@ %7, MDASFFEREH TEdSRNATE A
PR 5 AR BETFNAS S9G4S B s AATTR
W, M. NEIEWE. BIERHE. 16
I F AN BRI EE IOV A 1 REAS I 45 S MDAS I
HITENF = A8, B2 R ORI 7E ik — D AE /N R
L TRIG- [ fIMDASTE £ FIRNAG 3 A2 i
T o S 0 B e S I AR YT, RIG- T 1
MDASHUN FIRNAA FTAE, =3 2 SR AR
SEFIRNAFIpoly(1:C), # 4k, RIG- T 5 &% 9%
BE VB BT A 28 75 B RNATITMDAS A
AN KR B 95 B RNAY . LGP2#2 S5RIG- T Al
MDAS[F) V5 i i e il , LGP2REWS 45 & dsRNA, fH
R N RS R BNy (b % 7 Rl N = s
ez I, LGP27EdsRNA R A F o iE i f2 i RIG-
I AIMDAST W E At . AMNEFRIELGP2RET M
RIG- T 385 dsRNA M BE W A1l £ 955 B F1 3T 38092 95
5| RAIFNR I, LGP2M 2 /N dsSRNA XS
RIG- T fE K B ml . 52 &,
LGP2AEWS I TTMDAS 5 dsRNA ) 45 & 1F F 4 5%
MDASX R 5 5 BG4,

4 RNASHfRLET

YA EET R — AR MR gt T, 3%
FRAE N A P IR 24, O R B 2 K R R R T AN
DAMPsF RS f oh, 4k 82780k 98 0 fe w43
GSDMZF R F R4 T M EHIT#H, GSDM
BB 4 22 Fh B G B ) RNy B, S v 4
JEE 5 T A FL R S B0 B a2, A A% IR A
DAMPs e iX e £ LI R U i R4,

JiL B P9 B ds RN A RE W5 L 32 000 48 E /N 1k
NLRP1. NLRP6FMNLRPObJ 5 4 iy £
T 1201221240 RN A iR e BEDHX 33 8 45 45 i 5t 4 1)
dsRNA F i ALNLRP3 4 5 /MAT ), RN A e fify
DDX 17 #8845 & M N ¥ %% B ¥ (retrotransposon)
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RNADLBENLRCA 2R /MANT . FEIFN T 19T
WG [N F, RNABFRNase LETVII5EE M1 H HRNA
ffiNLRP3 5 DHX33FIMAV ST & & W05 4
RN, T Z-DNAZE A& 4 1(Z-DNA  binding
protein 1, ZBP1)UHJ B 858 4 7= A2 [ Z-RNA
SEOAE M A TN R A A st T
Ab, RNAFFER SR LRI ET .
TIRF2i# it i 42 GSDMD FImRNA %% 56 /K P42 41 &
i IMAVELGSDMDU! ), 5 R T IRF8 i 4%
NLRC4#: 3 8 FH——NLR S T #1259 (NLR
family apoptosis inhibitory proteins, NAIPs)f]
mRNA K, #ET5mNLRC4 % /N4 1 3%
W TEZ AR h, SR DS A RS
VR &0k 2 1 M99 B [13/4(mixed lineage leukemia
3/4, MLL3/4)% KA R R EZMEIIRE. HAH
WEFERIL, R A FIMLL3/430H|CD8™ T4 L i 5%
P51 35 Bh S 3063 11152, MLL3/48 k2 S 8U
JE A A RdsRNA, MIMETERIG- | FIMDAS
M FWIFNAS S i@, [FR L 28 PEcaspase-1/11
FIGSDMD)FRIE, FHiEid T 5]k sR F %
&E[ISZ]O

TERRE R, dHMRAE T2 B Z MRNAM .
WIIIRRNA(circular RNA, circRNA) circPDIA3A]
L GSDMERCuii 4 &, it | £ 48 DHHC B KR
TR A2 1§3/17(zinc  finger DHHC-type palmitoyl
transferase 3/17, ZDHHC3/17)/ 5 W EE AR BEAL 1T
W 5EGSDME  Cumig [t H #IHIAEFH, B2l 45 H e
21 B %o 155 S e R 4T B T ) PO 24 4 B VD R
e 2, R, 7 A2 circPDIA3E
it miR-449aff = X-HE4LE A & H 1(X-box binding
protein 1, XBP)FJiL&, A2 152 fit iE
RIS,

FEI5 TR NAZ HLAR S, RNAFZ LK b 5 40
FETCAH G I B IE e G028 S 80 o it 48 o o A1 BT Je
PtV E RGeS R IA [ circCDC4 238 i 17 i
cdc42 GTPREEIIIE M 5] Apyrin 28 AE /M ) 1 FE TG AL
MR AT, 0] circCDCA2 A% B AT 4 7o B 11
PR B /N BRI 3 452451 . IncRNA LNCGM1082
BEE 5 A EECS(protein kinase C-delta,
PKC8) 5 NLRCAI &, FLMINLRCA R IE /M
WA ZE R B T LB R LR R AR I, B

KL, ZERHEIERAARNAGBIERIG- 1 15 58
TR PR SE A - a(tumor necrosis factor o, TNFa),
b 5 5] it caspase-8 fllcaspase-3 & #fi ) GSDME BY
Ul SRR EAMREET., GSDMEH K B TNFosZ {4
070 A B BE A RUCUR 55 0 B3 L IR PR 2 BE R A
fa A AE T 10, RIG- T A% 72605 25 UL 5 20 il
JHITMAVS-TRAF3-TBK1. MAVS-CARD9-B4ii ity
MEJR T 10(B-cell lymphoma 10, BCL10).
ASC-NLRP3=F@ 8% (LIRFIE % . NF-xBifi 2%,
Sl JRE T

Ak, ZFRBLEAE T, MIRETZBIARE
BIRNAR R . Tk 7 261 B8 % WO S 22 40 i rh i)
NLRP3 % i /A I 5 5020 i A2 12 R0 JORE ] bd, 3
2 S ME A R E N FRNAA BN RNA(tRNA-
derived small RNA, tsRNA), Jf¥5NLRP3AHHAE
FHIX-IE8DEAD-box fi# it liif3(DEAD-box helicase
3 X-linked, DDX3X)# %% 2| MR H,  HI 55 %
E/NA FTE ARSI SR N R 4 4 5 SO M il
T A SR E S 25 SR, M2 20 Sy
WA P B A M FE I (R miR - 709 8 % 411 1) fii 969 5158 248 i
FINLRP3 5 501040 £ 1 K 58 R R R0 g
M s AR TPTmATED L/EEH
(thioredoxin-interacting protein, TXNIP){JFRIXL, 5l
HCNLRP3 2 fiE/MATEAL, 18 Id caspase-1-F 340 i £
T-, miR-148afE -4t M o (1) 45 5 2 05 e 6 92> 4H
FRAE T ol 0 TP A% 1k AT 4 450 ARSI I AT
H, NLRP3HINLRP6 % SiE /M0 e & g 2 A 4
HAER, miR-28a-5p i #E H] 5] ENLRP3 £ f# I E3
12 2 1% B R AH 9¢ 4 48 B 111 7(membrane-associated
RING-CH-type finger, MARCH7), SHUATIF &
JiE, IncRNAZE & miRNA-28a-5p il #INLRP3 S5 1]
o0 A 1O gl PR 51 R I JRE R4 495
5 1B % IncRNA-H19R 15 KF E i, 1filncRNA-
H19i8 it miR-2 142 & 2 /7 ¥ 40 M 28 T2 5 7 4
(programmed cell death 4, PDCD4)fj3Rixk, fEit
NLRP3/NLRP6-F F 1 /N B2 o 48 it £ 1 9 3 B R
DR 3o R O o ) 2 2 Jle I A i R [ B 0
DRI, 17 SR e 6 2340 TR A FH 11 55 IR B Pk
1% T BN EN RS o R 66 R 6% PR IRNLRP3 98 4
AN B2 43 e R I GSDMDAI RE Rl 1 ) ik
HANLRP3 mRNAKIm6AEHitE 8, #YTHDF2
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AR e e R, g fE T pldm e,
5 BREREER

RNA Bz & 3 R0 B 77 A RN A LU
15 LI PR Y G I B o (B R %2 (1 F 72
W, 15 H 5 FIRNA R FEREGE RN AR SZ #4518 71
BTG KRR N . EIEFARLRES, 359
RNA R 5 B0 i B LA B . il
B 41455 I 22 B L dsRN A I 38 i TLR3#IG 1L-6/
STAT3f5 5 il ¥, b1 {33k i Jik 2600, RIG-
[ 324Kt TR 5] H B RNA A T 40 A A AE 2
(AR AR R B (S B U Rk, RNAKSZ
A H B RNANE 3 IEH A4t 7 &
TREE

H S RNARE R B DL K I8 52 28 558 T ] g
FOS FERRE L, G E SRR . A RIE K
L, P2 M IR G BAE R R L E KR B
(embryonic lethal abnormal vision-like, ELAVL)#E
i 1A hN3'UTR A K F1dsRNA f 8 & 3105 fhdsRNA
W2, ELAVLSRFE BE T B I 40 ffa on) 5 afi ji 2
iR IE R 5 M S B B R )
dsRNAZK U, I BH 48 4 5 2 %60 B P ncRN A
RARAG, 2 B S RNARE TLR3 5 5305
a2 [N, B TNFofIIL-625 48 5 1119, %%
circRNA RE % TE BOUUEE 25 74 411 1] dsRN A X 2 H Tl
R(protein kinase R, PKR)J¥E, AHLMHT
RNase LAEFE MG 1% FIcircRNA, 1M {ESLES A
HreireRNA 3 PG, IX ] #E 2 PKRO B 35 A6 1)
I F7, RNABFRNase H2HE 0 i#FRR-loop4h
F, YERPR I FRERR S, BERDNATR G AE X
J%, TiiRNase H2IHEE AT B85 AGSHTEAH T,
JIR T Bt 2 B RN A % 45 ¥ 1 (adenosine deaminase
acting on RNA 1, ADARI)] it DNA-RNA 145
BRELXT, fEiERNase H2{ BRum AL _E [ R-loopZE 14 »
35 B fir g 4 P s

RN A SR AR 7 05 & 2 Bl i I E 5 I .
CD4 WILE T I m6A 2 H F AL B ALK BHS 2 1
Tt kMR S R R IR B, TTALKBHS SR
15 S50 PR B & % % fix 8 B8 & R 8E s T IFNy Ml
CXCL2 mRNAFIm6AEMi /K- I B T mRNAT)
FaoE e, M2 B B RIA, T B AR 28 0 R

i R A U T B e R FLBE S
(Celiac disease)5XPO1(Exportin-1)f]5'UTR m6A H
AR, X—BIERE AR T E—D
P, JFEPEENF-«BE S iomwarl 7, A
RN A M 2 I 37 23 118 HERN A XURE 25 4 (1 72 26 . 481
wn, AL UUER 00 R e E 2 ML S R
15 RS FEEELIAA Sk, AR HAMPIRNA
ZERYIF T BdSRNA . RNABY R S 80N 5 7 5E
B RN A AT 170 T B 5 T 42 dsSRIN A K A2 2% K 51 11
WL . BEAN, ZRifR T (IDNATE H2RR LR
M e s P2 AERNA, 5 A R I 28 R A RN AJE it
JRPE S 8% H PR 72 (L B§ 2 (adenine nucleotide
translocase 2, ANT2)R 2] @ I MDAS 5]
FHRIFN S, 31T 7T B 5 2 Sjogrenss: & AE! 170,
I, 75K S 41 U H 20 i 40 i 26 /R dsRN A
BEVE L TLR3IE B 4 RE I, %3 A2 v g 58 5%
TR AT RNALE Y 1 DA% 7T i 2 5 i 3 54
S AR 454 A8 7. ADARTASHE VR I 314 48 1
Z-RNA, MADARIKAERBM L SZ-RNAL,
A, B RBIZ-RNAREE BT MDAS-MAVS &2
5| A2 5E ZU IR F 315 5 3G 46 A TFN e B FF F 3L
AGS!II sz as BOR, AR VA AT TN R 4
YRR ADAR Dl B 5 5 S0/ P 5 T40 ML 9k 2>,
LRSS (0 5 e i, R RN MDA ST
REFR1F 1 54 A JA g R A1), HAFRNAR FI
DIfe ILGP2IEADAR I KN {2 MDA £ 1FN,
PKRANHE A N S W (integrated  stress response,
ISR) [Al B 72 % 3k P rp B4 7 SR B /R L7188
ADARI1GEIHE I 4 8 Alusc {4 9k /> dsSRN AT 7= 42
ADARIERIHT, dsRNAWF I IELZBP 1540 i
VT A MR AE, T 7EADARIAIMAYSIR] I il 1%
/INERH S ZBPUEALAK AR GBS 51 /N B BB T,
HIX— A KIMDAS!Y,
AR AR R, 2R A Sk S
RNAKZ 21 7% A % . RIG- I fIMDASHH 5
RN ERS T HE5RNAKE G, 5l
AGS. Singleton-MertenZz £ fiF A3 25 P L 7K 77 F&
T4 W%, ADFISLE W ] fE 54 56 32 44
RAZ FEAIRNA T A 55 AH G o A1 i i B A 48
SEA0 P R HMDAS K A2 A946T 578 4 W i KUK 7
PLERIBE R P2 AR IFN- 1, RIZZ R 1)/ RaES
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TEBE R B G R A, AR R B A
B e Y, TLR7INHE IR 1 58748 Bl Py 44 25 1
FEMITLRT 5 0 2 3 B U4 2 U B & i
B AZSLE! 1, L s M IncRNA XIST/2&
SLEJ ¥ i 7% ff s TLR 742 5 (1 5 Z R 4107,
TLR 715 5 6k e BE 0% 9 b /)y B SLEASE 28 o 58 i [K -+
1 E B PR i = Az DL R IR A 320 Ui B 2 1) e
P 2 il

6 sk

IGNEA

FEEYRA, RNARZE REZNED Ky
T RNAFE Y% A5 5 BB 8 5 8 3 K
RBEMAEM . RNARARIIE R, Bfxs
. EFEVERTE . B DR RS 5 R I
SERGRFEDNREMISEFE o AR R NAR (55 S5 A4 45 oy
FIRNABA — & IRFAE I 47 140 RN A
52 e VR 28 i Ak A e A T B R SN N,
B LRI B B A . HLAA B 5 ITRNA A #: 52 2
RNASZARI AL, 3o 8 R SO0 S L g % X AL A4 7
PEERART, T e B ] (R4 S B2 T Y 2R B
BREG . BRI RNASN, MR 18 L] T
ncRNAE I %5 5 e Sl 13 AR AR i 22 A
ARG A e S VAR N 2 M A S Bl
SR K ERNAZ T (D BE AU E AL 2= A 528 R
k., MRBERNFERZEA. FHit, #—P3%
FERNART AL P %A BN B R (2 Th e 5
B BT DA% RNAFE A= W44 4 1 FH B0 %0
[l B D9 RN A ¢ B0 136 77 R 11 0 i B e
S

SR
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